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Estrogen effects on the inflammatory progression of coronary heart disease

LI Qiong, ZHANG Xingfeng, YE Dan, FENG Lei*

(Department of Laboratory Medicine, the Sixth Affiliated Hospital of Kunming Medical University, Yuxi,
Yunnan, China, 653100)

[ABSTRACT] Epidemiological investigations found that the average age of onset of coronary heart
disease (CHD) in women is 10-15 years later than that of men. The incidence of CHD in women before
menopause is 1/10~3/10 of that in men, however, the incidence after menopause has increased significantly.
This finding suggests that there is a significant gender difference in the occurrence and progression of CHD.
The main reason may be related to the changes in female estrogen levels. CHD is a chronic inflammatory
disease involving multiple factors. The effect of the inflammation runs through the entire process of disease
occurrence and development, and ultimately determines the outcome of the disease. This article reviews the
influence of estrogen on the progression of CHD inflammation.

[KEY WORDS ] Estrogen; Inflammation; Coronary heart disease
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GeN% , — T BBV NS A BRI . MERR AR D
— VR 3 R R SR A AR, AR O =K
AN TR B F R R IR AR , HAPEE BRI RNA
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JEE | ER 456 - 00E AH AT 5 14 15 38 1%, 5 R AR LY
EORZRIINE S FA ANV S 3 &R b RS I

YN BETE AR 3 B N 58 WL, T AR b ARk, 3 5 0
5 GPCR™ 455 K AFEH .
2.1 ECER T PN B 4 L) 5

i e O 7 A U C A TS Ak (5 I S =
T Re T sl ik K AL A P A B A A A A DK
T N K A A S A oAk RSB GRS AR T
GOt A HAEEAEH X SeE ) 32 i o A
AP AEZAF S . MR R F -a
(tumor necrosis factor-o, TNF-a ) J2 a1 [k ok A A AL 5
Ak I BB ks AL R 2 — LT 58
1175 N R AR R TR ST 4T T A B RE AR
PER N, TNF-a 15 S RAE R 0 FRIB IS 55
S 45 4% I F (nuclear factor-xB, NF-kB) [ 14
15 F% 32 NF-kB S —F0 2 5 20 Jikooks A 10 RT3
R AR AR A A BB S Kt fiffse
FEHT, e P 3k PN Jo IR AR A ATL o 00 RS B o3
IR, DT 26T PR A 6 5 PN B 4 R PR B DR
FIE L] NF-«B {5515 SR 40 i 175 =
(PRG BEE 3—F-22 3k, NI SEpT RAER™

VA B A R 1 0, At PN IR TR o B2 R
ZEF Y A WE/INH TR I R AR A R R A
10 1 2 1 R M 2 A T 2 R 2 A B AR
FHAEAT R A 8T 11, DT 5038 PR 12 A48 A 1) D L
B RRE T INL , HI) 55 %65 P B 240 B ) i — 2D A
3% 2R T AR A P B 4 1 ke T A B A
RARAEH F BB . R GEF N L,
O AT A2 A R 2 R W IR T A A (protein ty-
rosine phosphatase gene, PTEN) 3 i , $ il % ik 1k
5 F1 1% (phosphorylated protein kinase , p-AKT) &
FERIL, NI [ W5 & A=, ST 6 A %= -6
(interleukin-6, IL-6) FYREHC , W42 N B2 A5 005 bk
FNEPAE N A FEHREFR'™, 7R 5k  SAE SF N TSR
T, E U 2R B A A 4 5 S0 Dk 0045 P9 R 4 i
TP, DA 0 38 248 L PN A DG ) JB 1 5% e S AT 34 )
FHRIRE PN 2 4 M i R BE 451407

L £ T X i AR OC 43 F AR X (pathogen-
associated molecular patterns , PAMPs ) 1) —Ft )2 i/ ,
TEAN M R 7 BUE S B AR e AT Bl
W KB, BT-2 5 T 3l ook #F A 1k B e iy 1
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WHE K 2R 0 P Bz R A TR SR BRAE 3 19— S8 AL A
(nitric oxide ,NO) )& B FIRE L . NO A ELHEEXT A
B M A= b S Ae PR TR AR AR IF AT BES
Jb U A REORG B P R T S a0 4 P Bz A R ek
178 S K R AR AL e
2.2 WSO M AT LR B 52 i)

VSMCs i B 38 58 2 2l Dk ok A B A0 E 1 iy 3 22
JELIAL, VSMCs M F I fia) A IS A% 5 S50 803 28 1 A
I, FF N VSMCs AH G (1) 4 i A1 JE BT i 7 A
TR Je I A RE RS S Y OCE I R T AR
FE B, W T AT o BH W 22 2 0T AR AR O
(mitogen activated protein kinase, MAPK) 155 5 i
B, 5 T 40 MO 0R T, 40 VSMCs 1Y B B R E
U I BRI B8 A P VSMCs B9 45 5 & 42 48 40 it
DAL FIORG B 205 B9 53 A 0 . AR AU 3 ok ok A At
A5 — B B il 8 SE 1Y S S AL v | E — B (estra-
diol2, E2) FEAIC 1 240 i Xl 775 140 6 TR 40 AL 40 2
FURG BN 2 3k, AT R N, NF-kB 38 5 i
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G 2h 456, B 46 A% 40 i fa ik & H -1
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J BRI 175 5 1% v 1 R A8 s Ak - 28 (eytokine
induced neutrophil chemokine2, CICN2B) , #ll | T
= By T Vi LA %) 9 9
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i 3k 22 A VR 38 AR ok B2 i AR 5 2R 1 27 (heat
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MR 2 EAREH . HSP27 78 & A4 Sl ik M 48
PN R 240 S A 5 ), MR T8 i AKUPISK Y45 508
BT R BUA A A AR C EER, ATk
A5 N B2 AR T s MV 45 ER-B 5 3R
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A RE W B - R A I AT BE TNF-u IL-6
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JEEORST 308 2o A < 200 i 22 () % R A FH 9 40
HAE BSEWMEMEENES R T, W
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I B N A 1Y) A A2, SR By Lk el AR 20 Jok it 45 55 1k
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3 RE¥
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R IE A IR RIS R — BARTR AL, Fp o) 2
WA IR RO S5 RICR A 4 22 301 001 2 R R e
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15 HIV /gt DU 11 I e sl i 44 1) SR SE a8t

F oMk SRmAE kI TR AR xER' FR4 KK AER
Mgt Ry B gk

[ ZE] BH® REUAESHT A S B (HIV) R RE BT 1006 I B UL ik il & 11 R
R ZWHNRITRCR . ik X —2% HIV FIAEE G FUHE IO FE 05232 75 25 R M i )i
BEIAYT (ART) 1Y 42 25 BRI HEAT 11 IR R GEIB RIS, Lo Ao BT e =4 vk AL IR A I (NAT ) 7 v A6
GERIGPRITRL, BER BRI 2 AL BRI AY (ID-NAT) K H HIV B, I 0 738 W% B A 25 b A ik
F1(HL-TP1) bz e-TP FH4E o BRIMJS 265 6 K, 4 ART-HIV I G 28 U5 (ELISA ) Flfbag Bt g
43 BT (CLIA) 3700 R I 2485 SR BH A 5 k1 )5 585 117 R, B 6 A3 IR A& (6-MP)NAT 4, I 45 NAT A&l HIV-
RNA $52 BHPE SR 5 RIS 3 4~ H PN, HIV RNA G 8 25 200 T B, Bk IS 246 KR 2R H B DLT 5 sk
J& 403 K, AR JE LA AT AT AN F) HIV-1 DNA. RIS 80 K, B R i 21 i #4751 86 (TRUST) K6 ) 52
FAME, 538 MPEE AN HIV 7 0 R i HIV B A9 B 101 S0 AR T 4t e ARG 00 X700 A i G b 2 el A
Xof PR G SR B 97 AR AL T B 3 R

(KRR ] NSRRI TR MFag; LRy & D Ui st ey ik

A longitudinal case study of concurrent infection with HIV/syphilis during the double win-
dow period in a blood donor

WANG Lilin', WU Xuqun', ZHANG Geng', NING Li', LU Liang', LIU Jinhong', XU Xiaoxuan', ZHENG
Xin', ZUO Jiahui', YANG Zhengrong®, ZHAO Fang®, ZENG Jinfeng'*
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of AIDS Prevention and Control, Shenzhen Center for Disease Control and Prevention, Shenzhen, Guang-
dong, China, 518055; 3. Department of Infectious Medicine, Shenzhen Third People’s Hospital, Shenzhen,
Guangdong, China, 518012)

[ABSTRACT] Objective To follow up the study of 1 case of concurrent infection with human immu-
nodeficiency virus (HIV) and syphilis during the window period, and to analysis the clinical manifestations,
diagnosis, and treatment effects of a blood donor at very early stages. Methods One longitudinal study was
conducted in a 42-year-old blood donor who was concurrently infected with syphilis and HIV. This blood donor
was treated with a penicillin-based regimen and early antiretroviral therapy (ART). Immunological and NAT
methods were comparatively analyzed. Results Microbiological analysis using a 4th generation anti-HIV ELI-
SA and CLIA indicated a positive signal on the 6th day after blood donation. All NAT tests for HIV RNA were
reactive except for six pooled samples on 117th day after blood donation. The HIV viral load declined more

than 4-log in copies per milliliter over 3 months, until reaching non-detectable levels on the 246th day after
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blood donation. Nevertheless, HIV-1 DNA was still detectable aon the 403rd day after blood donation. Among

all methods utilized, the anti-TP ELISA detected syphilis infection at the earliest time. Toluidine red unheated

serum test (TRUST) was negative on the 80th day after blood donation. Conclusion Concurrent infection

with Syphilis and HIV during the window period did not significantly change the sensitivity of reagents and al-

ter the therapeutic effect of the two pathogens.

[KEY WORDS] HIV; Syphilis; Concurrent infection; Window period ; Antiretroviral therapy

FERE KW U4 B M5 10 S 0 R A A i
FHEE AR B LAY T R E fE AR S
N 2 A 98 B B 7 BF (human immunodeficiency vi-
rus, HIV) —2 U HZE 5 B ) , #55 HIV
G 55 Ry i L o g N HIV g m A B
5 Ml B — g I A g 7 2 P S 8 2 SN e
I A PR 3 BRI A 32 e AR 280 ) 194 R L 52 il A,
AR B B, — e e iR i SR L mT 25
A 53— Tl g D A 1 SRR g I o s B AR . )
i, M RE AT R I A= B e 15t 9 R RS RN B T
43 U0 R R R A, 08 i B AR CDAYT 41 T
ORI AR X HIV 19 55 Jd&k , T2 i HIV 1Y
FLRE o AT JE R0, Mg T RLS A A, S )
HIV, 1 a] 3k 21 ARG @, (HR, S0 HIV &G
(Acute HIV-1 Infection, AHI) )5 58Pk 5187
(anti-retroviral therapy, ART) PXl A 4171 il 4% 5 PR bt -
HIV $T 4 4 1, W/ HIV B, B IS 9% # DNA/
RNA R U B, 23 W 2 520 HIV B >, Ahit
U R GEAE B W A R A HIV R 1y 5 1
WA 2 BRI IS, 2 2w R S0 o |
RIS R SORITRCR . BRIETNT o

1 HESHE

1.1 HEAFELR

DRI M0 o Je sk i 2 , 55,42 % DU,
TN, EH5,2018 44 H 6 H (4351 5 — 5 —
W FEPEAT G 41 A 35 ) 70 RN T ML 0o
19 RABHR A0 . K 0 57 7 ) S (AR A oA e B S B
FEIE R o A ST 2RI T ML o0 B A L2
Dot mkain A B A E s
1.2 R S 1

Z B 98 3% TH Pt )it (hepatitis B surface anti-
gen, HBsAg) (Murex, 55 A ], 56 [ ) (N4
J B UK (Human anti hepatitis C virus antibody,
anti-HCV) (ORTHO, 58 2 28\ , 56 [ ) ; 5% 10 AR
Genscreen ULTRA -HIV Ag-Ab izt 7] ( i - HIV1,
Genscreen ULTRA, A SR~ A, &) 5 26 =01 -

HIV 1807 (FT-HIV2, JE 507 28 25 W) 250 B A7 B
T HE-TP 37 1 (DiaSorin S.p.A UK 232\, B
) 5 HT-TP a5 2 (BRI n 2R 150 B i A FRA B .
Procleix Ultrio Elite £ {il] i 5] , Procleix HIV -1,
HCV . HBV Discriminatory Assay & 5] i 7 ( Gri-
fols, i HEF ) ; MPX v2.0 HBV \HCV .HIV (1+2 %)
PCR- %61 NAT I &k I 50) (2 1%, 36 E ) 5
Roche COBAS AmpliPrep/COBAS TaqMan HIV -1
test, version 2.0 (% [X, &) 5 A2 F 5 ik i ik 5
(HIV 1+2 B B AR A b g5 Bk 125351 &5 (West-
ern blotting, WB)HIV BLOT 2.2(MP A4: ¥ 221 kK
FANA R ML) o b FE A 4 338 )22 BT ik
(R A Wy ey A BR 2N v ) RS 7 Allere
DetermineTM HIV1/2 (# 3% Alere Medical Co.l.td.,
FEE) , B R 21 R i #4375 15058 (tolulized red un-
heated serum test, TRUST, I i 2 & A= 1) 245 1 A5 FR
O8], MR IR E AR T A I 75 158 (Treponema palli-
dum particleagglutination test, TPPA, & + # 3\ &
., HA) s HIV-1 J% 5 DNA K50 5 (R A it
FERE R AE D BAR G BR A F]) s HIV-1 5 # RNA E i
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TagqMan HIV-1, % [G, 3£ H ),

WwtE 4 3 3 NAT “F- 5 (PROCLEIX Tigris Sys-
tem, 3¢ [Ei#1E) ; CAP/CTM R4 [ £ EH P [KiZ2Wi A
) cobass 201 #% R &l & 4t , 4 A h IR AE Y
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TON) , #% iR $2 B Y (cobas AmpliPrep) 5 43 # 1%
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1T o PRI 2 3 i g B e 2 W B U 2 (enzyme
linked immunosorbent assay , ELISA ) , 2 2 i & L) I
S i 28 235 SR Ry PR, 5 DL A [
1.3.3 R
1.3.3.1  NAT BUREARGIN 2 s P A 0 ki
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B FAAEAS SR IAEAS | A NAT 2250460
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HIV BLOT 2.2 it 71 Ui BH 45 i 45 S 40 2 b o
B ——A W iR iy, 5 oA pl 741 s HIV-1
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Figure 1 Schematic diagram of the WB experiment
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R RIGIT, % 4T B Y e 31T B B A
M, k2,

3 it

BT i B AT B RE S B I
1T R 05, TPk A R/ S 000 B 5 SRR O R A 7
FAREIG ST RS , AN RN 75 9% LT = PO R A )
RIS BT RRE B S e 20 A K L S Bt

LRI G0 7 5 A A 5 2 A AR 2 ik
AR Z RS BT, HIV 5| 20 i A S 5
A8 LIS RV YR S 05 S S R SR AE T Mg RE E , 3E
2% 0 KB 5 I 1A e DA 2 Rl HE R 1%



1916 - T EWIER T 20214E12 0 45134 45128 T Mol Diagn Ther, December 2021, Vol. 13 No. 12

F 1 HIV/TP £ B E M E R ATEIEE ZBRFERNER

Table 1 ~ Serological and Nucleic acid test results after early treatment of HIV/TP coinfected blood donor

P A
ELISA $i-HIV ELISA #{-TP HIV P‘J@E Grifols ~ Roche MPX
i v2.0
v TR etk ECLIA ECLIA HIVRNA HIV DNA
BE SR g b 4 b HIVWB  PATRSULSC ek Bt Bt ALT (cop  (copies/10°
A L L Lt (=) (=) Ultrio ID- MP6- |
B owiv oHIV TP TP yER mfgs -HIV. TP s panther o O ies/mL) 2H)
R1 R2 R1 R2 i A plus
iRl
FO 0 031 003 176 035 - <180 - - - 024 075 148 + + + o+ 502x10° ND
FI. 6 68 00l 16 073 p24 <1:80 - - - 934 216 164 + + + o+ LI0xX10° 5925
F2 10 792 002 219 123 p24 <1:80 - - - 3937 498 143 + + + o+ 328X10° 7693
F3 26 1034 2459 3.62 182 p2d,gple0  + - 5582 742 131+ + + o+ 717X10°  5800.9
F4 31 1087 2362 877 476 p2d,gple0  +  + 82.03 2342 139 + + + o+ 337x10'  1065.2
F5 42 878 2459 1124 1245 in;gl";(fo’ + 4+ 4+ ++ 9559 5775 157 + + + o+ 1LI7X10° 14057
_ _ p . pl7.p24, h -
Fo 511055 20 1103 1041 B P 4+ e+ 1037 4650 181 + + o+ 818x10 274.3
pl7,p24, . . .
FTo80 106 2381 693 697 B P e we w2185 4000 125 4 + + o+ (200x100 4943
P - pl7.p24, .
B8 N7 1145 25 071 d2m BRI e o e 2032 4497 192 4 + + = 4.18x10 168.8
o - pl7,p24, . .
FO 246 1097 25  7.33 1558 1:80 - 4+ o+ 179 2077 328 - - - - NRD 108.3
gpl20,gp160
FIO 345 1083 25 696 1517 PIOPZREPAL 00 o013 2177 262 - - - - NRD 114.9
gpl120,gpl60
FI1 403 1083 25 7 1soa PITP2AEPAL o0 1052 1753 360 - - - - NRD 56.6
gp120,gp160

T FO 2 AR I A FEAS 1228 — PGB ER IREAS , DL S HE . R1 AR 15 R2 350 20 ND R ARK I E) . NRD 2 R £ I 5] HIV-1
RNA, G245 R <2.00x10", RN : HIV-1 RNA K #{0EARF 55 AR Hi BR (20 copies/mL) . —~#% DL HIV-1RNA 46 F 1.7+0.1 [#

BB (TU) .

&2 CD4MBEHEITHS CD4/CDS LL{E
Table 2 Trend of CD4/CD8 ratio after early treatment of

HIV/TP coinfection
BEE [ENIIYE CD8 T CD4 T CD4/CD8
FEA REL 41 41 HfE
FO 0 ND ND ND
F1 6 ND ND ND
F2 10 123 236 1.91
F3 26 716 358 0.50
F4 31 693 384 0.55
F5 42 ND ND ND
F6 51 418 445 0.94
F7 80 377 450 1.19
F8 117 396 594 1.50
F9 246 254 525 2.07
F10 345 199 370 1.86
F11 403 296 522 1.76

TE  F 2 UCHR I A REAS , P22 — UGB ERFEAS . ND, RAGIIE .

TERRE R BRI R RSO HIV e
Hh LA AR AR, 3 B AR BRI AR T R B
& FEAR SO Bl MEREIR T IS, BE-TP K- [
%, FFAEZE 80 KIS RAFMLTE A~ 2 o R WISk
T AR A MG R IR T ROV R, S

WF 58 5 A KW 2 HIV 6 R G 2 15 BRI T R 2%
o AW P AN [R]R] R A AN R (H A2 2R g
SN oAb AR B 4 0 (kI A 27 28 K 3
HL-TP i 1. H0-TP ECLIA F#Hi-TP X7 2 If1 i
24 50 PH P 22 R) ) e ] 8] B 3 )+ 30 A Tk I S5
0.6 F1 10 K, XS54 76 oo — R Y i 2 2B 3
BHLAE PR 11 B () R o M RE TR T I R T LR
LW 00 BT AR B A I R, B4R B s T R
4F5 DL B RIR AL . PEHGE , 15%~25% 1 B E T
IO BE IR T 2~3 4F J5 Pk &2 31 1l 2 T IRk
AL ARBRET MEEA YT S I %% TRUST 5556
45 R RE 5 2 i RO 25 R — 2, BB
IR B R an e 2 F T Ot
P A5 SR e R R SRR e S 0 B ) B TEAN T A
B YT 5 SRR R RO M A a8 RS R
HR 3k SRR 58 0 45 B0 A — 2, BT DL H R 2R
AN R 0 e B IR A R S RE IR B B T
B X —2 ARG e i IR N 80 5 O 3 i HIV
JR YL A 2 S 1 AH G s @R ML 27 T8 R ) R X
A — KR
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R i B ] A £ B 55 S0 B 2 O T 3
71 9 (2014 4£ 11 H) A0, 2588 4 J 5 5 4 40A
TR N &5 S 2 B M S8 v B Rk R T RE M AR
iR, SR, RS H AT AY4E SR HIV % 1 7E
Gt E R E P E L AU, 8 R B
-HIV ELISA %71 F1 CLIA #3277 75 ik )5 55 6
5L BHE , BE Bk 0 HT 41 KA1 35 K XS BT
T 6 JE o R, O IR A] SE K A — T e R
PR A I BRI X HIV 9 1A 983
i,

2015 4F, AR DA 040 ART F5 R, B L
W5 B IR S S BT R BUR AEIRYT . R ART
TRYT BB BEA HIV R Bk B . ASHIF ST rh Ak e ik
I X ART S BA4F, aBH T R 3R Y7 3 a2
FEAE 2L K HIV DNA 7 3B 5 8l 2 K
WA

MR YEHR I A, MR AT 28 28 K Bl — b A=
SRt (NI ) o A WFFE I, I o 7 2 5
J& 10~90 K H B JR & MM B NI LS 1~4 J
JEMF R RIS & S B I AR AT R B
JE 35— R B R[5 BT A B

ARGl BAFTEA LR, e, BEA
WK & faAT 8 A i T2 B 205 B, Tk e B
PRI (R o R, AS B9 32 22 4 v AE K DU AR
7 b, A SR R X G E R G s W 1Y) 43 L AT
ARERAIGE . JG 8ol /e 2 R B B HIV 51
B LY AFEA T, 2 BT B0 S A A G 25 S
FORE A TER R R T aE , S HIV % 0
WIBTIAR A B 5
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AR &2 B M AMI L% PCI i 5 HFABP. GMP - 140.
ITLN-1 7K 284t

Mokt MERT WA BE A Res xE&R ¢

[ ZE] B& HIHER B2 MO UETE (AMI) 835 2 5 S8R S KA A (PCD T ARG 5 135
T R4S 45 % 11 (HFABP) |, o-JF0R I 25 11-140 (GMP-140) \BEEE R 11-1 (ITLN-1) /K 28 A0 175 50 B I R 2%
N Ak I 20174F 3 7 2 2020 4F 2 A R RHTT A O EEBE 98 BIAE4: T AMI VR FFT 4, 5316 E 30
B[R AF- 4 BE A AT 42 SR PEAE fy % HEZ o 4G 0 BE 58 4 41 1 75 HFABP . GMP-140 , ITLN-1 &0 L35 14
F8 0% [ LR 3% 6 F) T8 (CK-MB) O JUNESE A T(cTnT) JKF. &R 541K HT HFABP .GMP-140,
CK-MB . cTnT /K& F ARG A IRAL, 22 3 et 248 L (P<0.05) ; F 52 41 R 1iif HFABP .GMP-140 5
CK-MB . cTnT £ IEAH 5%, ITLN-1 55 CK-MB .cTnT £ fi 4 5% (P<0.05) ; fifizg BMI. = g IILAE & A C 480 H |
YA TARRTG i HFABP .GMP-140 .CK-MB .cTnT 7K 441 1135 ITLN-1 K EFEAE , 4F4% Bk AMI
FBH PCIAR G Z A S 0000 148 2 1 A XU, 1 (P<0.05) o 536 4R AMI R 1fiL 7% HFABP .GMP-140
T, M3 ITLN-1 KRR, PCLT ARG 258 bRl s 5 00 A5 S R A A e

[X#8iE] Atk ; ORIRITFRZS A o- ORI 11-140; BEEEHE -1

Changes of serum HFABP, GMP-140 and ITLN-1 levels in young male acute myocardial
infarction patients before and after percutaneous coronary intervention

LIU Jiangbo', ZHAO Xiaoning', YAO Mingyang', RAN Qian', QIU Ruili*, ZHANG Jinying’, LIU Zhiyuan'*
(1. Department of Cardiology, Nanyang Central Hospital, Nanyang, Henan, China, 473000; 2. Department of
Gastroenterology, the First Affiliated Hospital of Nanyang Medical College, Nanyang, Henan, China,
473000; 3. Department of Cardiology, the First Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To investigate the changes of serum heart-type fatty acid binding protein
(HFABP) , «-Granule membrane protein- 140 (GMP-140) , intelectin- 1 (ITLN-1) levels before and after
percutaneous coronary intervention (PCI) in young male patients with acute myocardial infarction (AMI), and
to analyze the clinical significance of the changes. Methods Ninety - eight young male AMI patients from
Nanyang Central Hospital were selected as the research group, and 30 healthy young men of the same age group
were selected as the control group. The levels of serum HFABP, GMP-140, ITLN-1 and myocardial injury
indexes [ creatine kinase isoenzyme (CK-MB) and cardiac troponin T (cTnT) | were detected and compared
between the two groups. Results The levels of HFABP, GMP-140, CK-MB and cTnT before surgery in the
research group were higher than those after surgery and in the control group (P<0.05). In the research group,
HFABP and GMP-140 were positively correlated with CK-MB and cTnT before surgery, and ITLN-1 was
negatively correlated with CK-MB and ¢TnT (P<0.05). With the increase of BMI, hyperlipidemia, number of

AR B BEARAFAL A (81570274)
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2. M EE S — W5 EREAH, T, & fE 473000
3. K F 5 — B E R AR, 7T, #80 450000
*3@ 444 % AL, E-mail : liuzhiyuan3366@163.com
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stents inserted, diameter of stents, increase in serum HFABP, GMP-140, CK-MB, cTnT levels before and
after surgery, and decrease in serum ITLN-1 levels, short-term development of young male AMI patients after
PCI The risk of cardiovascular events increased, and the difference was statistically significant (P<0.05). The
area under the curve (AUC) of postoperative serum HFABP, GMP-140, ITLN-1 and myocardial injury indexes
predicting short-term cardiovascular events in young male patients with AMI after PCI were all above 0.7. The
AUC of the joint prediction was the largest, 0.891, and the best prediction sensitivity and specificity were
80.00% and 90.36% , respectively. Conclusion The serum HFABP and GMP-140 in young male patients with
AMI increased, and the level of ITLN-1 decreased. The changes in indicators before and after PCI surgery are

related to the occurrence of short-term cardiovascular events and have high application value in predicting the

occurrence of short-term cardiovascular events.

[KEY WORDS] Acute myocardial infarction; Heart - shaped fatty acid binding protein; o - granule

membrane protein-140; Agglutinin-1

2 PE .0 WLFE FE (Acute myocardial infarction,
AMID) Al R H WG A A, 2 & T 4 RHA (3
IAERAF I ABE R AMI KA R B Wi T i, JL AR
B AMI AR T 2 R kA
A (Percutaneous transluminal coronary intervention,
PCD) A K HHIIAYT AMI [ 258 , (H PCIAR 5 2=
S M SCHR N AT 15 o WL ML 3 9, AR T
BEPUSHBEE o 0B BoR O NUESE 8 LI O
g Wy B2 2% & 25 11 (Heart - type fatty acid binding
protein, HFABP) Hf i} Ft &7 , BT Rz,
ou- K7 5 2 11 - 140 (o - Granule membrane protein -
140, GMP-140) . BEHE 4 11-1 (Intelectin - 1,ITLN-1)
PIRAIESE 5 AMI A R JRA T B S BT AR
S AMI 4 PCI TR 1ML HFABP .GMP-
140 . ITLN-1 7K-~P A2 AR i R 3 S

1 BREFE

1.1 — ekt

PEHL 2017 4E 3 A & 2020 45 2 A #g fH oo 2
B 08 il 444 55 1 AMI 5 1 M oE 4, AR F- 1
(29.64+2.65) % ; 1K it & 35 % (Body mass index,
BMI) - 14 (23.41+1.92) kg/m®, 55 3% HL 30 4] [7] 4F
W4 B3 fd B A 52 5 A R ko BB, AR 04 - 15 (28.89+
3.05) % ; BMI *F- 14 (22.96+2.02) kg/m>, X k. % £
AR BMI, 22 R G024 E L (P>0.05)

AR UE - OWF I AL 2R AE 0 H 1 B 2
AR N S = R A ek Dk 3 5 A5 R A B2
AMI™ ;5% HEZH 35 ToAT Al o0 R 52 0 , 4 B (KRG oK
KRR QW B @4F R 18~35 % ;
@H W AW ; @R TGO BT AR L@ %5 FT A
FATNBE ST R AT, JC A 8 28 i B DA IE X %

KRR MREA S, OB RE . HEBRIRAE .
(DEE I Ty e B 5 2 H it & @i 14~ H
A R PR s QN R R DK
91 1 W e BRI R S 2 A D%
Ju PRSI . B B e MR B A ©)™ I
DIREAS 4= I I A8 BB o AR 9T 8 A B A 3L
Tt

1.2 Jrik

SRAE A TN G 23 IRk I 6 mL, 5820 A
TR B Ik A B PCTF-ARIGYT , SR AL ] 4 PCI
FARAGT 24 h N FARJG 24 h P, % BELH R 1f st 8]
NG 2 KGR, W5 FAREE MR A X
FRZH M AR AS | B0 A 3L 53 5 100355 , SR FH Tt 6K 928
MR B35 600 1fiL 7 HFABP,GMP-140 . ITLN-1 /K-,
R & A EDUA B AE R A BRA ] R
YU Y A DU 0L 375 LI V34 7 W) T ( Creatine kinase
isoenzymes , CK-MB) /K-, i35 & W H 7 5L i /R &
AR A BR A B 5 2R F S8 )2 A s A il i 375 .0 JL
HLE5 #E H T (Cardiac troponin T,cTnT) 7K, i 7] &
g A AR SR A YR DU R A ]
1.3 GiteEik

B kb 3R SPSS 22.0 #3805 R DL
n (%) iR R ks i 5R L (3 £5) F538
A 2 8] AR A ST FEAS £ 46 55, 2H N bR AR T D
XF o K 55 5 AH S 53 B >R FH Pearson AHOC R £ 5 Y
i 1 Logistic #4712 K 2 0145347 ; P<0.05 S 22 5%
AHTtE

2 #R

2.1 WA ARG MLIE T8 AR K 3
iff 9% 41 KR H7 HFABP. GMP - 140, CK - MB .
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cTnT ITLN-1 /K- b8, 25 A G127 E L (P<
0.05), WFE1,

%1 W4HMFE HFABP.GMP-140.ITLN-1 RO BLR 516
FRIKFEEE (x+5)
Table 1 Comparison of serum HFABP, GMP-140, itln-1

and myocardial injury index levels between the two groups

(x+s)

IfiL ¥ H8 A IR (n=98) XA (n=30) fi PIH
HFABP(pg/L)

F NG 71.49+31.62° 0.336  <0.001

. 16.84:+8.69

F N 20.37+9.65 1.793  0.075
GMP-140(pg/L)

AT 39.49+14.31° 6.996 <0.001

‘ 20.45+7.37

KRG 22.26+10.98 0.845  0.400
ITLN-1(ng/mL)

A 141.25+74.39° 10.652 <0.001

o 338.49+125.34

VN 304.92+98.16 1.532  0.128
CK-MB(U/L)

Nl 21.1629.85* 5.866 <0.001

. 10.41+3.26

VN 11.15+4.06 0.912  0.364
cTnT(pg/L)

p NG 4.25+1.97° 5.707 <0.001

. 2.12+0.96

VN 2.48+1.25 1.450 0.149

1 SRR G L, P<0.05,

2.2  [fil}% HFABP .GMP-140 . ITLN-1 7K V- 5.0 L
PR 0 AH e

WF 5% 240 R §if HEABP . GMP-140 5 CK-MB
¢TnT [A] £7 7E 1E A ¢ 56 & (r=0.750. 0.617 ., 0.683 |
0.553,P<0.05) ,ITLN-1 5 CK-MB ,cTnT [A] 77 {1
FFH R (r=-0.753 .-0.663 , P<0.05) .
2.3 AL A A kAR SR R A BROE I R
fiE ML FE AT E

WF5E 4 PCI RGBT 34 H , 35F 15 il &
KA A R o B B 10 49, RO R
B, B AR A KA R RO A R
() BMI . & g I AE B A S8 H X 4 AR A
b, 250 gt 2F 5 L (P<0.05) 5 & A0 LA 35 1R
HF F AT G IS HFABP . GMP-140 . CK-MB ,
cTnT /K- FoR A A B  ITLN-1 L F AR & A4
T ERAGI R L (P<0.05), K2,
2.4 AEEREYE AMI B PCI A J5 5 1 0 1 45 55
Ey - AN ES

PMER B AMI 385 PCUAR J5 J 215 &
Az I A 5 R AR d (R - ok & =0, B A:=1),
F3e 2 il 22 5 IR AR A AR A Logistic 143
Br, 2555 0o , BMILL R IIIE B A SR H SR EAR
T AR5 17 HFABP.GMP-140.ITLN-1.CK-MB,

F2 EHOCMERGLESREEBEIRKFHE.
MmiEFEFRXTEE [n(%), (x+s) ]
Table 2 Comparison of clinical characteristics between
patients with and without short-term cardiovascular events
[n(%),(x£s)]

1L P85 KE=15) ST (n=83) i PIA
BMI 6.240  0.013
<24 kg/m’ 4(26.67) 51(61.45)

=24 kg/m’ 11(73.33) 32(38.55)

W PR I 0.025 0.876
= 9(60.00) 48(57.83)

w 6(40.00) 35(42.17)

1= AR i S 4.204  0.040
P 11(73.33) 37(44.58)

g 4(26.67) 46(55.42)

A 1.316 0.251
& 10(66.67) 42(50.60)

® 5(33.33) 41(49.40)

BHAZREHE 5952  0.015
=24 12(80.00) 38(45.78)

<24 3(20.00) 45(54.22)

YR 5.789  0.016
<3 mm 4(26.67) 50(60.24)

=3 mm 11(73.33) 33(39.76)

HFABP(pg/L)

AT 80.25£20.25  69.91x15.87  2.223  0.029
N 35.27+17.24  17.68x8.12  6.244 <0.001
GMP-140(pg/L)

AT 52.14+20.31  37.20+14.36  3.464  0.001
PN 30.15+£10.94  20.83x7.25  4.207 <0.001
ITLN-1(ng/ml)

A Hi 112.89+50.12  146.38+60.43  2.022  0.046
AJF 201.36£80.83 323.64+130.46 3.502 0.001
CK-MB(U/L)

A i 23.18+5.23 20.79+3.78 2117 0.037
VN 14.98+6.12 10.46+4.15  3.587  0.001
cTnT (pg/L)

AR HiT 6.12+2.54 3.91x1.67 4321 <0.001
PN 3.45+1.14 2.30+1.15  3.569  0.001

cTnT /KF14 MAEZ B AMI H3E PCLA J5 .0
MAE SR A2 (P<0.05), W3,

3 it

AWFFE KB, AR5 B AMI B 3 117 HEABP
IRV 5 555 T e N, #2758 HFABP 1] 5 545
BWEME AMI A &, H B PCTRIGIT G LT
HFABP 7K V- 5 B 1%, Z B HFABP 7K A8 4L 50
WL I FEFE VE A 6 . HEABP S0 JULZH I o b 2
HEEN/NMFFREAR, Y AMI LA, DAL
it A1 ke 1 Bk 42057 451, HEABP A %5 5 MOy JUL 20 o i
i, IE R 2 T, SR I3 HFABP /K-
Fri o, PCUARIAIT i, O LB I 75 20 P v, o0
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Table 3 influencing factors of short-term cardiovascular events in young male patients with AMI after PCI
M= TR AE Ty 12 BIH SE Y  Wald i  OR{H 95%CI P
BMI <24 kg/m’=1,=24 kg/m’=2 1.438 0.374 14.782 4.212 2.147~8.263 <0.001
e g AR =0, /&=1 1.461 0.365 16.024 4311 2.435~7.631 <0.001
T EREH <2/=1,=21=2 1.433 0.341 17.665 4.192 2.163~8.125 <0.001
YHH AR <3 mm=1,>=3 mm=2 1.403 0.352 15.889 4.068 2.078~7.963 <0.001
HFABP N} <TF¥fli=1,=FH¥ =2 1.717 0.364 22.252 5.568 3.147~9.852 <0.001
N <FHfE=1,=FIH(=2 1.896 0.352 29.018 6.660 3.941~11.256  <0.001
GMP-140 AHT <FHE=1,=FI{H=2 1.732 0.371 21.787 5.650 2.942~10.852 <0.001
N E <TV-¥E=1,=THH=2 1.784 0.341 27.368 5.953 3.125~11.341 <0.001
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CK-MB AT <FEHE=1,=FHH=2 1.772 0.375 22.330 5.883 3.074~11.258 <0.001
N <V-H¥IE=1,=FH{H=2 1.893 0.352 28.930 6.641 3.693~11.943 <0.001
¢TnT A <T-H{ti=1,=TFH{l=2 1.783 0.369 23.357 5.950 2.941~12.036  <0.001
RIF <F¥fE=1,=F¥E=2 1.874 0.341 30.201 6.514 3.254~13.041  <0.001
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NIPT ¢ & Z2 401 i HGB . SF. TfR %G )L B - i i
Y AYiZ Wi

FRAZR R¥ME KREr x4

(# ZE] BHH SPreel =ikl (NIPT) A Z2 0 s M4 & 1 (HGB) & 1 (SF) L8 E 132
(TR XL B-Hu P A5 ML (B-Hb ) WM, ik BEBULETARIE EE B 2019 4F 3 F 28 2020 4 8 1 92
BURG L B-HbF% 2, 42 BETIG LI 1% 40 AR TR | rh R ZH] e U4, SRR RII0) 50 (9= Kttt (X IR 4 ), 4947
NIPT, [f] A} 4G 22 4 1fiL 35 HGB | SF TR, ¥E AT AR 4387 , L3733 TAE4RME (ROC) il 2643 #7 NIPT I &
HGB.SF. TR X)L B- Mt i2 Wil fie . 4558  HGB SF /K- : S RIZH <R AL <AL <%t BRA , 25 ¥ et
2 L (P<0.05) TR 7K TRV > Hr AL > A2 AU S X AL, 22 YA SE 1122 L (P<0.05) ;HGB . SF 5 i L
B-Hb I 1 2 AR (P<0.05) , TIR 5 /iR )L B-Hi A 17 St 1IEAH G (P<0.05) . ROC {45347tk ,NIPT .HGB |
SE. TR Bl J2 A2 Wrth 28 F AL (AUC)HR A 0.881.0.684.,0.842.,0.725.0.927, 51 2210135 HGB .
SF.TfR /K -5 it L B- 3% U454, NIPT BE5 HGB \SF TR KM BEAL R R I L -T2 Wi B

[kiR] Tk L B-Hurh i@ et ; ML RN FHgkE ik

Diagnostic value of NIPT combined with maternal serum HGB , SF and TfR for fetal
3 -thalassemia

TENG Xingang, GUAN Yanmei, CHEN Jing*, LIU Hong

(Beijing Huaxin Hospital , the First Affiliated Hospital of Tsinghua University, Beijing, China, 100016)

[ABSTRACT] Objective To analyze the diagnostic value of non-invasive prenatal testing (NIPT)
combined with maternal serum hemoglobin (HGB) , ferritin (SF) and transferrin receptor (TfR) for fetal (8-
thalassemia. Methods Ninety-two pregnant women with fetal 3-thalassemia admitted to Beijing Huaxin Hos-
pital were selected from March 2019 to August 2020, and they were divided into the mild group, the moderate
group, and the severe group according to the fetal condition. Meanwhile, 50 healthy pregnant women were se-
lected as the control group. All subjects underwent NIPT and the maternal serum levels of HGB, SF and TfR
were detected, and the correlation analysis was performed. The receiver operating characteristic (ROC) curves
were applied to analyze the diagnostic efficiency of NIPT combined with HGB, SF and TR for fetal 3-thalas-
semia. Results The levels of HGB and SF increased in the orders of the severe group < the moderate group <
the mild group < the control group (P<0.05) , while the level of TfR decreased in the order of the severe
group > the moderate group > the mild group > the control group (P<0.05). HGB and SF were negatively cor-
related with fetal 8 -thalassemia (P<0.05) , and TfR was positively correlated with fetal B -thalassemia (P<
0.05). ROC curve analysis showed that the area under the curve (AUC) values of NIPT, HGB, SF, TfR
alone and joint diagnosis were 0.881, 0.684, 0.842, 0.725 and 0.927, respectively. Conclusion Serum
HGB, SF and TfR levels in pregnant women are closely related to fetal (3-thalassemia. NIPT combined with
HGB, SF and TfR can improve the diagnostic efficiency of fetal (3-thalassemia.

[KEY WORDS] Non-invasive prenatal testing; Fetus; {-thalassemia; Hemoglobin; Ferritin; Trans-

ferrin receptor
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5 )L B~ FP IR BT I (B-HE 2T ) J& T U ik ist %
g, A0 i L g e I G o BRI B, I K 32 Bk
B B s 2 ) R COR1) R 5 DR 00 4 AR AR A2 I 24
SN L B- b2 AT RS W B e LR
FK M EE B TR L KR, R ek
HA R 7 X 6L -3 2 W BA E 8 3
M o Jo A7 i Kz I (Noninvasive prenatal testing,
NIPT) B T 5% 5 LB 15 /N A K12 W e e v 25
R IBWNCR TG L B- M P TS Wb s I
AHIGEFR, KL B-H AL I PRI2 W 5 Fis YA, A
KGR BRI A #5 FEAE . 2L G
Bt 2H RN 43 A I 4126 11 (Hemoglobin, HGB) , H:fiE
AR MM AR AL . AT R BB
(serum ferritin, SF) AHLA Z A v A28 8 15T, I
%3z 1 B M SF L KB Bk 4R 11 &2 A (transferrin re-
ceptor, TfR) ZYJHE" . LIFESLT HGB .SF M TfR
FHTREIL B-Hb 2 WA /b, AR SC 3 2R 9T NIPT
A 2210 1M HGB  SF TR X i JL B-Hu %X A2 K
M8, LA A2 7 mis i A P it — e 48 SR

1 AR

1.1 — R
VEECAL AR5 B B 2019 4F 3 F & 2020 4F 8 H
92 i L B-HFE 2240 . A A bRt s D2 s 2
SFARAG TG L 8- 7% JE 43 B RS2 M i L B-
AT QAR IR ; TRl L . HERRAR I : O
b3 0t B A S R 200 R ot N 40 AR
ML AT ) R LA R ik 2 22 A AR L s @ e 32
Wl Z —fEE R AR 58 @4 A B L FT i
Ho MIECHEMRFESLILRLE) 7 brife B =y
R AL AR R N FEARIA I R
50 1177 K i e 5 i AT RE A . T AR5 X S A
B R B A . R A (R
FHEFVEN, KA Z04F 0 20 8 FE IR R L
BESTGI#E L (P>0.05), W1,
F1 AAELZEFRIEE (v£s)

Table 1 Comparison of baseline data among the four groups

(x+s)

20 51 n (L) ZE )8 (JE)
A 23 35.27+4.05 15.08+2.64
I 32 34.89+4.01 15.37+2.72
Al 37 35.96+3.82 16.02+2.53
X 2 50 34.58+3.74 15.59+2.68

F18 0.953 0.682

P1E 0.417 0.564

1.2 Jrik

PP 0 7S BOIRAS #R K Il 6 mL, 43 S A
Horp— {3 # 47 NIPT, LA £ — 1% U Z P& (Ethylene
Diamine Tetraacetic Acid, EDTA) #f 17§t &E 4k #
i 1 DNA #8& BOR ] & (i EF i AE Y RHA R
F] ) AR 15 G L 40 A Ah i 5 IR 2 DNA (Cell free
DNA, ¢fDNA ), iffi i 5 5 g 5 X 5 )i (Polymerase
Chain Reaction, PCR) 43 #1 4 ( 4 5- . JL4E 9700, ]
JCFERIHLA B A BRA R AL FE AR )L cfDNA , X H:
B BRER AR A Be AT R s Bt 2 A
e 3t 6 (T B Sl A PR /) , SR B PCR-
J 18] 5 A2 £ AR AL PR ofDNA §7 34 7= 9, 31 X)L
B-Hh T FL P ¥ LA 4 A

T3 — Ao HEAT I HE A A, SR B v RN 0 L
(#1%5 : Avanti JXN-30/26, 3% 5 D1 50 S J5 /R 545 B
N 5E RS O AR BE (2 500 r/min, 15 min) i 2, 2R
J& o B ML A, DL H Ak 2 & 6 50 28 49 A A (Y
7 : B [X Cobas €601, b 5T AR 75 1 11 P27 i f A BR
A ) 5B & 31T HGB | SF /K- & 5 LA
106 A0 28 W B s B AT TR A |, AH DG 3850 & 1)
A L ENAEYREARA R,
1.3 Siitghbr

SRHUSPSS 20.0 GEi R TR SR AR PR
IERI AR TR ORI (x +5) 37, Z2 40 e (i S A
RIT 200k, Z 4 WM FEd T SNK R 557k 5 4
K3 R B Spearman 73 Bk s R A2 10 TAERE
fiF: (receiver operating characteristic, ROC) [ £ #£ 17
BWEEs T, LA P<0.05 =S EASAE L,

2 H#R

2.1 44 1fi#% HGB .SF . TfR #
HGB . SF /K-« 5 4 4] < A 21 <52 78 41 <Xof
H, ZRWA G FE X (P<0.05) ; TR /K. 5 A
> RIS RIS IR, 2 R A ST R X
(P<0.05), W32,
2.2 Jii)L p-HbFUW1E 5 HGB . SF TR M4
HGB . SF 5 it JL B- b 709 1% &t f 2 T A0 5%
(r=-0.593, ,=—-0.612, P<0.05) , TfR 5 Ji5 )L B-Hu %%
I 15 5 b 2 IEAH G (r=0.548, P<0.05) .
2.3 NIPTH:A HGB SF.TfR %G L B-HIZE 2 i
NIPT BX & HGB. SF. TR 2 Wi i L B-#u %% Y
ROC 23 #r it £k T 1 #H (area under the cure, AUC) K
0.927 A8 TAAPR A2 (P<0.05) . W3R 3Bl 1,
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#®2 4£AM7E HGB.SF. TR LLE (x+s)
Table 2 Comparison of serum HGB, SF and TfR among the

four groups (x+s)

2451 n HGB (g/L) SF(pg/L) TfR (mg/L)

R4 23 90.76x13.36™  42.27+£7.01™  4.92+0.75™
PAIZE 32 100.45%14.28°  46.83%7.26"  4.28+0.76"
BAIH 37 108.46x16.35  52.19+8.04°  3.85x0.57°
YR 50 119.85+18.46 56.74+8.23 2.76+0.51
Fi& 19.728 22.057 75.506
P <0.001 <0.001 <0.001

T X IR AL, *P<0.055 SR BRI 2H LU #K, "P<0.05; 15 T B 20 [
#,°P<0.05.
&3 NIPTBX& HGB.SF.TfR 2 #if& )L -1 8 ROC
i £k 53 4T
Table 3 ROC curve analysis of NIPT combined with HGB,
SF and TfR in the diagnosis of fetal 3-thalassemia

AR AUC HRifEiR 95%CI WURSE Fp 5 PIA

NIPT 0.881 0.054 0.770~0.972 0.723  0.885 <0.001
HGB 0.684 0.061 0.537~0.786 0.623 0.718  0.012
SF 0.842 0.057 0.753~0.925 0.716  0.847 <0.001
TR 0.725 0.059 0.603~0.871 0.645 0.806  0.002
PIFEA 0.927 0.028 0.894~0.985 0.807 0918 <0.001

- i
’ — — NIPT
— HGB
0.8 TR
— SF
i N
5 06 WH A
g ( — B8
0.4 J
0.2

0 02 04 06 08 10
145521k

1 NIPT.HGB.SF.TfR 2§ g )L B-i 21 ROC £ &
Figure 1 ROC curves of NIPT, HGB, SF and TfR for

diagnosing fetal 3-thalassemia
3 itip

HGB "] LRI 45 &, B s i A 5 A Ak
(A R A i 3 S Bk 2T (5, HE 2 R 4 BR AR
KM R, A B, T3 08 H BRE A S 2
B BR A 5L AR DL AR R ) o B A,
F HGB 4H ik 48 ', SF REMS I 174 , i 2kl A=
5o 1114 == I T I £ O | = A A D S 7
B TR Yo E AP, Hd 80% 447 TR
VR LA LT A0, A AN R S 0 A A
WIS KR S TR A& oK, S 80 i TR
W TR A ES H IE TR K H B8
S B T 4y 21 A e ISk i R ), S S
8 SF I/, 5% 2] 3% i D) g, gl kR 2m' ™,
FH O 78 B, HGB v] H F b 3 1 i 2 00, R

W58 % B, HGB . SF . TfR 5 Jifi L B-Hb %595 15 22 A7
5 5 3 M 56 ¥, HGB | SF /K S i I% | TR /K F i
i, M6 L I B E, #2278 242 101 1L % HGB | SF ., TfR
O 25 5 5 16 L B - b BT % 2 VA ¢, Rl oA iR
JL B-HFE S A PRt — e 8 5, 5 LA
WS AHAT . AT RE T 22 4 1 3 N HGB | SF . TfR
KA AL, AT —E R B iG LR B ORDL,
PR I 27 1 38 48 b ) G T 1 1 G L B - L %%
T2 W o

WAESR  BEE 7 F AW FH AR AR,
NIPT & HCH 6L B- MR B2 Wi T Bt . A ST
& NIPT 0] fERf A Hh G o i S i2 TR BH 4 %
I, T T LY (AR i A v R R EZEAEA . IR
HHGEFR, 4 AP EARANW & AT 3T
cfDNA (1) 4 F 5 I 25 2 R U3 8 7 K KR
T AHFSE & B, NIPT X6 L B- M5 12 W Uk
JE 5 0 5 BE A R L 5 RIS LS AR A,
NIPT A 345 R A A2 W o) o HAHESE o NIPT
WK R AETR 12 5121500, T HE 5 NIPT Kl
FEACHZE A 2K A 5, 2 1E A8 1 H iR L cfDNA
TR BIR, IR NIPT 25 S vt iz . eah, 4 iF
48, 4 5 SR S 2 10 A0 A I L 1A A R E iR L
cfDNA R B, X PG iR 242100 %5 1 d, It
Je B T B A R T BE R SRR, S )
cfDNA F Btk A & NG 25000, ARG A2 1015 e (L
WA [R]85 8 DA R G R 3 & 09 45 ), B i He
77 A AR BRI Bl AT B IG B TR A fDNA E: ] 35
35%""", R E] NIPT 2558 . A WF5E &M, . —4845
FENG L B-Hh B2 W B R B DAk O T HA )R PR
P, A LER R bR AR ST A2
AWFFE ROC #2670 Hr 46 4 7R , NIPT B¢ &5 HGB .
SF.TfR iZWi AUC #1, & 0.927, KM T 4548
FREAAZ T, DU 5 BE A RENS A SR B2 iRl ee , &
IR A AR . TR A2 B,
Il PRAR A NIPT 52210 1L 7 48 4% (HGB . SF . TfR ) ¥
M2 5, aT ORI £ B2 T ff i L B- 3% & AR O
U T Al ) PR 2 T, R a2 T Rk
il

Zi b, 2243 1L 3% HGB | SF, TfR 7K -2 1k 5 i
JL B-Hb B 17 2 B b 25 HH OC , HGB | SF e A%
TR ¥ B &, Jif )L B - b %2 8 ™ 5 ; NIPT B¢ &
HGB .SF.TfR % i JL p- e # i2 Wik e o v, LA
HER AN E
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DCP .CEA Bk & VEGF KMt 5 % P 12 Wi (i

(8 E] BH® HiTR®E IR (DCP) @R F (CEA) I M4 Py 52 A K [ F (VEGE) X 5 A&
PERFIE S Wi (B . T3k SR PR S 22 W BRI 6 T A Bt A0 1) 114 31 i 1k 98 . 52 Bl 1 2, R
BT (42 B PR Ak B 3 B 40 14 B (4K 2 1) 1M V& DCP .CEA J2 VEGF /K-, >R Logistic [H1J5 43 #7
i i A 2 W E R FE bR . AR5 A5 Im0E D7 A8 B R FH ROC i 1A 01051 7 A 1) B AR 12 W A1 B
ZWisthe. &R SAFEAEF A L, S4B M DCP.CEA J¢ VEGF /K FH m &, 276
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BET L (P<0.05) . JFFE41E A M7 DCP . CEA K& VEGF /KW 8 35 T JFF 4 41 | JFF AT Ab 20 J ft B b
WEZL T {0 IR AL B LR LT 8 bR e 4l R 4l SR AL 4 8 AR, 2 A Gei T B L (P<
0.05), Logistic 1943728, il 74 DCP .CEA } VEGF /K- Th & 5 5 & P T8 & AR %5 U1 X . ROC 4y
W45 5458 75 DCP.CEA & VEGF 19 AUC 43 51124 0.812.0.809,0.742 , T AL 2 AUC 24 0.909, AH# T~ B4
ebR B E T, 25 A 524 X (P<0.05) . DCP,CEA  VEGF JI4 1A = 1) 808 BE 43 310 83.2%
78.4% .70.2% J% 96.3% , ¥ 5 &£ 53 BN 79.3% . 76.6% .75.8% I 87.9% . DCP . CEA 1 VEGF ffEi2 Wi f
5324 78.2 mAu/mL . 7.9 ng/mL F1182.32 ng/L., #5i® Ifli DCP.CEA J¢ VEGF 7K~ % Ji & 1 JHT- 20 i g
B —E e Wi 8, M T B8 bR, 0GR nT B 2 $2 TH2 W sl Re

(&I ] 5o BEm AR ; S o A N A K TRk e

Study on the diagnostic value of DCP .CEA and VEGF in primary liver cancer
LI Yanmeng, WU Xicai*, QIN Yan, LV Jie
(Department of Laboratory Medicine, Rizhao People’s Hospital, Rizhao, Shandong, China, 276800)

[ABSTRACT] Objective To explore the diagnostic value of abnormal prothrombin (DCP), carcino-
embryonic antigen (CEA) and vascular endothelial growth factor (VEGF) for primary liver cancer. Methods
The enzyme-linked immunosorbent assay was used to detect the serum levels of DCP, CEA and VEGF in 114
patients with primary liver cancer, 52 patients with chronic hepatitis B, 42 patients with liver cirrhosis and 40
healthy subjects. Logistic regression analysis was used to screen indicators with diagnostic value. Then the
regression equation is obtained, and the ROC curve was used to evaluate the best diagnostic cut-off value and
diagnostic efficiency of the regression equation. Results Compared with patients in the non - liver cancer
group, serum DCP, CEA and VEGF levels in the liver cancer group were significantly higher, and the
difference was statistically significant (P<0.05). The levels of serum DCP, CEA and VEGEF in liver cancer
group, hepatitis group, liver cirrhosis group and healthy control group were significantly different (P<0.05).
The serum levels of DCP, CEA and VEGF in liver cancer group were significantly higher than those in hepatitis
group, liver cirrhosis group and healthy control group, while those in healthy control group were significantly
lower than those in liver cancer group, hepatitis group and liver cirrhosis group (P<0.05). Logistic regression
analysis showed that the increase of serum DCP, CEA and VEGF levels is closely related to the occurrence of
primary liver cancer. ROC analysis results showed that the AUC of DCP, CEA and VEGF were 0.812, 0.809,

Ve 4. B BT AR EREIRA, BB, L & 276800
*BAEVEH X2 9H, E-mail : rzsrmyyjyk@163.com
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0.742, respectively, and the predicted probability AUC was 0.909, which was significantly higher than that of a

single indicator, and the difference was statistically significant (P<0.05). The sensitivities of DCP, CEA,
VEGEF and the combined prediction probability were 83.2% , 78.4% , 70.2% and 96.3% , and the specificities
were 79.3% , 76.6% , 75.8% and 87.9% , respectively. The best diagnostic cut-off values for DCP, CEA and
VEGF were 78.2 mAu/mL, 7.9 ng/mL and 182.32 ng/L, respectively. Conclusion Serum levels of DCP,

CEA and VEGEF have certain diagnostic value for primary hepatocellular carcinoma. The combined detection of

the three can significantly improve the diagnostic efficiency.

[KEY WORDS] Des-vy-carboxyl prothrombin; Carcinoembryonic antigen; Vascular endothelial growth

factor; Primary liver cancer
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A TGN A B ) 48 AR S A5, AUC>0.9 BFIA R A7 8%
E 2 W 5 DL P<0.05 N 22 A G E X,

2 #R

2.1 HAZIHE N O 22RHE
- B PE N RS AR TR RN T 22 R TE L
B, ERTLEIFE L (P>0.05), i1,



- 1928 - SFEWERIT 4 20214612 451345 %5124 T Mol Diagn Ther, December 2021, Vol. 13 No. 12

®1 [AZXEMN FREEERBDHFHELER (v 25)
Table 1 Comparison of distribution characteristics of
gender, age and body mass index of subjects in each group

(x+s)

o P R (B ) FR () RER S (kg/m®)

Al 114 81/33 55.85+7.43 22.39+5.46
F R 41 52 34/18 55.02+7.63 24.48+6.74
FFEfbgl 42 32/10 55.35+8.35 23.79+3.93
X HRAL 40 26/14 55.46+7.79 23.11£6.57
Fly {8 1.815 0.808 1.784
P 0.612 0.490 0.151

2.2 HHZIXH MK DCP.CEA & VEGF /K Ho A
2.2.1  JH¥E 4L AR R 4 O IS DCP L CEA ¢
VEGF /K- 8%

SR AL A L, I 2 RS M3 KT B
BT, ZRA SR L (P<0.05), W2,

®2 MEAMIEEARE DE DCP.CEA K VEGF %k
FLLB (v+s)
Table 2 Comparison of serum DCP, CEA and VEGEF levels

between liver cancer group and non-liver cancer group (x+s)

4151 DCP(mAU/mL) CEA(ng/mL)  VEGF(ng/L)

iRl 187.21%+55.42 10.46£2.03  252.00£105.73

e 27.82+8.70 2.36+0.57 144.75£51.94
i 32.830 44.107 10.367
P1a <0.01 <0.01 <0.01

2.2.2 JIFEELL R AL A A 4 K At e X HE 2]
& DCP .CEA M VEGF /K- 8¢
VU2 H 3% 135 DCP .CEA ;2 VEGF /K- b %2,
L RH G E X (P<0.05), Hrb ITEH B
175 DCP .CEA } VEGF 7K~F-PH & & T I 2 41 T
T £ 2 % fa e o PR AL ot %o R 2 AR b Ak
T RN 4L R 4 B JHF s Ak 2 I R AIG , 25
SAGI R X (P<0.05), W3,
2.3 G Logistic [71 )33 #7
Vg AR I AR R R A8 5, DAL DCP
CEA J¢ VEGF /KFAE N A 22 & , i — 247 — 0T
Logistic [AlJ953#1, 455581, 1 DCP .CEA & VEGF
TRV TH i 5 R A VIR K A B DA OG . Wk 4.

®3 HEBFMFEDCP.CEA R VEGF KFLEE (v+s)
Table 3 Comparison of serum DCP, CEA and VEGF levels

in each group of patients (x +s)

e DCP CEA VEGF
LT 45 (mAU/mL)  (ng/mL) (ng/L)
iR 187.21+£55.42 10.46+2.03 252.00+105.73

JPEmd R4 31.24+8.21  2.61+0.48 160.34249.38
JFiEfb4e 28.00+5.91  2.49+0.55  171.54+43.72

fi X AR 2H 25.29+5.82™  1.88+0.37"¢ 96.35+22.40™
F1E 57.194 72.958 46.267
PiE <0.01 <0.01 <0.01

S AL L, *P<0.05 5 5 T R A1 1L, "P<0.05 5 5 AT fL 24 AH
It ,P<0.05

2.4 ROC {517
ROC [thZ53 #r 45 427 , DCP .CEA & VEGF
[ AUC 435119 0.812.0.809,0.742, T % AUC
4 0.909, FE T A br B E R T, ZRA 50T
X (P<0.05), W& S5 FE 1,
%5 I DCP.CEA K VEGF 7k F154xHI AUC
Table 5 AUC of serum DCP, CEA and VEGF levels

PSS BfH SE. Waldfi rff 95%CI Pl
DCP(mAu/mL) 1.232 0429 8254 3.427 1.479~7.940 0.004
CEA(ng/mL) 1.679 0440 14.562 5360 2.263~12.697 0.000
VEGF(ng/L) 0.687 0.349 3.870 1.988 1.003~3.940 0.049

HH 13.897 1.995 48.532 39.291 0.000
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Figure 1 ROC curve
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L2 SR il A5, SR i A IR R s B A R B A
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Fz 4 Logistic B3R 4R

Table 4 Logistic regression analysis results

e i) A% AUC bRt P1H 95%CI TRTE (%) RS (%) SSSES LB IEN
DCP 0.812 0.029 0.000 0.756~0.868 83.2 79.3 78.2
CEA 0.809 0.027 0.000 0.756~0.863 784 75.8 7.9
VEGF 0.742 0.031 0.000 0.681~0.804 70.2 87.9 182.32
1A T AR 2 0.909 0.018 0.000 0.874~0.944 96.3 76.6
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(& E] HH 5% B2- LIRRAEZ AT DML K RAIE R F R s fE bl . s il
Freund’s adjuvant(CFA) K0 NUILEREE (1 (PCM) B 7 BULT) Lewis KR, F 4 EAM KBRS, I BEHL 7
ST RRAL A et O LR 4L (EAM A1) Fil 8- I IR ZE BESZ (RS HURIAL B A B St O LR 41 (EAM+
PRO ). R Trizol B4R HUE RNA; RT-PCR ¥4 B2-AR 1Y mRNA 2635  HE Y2 (R BLAY O HLZH 41
RAEIZ NN s ELISA B IL-1B . IL-6 . TNF-oc \MCP-1 Fll ICAM-1 7K - ; RIPA B IR 11 5 25 1 o fhges
E75i% 4 NLRP3 \IL-18 Fl Caspase-1 #1385 . 45R  SXTIRAIAHLL , EAM 41K FRUA.0% \LVIDd
I LVIDs #5457 835180, EF 1 FS 845 W] g B R AT, 22 57 A S48 L (P<0.05) ; EAM 4 K FH B2-AR 11
mRNA F ikt i % [ (P<0.05) ; 5 EAM 4AH L, #5515 240 (EAM+PRO) B2-AR ) mRNA Fikim b T
W, 22 AR SL(P<0.05) ; EAM 4 K BLC I 8L S RE 12 AR B I bl =5 T % IR ZH , EAM+PRO 41 &
SEIR IR BT EAM 4, Z R4 40042 L (P<0.05) . 5XF IE4LA L , EAM 40 /) NLRP3 . Caspase- 1
FIL-18 2 [ # A 1 1 2 1A (P<0.05) ,EAM 2H K B IL-18 . IL-6 A TNF-« A9 25 i 35 3 2 T i (P<
0.05) ,EAM 24 K L H MCP-1 #1 ICAM-1 /9% 34 18 2 T+ (P<0.05) . 5 EAM 40 AH L, EAM+PRO 21 K i
NLRP3.Caspase-1 1 IL-18 # [ YR A ) B N (P<0.05), Zi&  EAM nJBEIEIER BLOALATIE T B2-AR
M, F-0EE NLRP3 (#3835 AT 11 Caspase-1 1335 ; Caspase-1 323 72 IL-18 B IR HCR 20 it
Ah, Bl AL T MCP-1 FIURS B 731 ICAM-1 S543- U038 i0 , 3 0] BE 255 1 CoE RAE SO I BEA RIS

[E@A] p2-'B FIREREZIA; B2-AR; DMK KIEEF

Mechanism of 32-adrenergic receptors on inflammatory factors in rats with myocarditis
SUN Yanyan', TIAN Hongsen'*, CHENG Haoyang', LI Ya’, SONG Zhiyuan’, SHEN Yujue'

(1. Handan Central Hospital, Handan, Hebei, China, 056000; 2. Department of Cardiology, Affiliated Hospi-
tal of Hebei University of Engineering, Handan, Heibei, China, 056000; 3. Department of Neurosurgery, Han-
dan Central Hospital, Handan, Heibei, China, 056000)

[ABSTRACT] Objective To study the effect of B2-adrenergic receptors on the inflammatory factors
in rats with myocarditis and its regulatory mechanism. Methods An EAM model in Lewis rats was established
by immunized with Freund’s adjust (CFA) and porcine cardiac myosin (PCM). The model was randomly
divided into the control group, the autoimmune myocarditis group (EAM group) and the autoimmune
myocarditis group (EAM+PRO group) treated with 3-adrenergic receptor antagonist. Total RNA was extracted
by Trizol method, mRNA expression of 32-AR was detected by RT-PCR, myocardial inflammatory infiltration
was detected by HE staining. The levels of IL-1 3, IL-6, TNF-a, MCP-1 and ICAM-1 were detected by
ELISA, and total protein was extracted by RIPA, the expression level of NLRP3, IL-18 and Caspase-1 were
detected by Western blot. Results Compared with the control group, the heart rate, LVIDd and LVIDs

KA B s T AT AL A (20210477)
VA 1 HRER AT P s B TR i B A o X, T AL, HRER 056000
2. FA A K F W E s AL, AL, H#RER 056000
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indexes of rats in the EAM group increased significantly, while the EF and FS indexes decreased significantly.
The difference was statistically significant (P<0.05). Compared with the control group, the mRNA expression
of B2- AR in the EAM group was significantly increased (P<0.05). Compared with the EAM group, the
antagonist group (EAM+PRO) 32-AR mRNA expression was significantly decreased, and the difference was
statistically significant (P<0.05). The inflammatory infiltration degree of cardiac muscle in the EAM group was
significantly higher than that in the control group, and the inflammatory infiltration degree in EAM+PRO group
was significantly lower than that in the EAM group (P<0.05). Compared with the control group, NLRP3,
caspase-1 and IL-18 protein expression level in the EAM group were significantly increased (P<0.05), and the
content of IL-1@, IL-6 and TNF-« in the EAM group significantly increased (P<0.05). The contents of MCP-1
and ICAM-1 in the EAM group were significantly increased (P<0.05). Compared with the EAM group, the
expression levels of NLRP3, Caspase-1 and IL- 18 protein in the (EAM+PRO) group were significantly
decreased (P<0.05). Conclusion EAM may promote the expression of B2-AR in rat cardiomyocytes, and
promote the expression of NLRP3, thereby up-regulating the expression of Caspase-1. Caspase-1 in turn leads to

the activation and release of IL-18, causes increased secretion of cell chemokines MCP-1 and adhesion molecule

ICAM-1, which may cause cardiac inflammation and changes in cardiac function.
[KEY WORDS] B2-adrenergic receptor; B2-AR; Myocarditis; Inflammatory factors

O LA 2 o I 3 B 93 3ok o v A i PR RN 4 21
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1.1 SR
Freund’s adjuvant(CFA, Sigma Aldrich, F5881) ,

¥ WUILER  H (PCM, Sigma Aldrich, M0531),
propranolol (PRO, Sigma Aldrich, 222984) , TRIzol
(Thermo Fisher Scientific, 15596026 ) , Takara i 7 &
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(SantaCruz Biotechnology, sc-134306) , Caspase - 1
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1.2 SRR S 4
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1 B K SRR K R BLBEAIL 2 3 41« X B
H & Rpeth o ILR 41 (EAM 1) fil -5 I iR E fig
SERAE B AL B B B G v O LS8 2H (EAM+
PRO 41) . 4l fb 1 5 0 WULER 2 11 (PCM) LA 2
/L W 7% T 0.15 mol/L 1) PBS ¥, 45 5 T
TETCH 4 F 5 1:1 B9 Freund’s adjuvant (CFA) 7
SHRGIF e 2R AL, PR EAM K BRTESS 1 KA
8 KA% 200 wL/ HL A7) i AR B B S5 2 XU s
JBCVE R o AR %k EZH DR B S AN 5 Lk
1) PBS 5 CFA LMtk , EAM+PRO 4 1) EAM X
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SRU T 3 AR S R S PN 3 B 100 W/ /R Y proprano-
lol (PRO, & Z8 & /R T A s AR Ky, 2Rk B8 oy
0.6% ) 321 K Ji % 45 21 K BT 7 0 Sl LR DU, 9
Wik AbAE 5 BORE R4 T I 2R S B IY
1.3 RNA $ZHHI RT-PCR £

i 1 Trizol % 42 B K B0 WL ZH 2348 jig v 2
RNA, SR )5 ¥ 41k 19 RNA 2 %% 5% 5 cDNA, 18 1
RT-PCR % 5F B2-AR 3R i5 &, Takara SCH] PCR i
| &2 & B2-AR 1Y mRNA £ ik, PCR )7 N :
95°C F #£47 10 min A AR JF , # 4 Icycler (Bio-
Rad) 7£ 95CHEAT 15 #p, 7 1R AR FE T 4E /4 1 min
R 40 MEFR L. AT K R 751
T :B2-AR, F-5'-CAGCAAAGGGACGAGGTG-3' ,
R-5'-AAGTAATGGCAAAGTAGCG-3’ ; GAPDH,
F-5 -CGTGCGTGACATTAAGGAG-3' , R-5'-GG
AAGGAAGGCTGGAAGAG-3'
1.4 ELISA AR 8K 1 2 357KF

W 25 20 R BRI 3R A 3K FE B I W (10,
000 rpm/min & .0> 3 min) , F§ ELISA i 7 & % I
T8 W AY 40 A & -1 (Interleukin-1, TL-1) | F1 21
Jifl 4\ 2% -6 (Interleukin-6, IL-6) . i 98 IR FE K F - o
(tumor necrosis factor-o, TNF-o) . A E W 2 M #4
fk #5 H -1 (Human macrophage chemoattractant pro-
tein-1, MCP-1) F1 4fl }itd (8] 2 Bff 43 1 -1 (intercellular
cell adhesion molecule-1, ICAM-1) 847 £ Il A1 53
BT 5 BT A ELISA $E 35 5% i 77 & 48 146 1) 1 B Oy
2, K J5 ff F SAFIRE - #¢ i32 % #% (450 nm) 3¢
M, H 115 IL-1B . IL-6 .\ TNF-o \MCP-1 Al ICAM-1
)5 1
1.5 FR 15T s B A Ay

FH RIPA SR BUK BUO WL 2L 41 i h B
T4 10,000 g #.0> 5 min, BCA Il 5 v 4 45 1
JF &, FH 8~12% SDS-PAGE 43 45 H JFUEE i (50
pg), B BISRA R . RIGHIE 5%
BSA 1) TBST H 041, f 5 LA F 55 —HiiA7E 4CT
W% B 33 % : NLRP3 (1:1 000) \IL-18( (1:1 000) .
Caspase-1(1:1 000) Fl GAPDH (1:2 000) ; 8% J5 ¢
JEEFH TBST Bk, 5 HRP B BX Y 1L = Bt e 1gG
(1:5000) 5% HRP {1 09 1L =50/ BRAE 37CIE R
L/INE o it BCL 28 5T B e A 3t 550 WL ¢ 28
gy IR A
1.6 Fd AL B S5 40040

fifi FH SPSS # 4 21.0 #4788 ge 11534 , s

AT IESS MR, D (x+s) T T K5,
Z AT R R 5 225081 S LSD 3 )5 #6556 He s 4H
] 225, P<0.05 B EFHAG AR XL,

2 #R
2.1 DAL A B R 0 sl R ARG
5% FEZHAH L, EAM 2H K BUAY 0% \LVIDd F

LVIDs #5534 it 2 7115 (P<0.05) , EF #1 FS #8114
BERAR(P<0.05)., WFE 1,

F1 BEAXRREBFOHERN (x+s)

Table 1 Echocardiographic detection of rats in each group

(x+s)
i) Xof B4 EAM 41 HH P
LR RITEN) 463.20+12.72 696.40+12.34 2943 0.000
EF (%) 88.02£1.11  61.82+1.21 3569  0.000
FS(%) 57.92+2.57  34.40+1.51  17.64  0.000

LVIDd(mm) 5.20£0.22 6.56+0.28 8.5 0.000
LVIDs(mm) 2.50+0.16 4.58+0.19 18.68 0.000

2.2 KELT B2-AR 1Y mRNA FKIEFR RGN

5 %F B 41 41 b, EAM 41 K BUH B2-AR 1
mRNA kK8 % 1 (P<0.05) . HE Jefaghf
R, EAM 20 /9 K B0 LA 2000 98 =2 1 e 2 A
BT IRA KRR WE 1,

A B B
2 3.0 a
ﬁ 25
= 20
=15
Z 10
E 05
-4 Lo ot
<F T s 2 AT
2 R BEAM 41 Xof AR AL EAM 4]
H: A4 20 KRBT B2-AR HY mRNA kKRG 5 B 4% 2H K B
WU ZR A PR G (Rl 5 55 0] HR2H L3, *P<0.05,

Bl FEAKXRT B2-AR A mRNA FRIXF KR HEER
Figure 1 [32-AR mRNA expression and inflammatory

infiltration in each group of rats

2.3  KE.O L4 4 b NLRP3 , Caspase-1 I IL-18
EASEESSN

5 %) BB 240 A5 H , EAM 41 K RO L 41 2R
NLRP3 ., Caspase-1 1 IL-18 £ [ 1) 2 35 /K -2 Kk 4
BE FiH(P<0.05), WK 2,
24 KREMHFKH IL-18 . IL-6 ., TNF-a,MCP-1 Fl
ICAM-1 %784k

ELISA 754 T K B IL-18 . IL-6 . TNF-a
MCP-1 1 ICAM-1 [ 5% & , 255 &I, 5 %] R 2 AH
e, EAM 20 K R 3% F g IL-18 . IL-6 . TNF-a MCP-1
MICAM-1 & H Y B ETHE (P<0.05) . WL 2,
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X} 20 EAM 21
oXf 4] mEAM 4]

-

NLRP3 | W #8120 kDa

a
a
Caspase-1 “ 51 kDa X 5 a
- I
GAPDH Sl W | 10 kDa 0+

NLRP3 CASPASE-1 IL-18

MR A K
MW e G o

T S0 IR B AL, *P<0.05.
2 KR A& M /ME NLRP3 . Caspase-1 1 IL-18 B B HJ
AR E K F
Figure 2 The relative protein expression levels of NLRP3,

Caspase-1 and IL-18 in rat

®2 SAKRMEHIL-18.IL-6.TNF-a ,MCP-1
ICAM-1 IR EEW (x=s)
Figure 2 Changes of IL-13, IL-6, TNF-ac, MCP-1 and
ICAM-1 in plasma of rats in each group (x+s)

LD X HE 20 EAM 4 i PH

IL-1B(pg/mL)  80.20£13.33  588.80£25.76  39.21 0.000
IL-6(pg/mL) 82.616.43  442.00£56.30  14.18 0.000
TNF-a(pg/mL)  185.00£7.21  634.20£29.99 3257 0.000
MCP-1(pg/mL)  14243£21.79  394.47£18.92 1953 0.000
ICAM-1(pg/mL) 100.219.04  525.88+74.38 1270 0.000

2.5 FEPUFIM G KR A B2-AR B F A AR IE
T

SXF A, EAM 20 K B0 L4l 2L B2-
AR ) mRNA RikK VB E LIRZERFARIT¥E
X (P<0.05) ; 5 EAM 40t , EAM+PRO 41 K
DL 21 B2-AR [ mRNA kK F i % K i
ERA G FE X (P<0.05) . KO NLHZHY
RIEIRHE HE Y6 45 38 s , EAM 41 /%) K BLG AL
4 211 9 0 2 i R B W s T IR 4L, EAM+
PRO 41 K B0 WLAL 2L 1) 4 i =0 A B i 3 (KT
EAM 41 . 5 EAM 4 #H b , EAM+PRO 4 K &
NLRP3 . Caspase-1 Hl IL-18 & [ () £ ik 4 B %
TR (P<0.05), UL 3.

¥

26 A ) B

s : ki

7; 4 v 4

s> ’

29 b \

E ‘ 5 A,

~ 0 ! o

S XHIE4LEAM 41 EAMHPRO 41 X BREH
o

3 i it

OREF I FRRER 2K (a-AR Fl B-AR) I
FRS O R FEZ T RE, o B-AR (43 B1-AR
FIB2-AR) BT (5 Ll 2 , B T 0k RS AL
JFRIE 9 1 A8 SF-9 IL . H RTXT - B2-AR 5T i
ER A, B, AT B ERSE B2-AR X0 L%
KRR AE B F 15200, DL ER R0 L5814 & e L
AR RIS,

SRAEAECNE ) BEPE T A h R HE R EAEH
R IMARTE A T IR G PE FIARAE N HLAT G
HEREEEN. HErE KB RME/IME EZH 4
Filr, 4355 NLRP1™ \NLRP3"®' . IPAF Fll AIM2", H:
ft NLRP3 78 LA e 32 i1 98 E i 1 ok 78 v & #E4E
FH™, NLRP3 B T2 CHE 45 2 [ (apoptosis-asso-
ciated speck - like protein, ASC) il 22 & IR £ M i}
Caspase-1 L E WAL o BRE BESE
R, 9 EE MO LR B SN I NLRP3 Fl Cas-
pase-1 B FRIR K- E T, FERlEE B O LR W
PEERREEINE TS . Tk CEP AR R R
FEME LR /N BT HP4E NLRP3 \IL-1B F1IL-18 fi4)
FIRACEI 2w TN Rt AR g s
T NLRP3 Fil Caspase-1 7EC LR K B P YRk 22 b
T, LASHER ST 3 e K 7 7E SRE RN P E o 25
SRR AT O LA R B LA 24 NLRP3 |
Caspase-1 1 IL-18 5 [ R B kA B E T
4,107 B-AR 547055 PRO 23l A FiR B4, (liH:
PREF IEH KPR . ARWFFE 25 5 5 HoAh SCik
455 —F, NLRP3 M/ MAAE R 98 RE 520 A ke Btk
— R B AT, NLRP3 BB 2 ik — A ik
SAE SN H R 3R R 1 2R A T 5 B- AR F B A
PRO 1] T B-AR [ 3R35 , #E MM # ] NLRP3 % /)N
PR BT P, X5 9RE DB S I 19 & A e AR AR
F A SR LA K BRAAR I 9 A 1 4

AFHLAL EAM 4] EAM+PRO 41

NLRP3 | s #8120 kDa [z

[T R

IL-18 ‘. 19 kDa

3 ‘,' L st GAPDH /W W - 10 (D:
EAM+PRO 4

b
b b

o
<]
[ HELIROE SIS

NLRP3 CASPASE-1  IL-18

A NS AR FONA L B2-AR 19 mRNA £ /K -5 B 454l K B0 ML ZU R PER I HE Yot ; C oy 5XFIRZ1 AL, *P<0.05; 5 EAM

20 R, P<0.05,

B3 HRFERESEKXRINB2-AR RIEMKERZELTN

Figure 3 Changes of 32-AR expression and inflammation degree in rats of each group after antagonist use
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HeFPE i B 1L-18 .BDNF J2 5-HT /K *F- 54k
JEANERIY R &

FR#T RGBT TF RREC

(7 Z] BB SWdestt s i 8 a g 2-18 (1L-18) HGiF M 225 3= 8+ (BDNF) . 5- %
% (5-HT) K PS5 EAMRIN X R . Ak I 2016 4F 7 H £ 2020 48 7 H F 0 208 B B4 7T 44 10
T AT 1K) 125 K 300 B s B, 3 N H S R 1L-1B \BDNF J% 5-HT /K- MR35 B e 45 R A AR 1
3 (HADS ) i (e E A7 43 21 - £5 S8 AR <7 43 0 TC A5 R AMAR (T A5 IEAM AR L) | >7 43 W) O £5 SE /AR (£
JEAMABZH ) 5 FR 8 AN [7) £ P8I AR BE AT 40 2 AR R ADAR P43 8~10 43 R 42 BE AR/ £5 1& , 11~14 43 Ay
T R AAR , >14 43 0] Sy R B B G AMAR . SR FH Pearson R VEAY T 4 $6 b5 5 5 JEAMAR A G, B R
125 {5 H 3 v 31 191 (24.80% ) 77-AE £E IR AMARTE 1L, 94 11 (75.20% ) o A& FEAMARTE B . 31 191 £ s& /AR H
T 16 11 (12.80% ) Ry B AR B AR, O 1] (7.20% ) by i 55 F2 & AWATT , 6 191 (4.80% ) S o A2 R AR . £5
FEAMARE 5 1L-18 B & T JoFE /AW AR 4] , BDNF . 5-HT B BAK T To A il AMAR 4, 22 396 Gt i
S(P<0.05) o AN[FIRR S AR B AMAR AR5 h 1118 Rk KT FRJE < <F JE , BDNF | 5-HT ik K T- F2 15
>SHhEST Y, 2 F A 535 L (P<0.05) . 2 Pearson FFPEMHr il 40, 1L-1B 5 HADS & #3740 K
1IEAHIE(P<0.05) , BDNF . 5-HT 5 HADS # #1145 H AHIE (P<0.05) . 4518 AERpE MBS & 1L-18
JKF-BH 5 7t 55, BDNF K 5-HT 7KF- B 58 B AIG I PR rb Wa il = 38 7K SP- A8 £k 1T A PEAG R0 2 A SR AM AR 42 {1t —
SR

[XEBiIR]  ZiRpE M ENT; 1L-18; BDNF; 5-HT; £ IEANAD

Relationship between the levels of 1L.-13, BDNF and 5-HT and anxiety/depression in pa-
tients with maintenance hemodialysis

LI Yanjing'*, ZHAI Nannan®, WAN Fang', HOU Shumin®

(1. Department of Hemodialysis Room, Emergency General Hospital, Beijing, China, 100028; 2. Department
of Cadre Clinic, Emergency General Hospital, Beijing, China, 100028; 3. Department of Disease Control,
Emergency General Hospital , Beijing, China, 100028)

[ABSTRACT] Objective To analyze the relationship between the levels of interleukin-18 (1L-18),
brain - derived neurotrophic factor (BDNF) , 5 - Serotonin (5-HT) and anxiety/depression in patients with
maintenance hemodialysis. Methods 125 patients with end - stage renal disease treated with maintenance
hemodialysis in the Emergency General Hospital from July 2016 to July 2020 were collected. Three months
later, the levels of 1L-13, BDNF and 5-HT were tested. According to the hospital anxiety/depression scale
(HADS) , patients were divided into groups: anxiety/depression < 7 points divided into no depression/group
(no depression/group) , >7 points for anxiety/depression group (anxiety/depression group). According to

different levels of anxiety/depression, patients were divided into groups: anxiety/depression score was 8~10
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were divided into mild depression/anxiety, anxiety/depression score was 11~14 were divided into moderate
anxiety/depression, anxiety/depression score was >14 points were severe anxiety/depression. Pearson correlation
analysis was used to analyze the correlation between indicators and anxiety/depression. Results In the 125
patients, 31 cases (24.8% ) had anxiety/depression, 94 cases (75.20% ) had no anxiety/depression; and in the
31 patients, 16 cases (12.80% ) were mild anxiety/depression, 9 cases (7.20% ) were moderate, and 6 cases
(4.80% ) were severe. The 1L-18 level in the anxiety/depression group was significantly higher than that in the
non-anxiety/depression group, while BDNF and 5-HT were significantly lower than those in the non-anxiety/
depression group, and the difference was statistically significant (P<0.05). The expression levels of 1L-1 in
patients with different degrees of anxiety/depression were as follows : mild <moderate <severe , BDNF and
5-HT expression levels were as follows: mild > moderate > severe, the differences were all statistically
significant (P<0.05). Pearson correlation analysis showed that 1L-1f was positively correlated with HADS
scale score (P<0.05), while BDNF and 5-HT were negatively correlated with HADS scale score (P<0.05).
Conclusion The level of 1L-1f in patients with maintenance hemodialysis is significantly increased, and the

levels of BDNF and 5-HT are significantly reduced. Clinical monitoring of the changes in the levels of the three

can provide a certain reference for the assessment of patients’ anxiety/depression.
[KEY WORDS] Maintenance hemodialysis; 1L-18; BDNF; 5-HT; Anxiety/depression
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Analysis of the preimplantation genetic testing for aneuploidy in patients with different
indications
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(1. Reproductive Centre of Liuzhou Municipal and Child Healthcare Hospital , Liuzhou, Guangxi, 545001 ;
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545001 ; 3. Biobank of Liuzhou Municipal and Child Healthcare Hospital , Liuzhou, Guangxi, 545001 )

[ABSTRACT] Objective To perform the preimplantation genetic testing for aneuploidy (PGT-A) in
patients with advanced age, recurrent miscarriage, and repeated implantation failures, and to analyze the
chromosomal status of embryos under each indication. Methods A total of 131 patients at the Reproductive
Center of Liuzhou Maternal and Child Health Hospital from January 2018 to December 2019 were enrolled
undergoing PGT - A. Embryos are cultured to the blastocyst stage for biopsy. According to the age of the
woman, the embryos were divided into advanced age group (=38 years old, n=69) and non-advanced age
group (<38 years old, n=62). According to the different indications of patients, they were divided into
recurrent miscarriage group (n=89) and repeated implantation failure group (n=22). The chromosomal

aneuploidy of the embryos of patients under different age groups and different indications was compared with
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the analysis of the next-generation sequencing (NGS) platform. Results The chromosomal aneuploidy rate
(63.78% ) of the female’s age < 38 years old was significantly lower than that of the female’s age =38 years
old (79.55% ) , and the difference was statistically significant (y°=20.237, P<0.001). Under different
indications, the chromosomal aneuploidy rates of embryos in patients with recurrent miscarriage and repeated
implantation failure were 67.49% and 73.55% , respectively. There was no significant difference in embryo
abnormality rates between the two groups (3°=1.657, P=0.198). There was no significant the difference (y’=
7.185, P=0.126) of the number of abnormal chromosomes (1 chromosome abnormality, 2 chromosome
abnormality and =3 chromosome abnormality ) between the recurrent miscarriage group (40.85%, 20.12% and
39.02% ) and the repeated implantation failure group (37.08%, 21.35% and 41.57% ). The ratio of chromosome
monomers in the group with repeated implantation failure (38.05% ) was significantly higher than that in the group
with recurrent abortion (24.79% ) , and the difference was statistically significant (3> =7.504, P=0.006).
Conclusion Women with advanced maternal age, recurrent miscarriage and repeat implantation failures have a

high proportion of embryo chromosomal abnormalities. The application of PGT-A can effectively avoid embryo

implantation of chromosomal aneuploidy.

[KEY WORDS] Preimplantation genetic testing for aneuploidy (PGT-A) ; Advanced maternal age;

Recurrent miscarriage ; Repeat implantation failure
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Feik BRI R A0 N AT — 25 i R NSCLC 835 5 1) 50 g
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Change and clinical significance of T lymphocyte subsets, Treg and NK cell subsets in
NSCLC patients after SBRT

QI Hong ', YAO Yuanhu®**, ZHANG Lu "’

(1. Department of Radiotherapy, Affiliated Hospital of Xuzhou Medical University, Xuzhou, Jiangsu, China,
221006; 2. Department of Tumor Radiotherapy, Affiliated Hospital of Xuzhou Medical University, Xuzhou,
Jiangsu, 221006; 3. Department of Radiotherapy, the Second Affiliated Hospital of Xuzhou Medical
University, Xuzhou, Jiangsu, China, 221000)

[ABSTRACT] Objective To analyze the change and clinical significance of T lymphocyte subsets,
regulatory T cells (Treg) and NK cell subsets in patients with non-small cell lung cancer (NSCLC) after SBRT.
Methods The clinical data of 92 NSCLC patients admitted to the Affiliated Hospital of Xuzhou Medical
University from December 2018 to December 2020 were collected. The T lymphocyte subsets, Treg and NK
cell levels of patients before and after treatment were compared. The relationship between the above-mentioned
cell levels and the clinicopathological characteristics of NSCLC was analyzed. The levels of T lymphocyte
subsets, Treg and NK cells in patients with different prognosis were compared. The receiver operating

characteristic (ROC) curve was drawn to analyze the predictive value of the above-mentioned cell detection in
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evaluating the prognosis of NSCLC patients after treatment. Results After treatment, the level of T
lymphocyte subsets increased compared with that before treatment, and the levels of NK cells and Treg cells
significantly decreased compared with that before treatment, and the differences were statistically significant
(P<0.05). There were no differences in T lymphocyte subsets and NK cell levels in NSCLC patients with
different ages, genders, clinical stages, pathological grades, and pathological types (P>0.05). The Treg levels
of NSCLC clinical stage [ ~1II , high and moderately differentiated patients were significantly lower than those
of Il ~1IV, poorly differentiated patients, and the difference was statistically significant (P<0.05). Among 92
patients, the prognosis of 19 patients died (death group) and 73 patients survived (survival group). There was
no significant difference between the two groups of T cell lymphoid subsets and NK cells (P>0.05). However,
the Treg cell level of the survival group was significantly lower than that of the death group, and the difference
was statistically significant (P<0.05). ROC results showed that the area under curve (AUC) of the three
combined detection was 0.802, which was significantly higher than that of the three detections alone (P<0.05).

Conclusion Stereotactic radiotherapy can regulate the expression of T lymphocyte subsets, Treg and NK

cells, and the combined detection of these cell subsets can further improve the prognosis of NSCLC patients.

[KEY WORDS] Non -small cell lung cancer; Stereotactic radiotherapy; T lymphocyte subsets;

Regulatory T cells; NK cells
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Table 2 The relationship between T lymphocyte subsets, Treg and NK cell levels and the clinicopathological
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Clinical value of TCT and HPV E6 protein screening for cervical cancer and cervical in-
traepithelial neoplasia

ZHANG Juan*, KANG Yanhua, XIE Shuangshuang

(Department of Gynecology, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000)

[ABSTRACT] Objective To explore the clinical value of Thinprep cytologic test (TCT) and
screening HPV 161845 E6 protein in patients with cervical cancer and cervical intraepithelial neoplasia (CIN).
Methods A total of 124 patients with abnormal cervical status undergoing cervical lesion screening at the First
Affiliated Hospital of Hebei North University were enrolled from March 2019 to March 2021. All underwent
TCT and screening of HPV 161845 E6 protein. The pathological biopsy was used as the golden standard, the
clinical value of TCT, HPV 161845 E6 protein screening and their combination for cervical cancer screening
was compared. Results The proportion of normal and chronic inflammation was the largest (57.26% ) among
the subjects, which was significantly different from the proportions of CIN I , CINI, CINII, and squamous
cell carcinoma (P<0.05). The positive coincidence rates of TCT, E6 protein and their combination were
78.18% , 82.35% and 95.92% (P<0.05). TCT and E6 protein combined detection showed positive results in 29
cases of CIN grade I , 11 cases of CIN grade Il , 5 cases of CIN grade Ill , and 2 cases of squamous cell
carcinoma. Taking the results of biopsy diagnosis as the golden standard, Kappa value of TCT combined with
E6 protein in the diagnosis of cervical cancer was 0.866 (P<0.05). Conclusion TCT combined with HPV

161845 E6 protein screening can improve the sensitivity, specificity and accuracy in the diagnosis of cervical
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cancer and CIN, and the combined detection can effectively increase the detection rate of cervical cancer and

CIN.

[KEY WORDS] Thinprep cytologic test; Human papilloma virus 161845 E6 protein screening;

Cervical cancer
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K 1 SPSS 20.0 Ge it AR #E AT ST B, 15K
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2 #HR

2.1 ZkE Rz g R

Z R HIE R BB PERAE i K (57.26% ) ,
5k CIN T 2% .CIN II 2% . CIN Il 2% LA J% 1R 4 fif
I LU A 2E R A R L (P<0.05) . LER 1.
2.2 TCT .E6 & [ A I BH A H 25 05 B BH 4 45
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TCT 5 i FHPERF G 30 78.18% , E6 45 11 44 H
PHPE AT & RN 82.35% , B A K H BHME 27 & R Ol
95.92% , 22 A G it B X (P<0.05) . W32,
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x1 ZREREBISHER

Table 1 Pathological diagnosis results of subjects

R4 TCT 5 Eo BRI EIE K ERTHEN—H LR
Table 4 Consistency comparison of TCT and E6 protein in

the detection of cervical cancer and CIN

2 % (f]) (%)
1B Bt v A 71 57.26
CINT % 35 28.23
CIN Il 2 11 8.87
CINTI 2 5 4.03
SR A0 e 2 1.61
P! 168.387
P{H <0.001

R2 FHE TCT.Eo &AM PR H R0 22 BE 1%
HE®x
Table 2 Positive detection rates of TCT and E6 protein and

positive coincidence rate of pathology

o FIPERRI  J0 R R RE e B R
BEITE pew ) W) A%

TCT 55 43 78.18
E6 #& 14 51 42 82.35
TCT+ E6 #& [ 4] 49 47 95.92
Vel 6.925

PiE 0.020

2.3 TCT.E6 & PG I L B 36k 4 Al B A Hh 5
T BRSO LA
TCT \E6 i FIE A3 K6 I BH 45 28 v 1R L 18
PEGAE 2 49, CIN T 2% 29 ], CIN 1L Z% 11 4], CIN Tl
95 1), AR AR 2 ). WL 3.
%3 TCT.E6 EA®KM KRB SR H 5R7E
LW RIBRLE
Table 3 Comparison on positive detection rates and

pathological diagnosis grading of TCT, E6 protein and

combined detection

TCTBHYE  E6 K TCT+ E6 &I

K 56 vk o FHPER S AT BH PR
254 () 2L (f5]) 2L ()
B B g PE R 12 9 2
CIN | 26 29 29
CIN Il g% 10 6 11
CINTI %% 5 5 5
iR 20 B 2 2 2

2.4 TCT 5 B6 & R B 5000 S0 w28 1 —
vk L

DA K2 B 4 5y b5, R A TCT (E6 & 1
AR 12 W ey #0982 1Y Kappa 184371 4 0.866 (P<
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3 it
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[ AR Ao ANBCH I 13 07, B2 i e BRAF Ao A
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TCT 0.811 0.830 0.822 0.781 0.855 0.639 <0.001
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ZHFWBA 0886 0971 0935 0959 0920  0.866 <0.001

B 28% " . B IR R R AN B, — R R
2 TP I ARl e B, R TS P A 2 DL LA
ERATEE EHUE M AL SRR
fERYHPV A G, B 80 b B 4 M e A S i 3 2k
B N AR E S . HETA
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€ CT HEM S %8 58 B I 15 IGF-1 . IGFBP-3 M5 b
NISEZIN

BAY LA BE R

[ ZE] BH® Wihw & CT MU & BRI B A v 95 R AR K F-1 (IGF-1) i Kk
AR EF 4G H -3(IGFBP-3) M BT A 2 Wi (. FFiE  HEI20194F 1 A £ 2021 43 AR £ L)
M T ABEBERE 1Y 126 6 B AL B 1 0B s A 4L, Y BRI 100 Bil3E 8 BB ps i vh 24 4R R i R
L AE R B R 51 BRI IR H AL 58 B, T A 2R S i CT MERE 2 BERG I, A
D113 IGF-1 . IGFBP-3 /K-, 2k i Pearson #H 43 B ARG o LARURE X 4 b & dmifk , 47 Kappa —3
P43 B F ROC M1 2 40 07, TEAT 2 Wisk i . &8 1L IGF-1 . IGFBP-3 /K -« F B A 4 <15 = i /b
H<FRIEFAH, 25 HA R L (P<0.05) . i CT HEME % BRI : B FUsm s < &b 4A
<HEIEWH, 258 G245 L (P<0.05) . 17 IGF-1 IGFBP-3 /K -5 % & CT MR H 25 BEA I E 1)
EIEASE(r=0.559,7=0.436, 35 P<0.05) . & 5 CT MEAE % RN Y R0 K 98.41% , Fi 57 )% 0 95.41%,
WER RN 97.02% , 5 & b LA 18 B —3hE (Kappa=0.940) . 1fiL3% IGF-1 IGFBP-3 53¢ i CT =Wk 512
W RS B 2B 4 100.00% , 5520 70.64% . 2518 78 Hi CT MERR-E 28 BEAG I o] 75 B IR B A AY 32
FSWIJ 2, M IGF-1.1IGFBP-3 7K V-5 8 %5 1 HAT B4 1 AH OGP, wIAE S B B i 3l B 2 Wi F 475

[EIR] s, 5%, @8 CT; BERMAERKNT-1; RERHEERNTFESHA-3

Diagnosis of osteoporosis by quantitative CT vertebral bone mineral density and serum
IGF-1 and IGFBP-3 levels

QIN Tao'*, WANG Tao*, GAO Jia', SONG Jianfeng '

(1. Department of Radiology , Qinhuangdao Workers’ Hospital , Qinhuangdao , Hebei, China, 066200 ;

2. Department of Clinical Laboratory, Qinhuangdao Workers’ Hospital, Qinhuangdao, Hebei, China, 066200)

[ABSTRACT] Objective To investigate the diagnostic value of CT quantitative detection of vertebral
bone mineral density combined with the serum levels of insulin-like growth factor-1 (IGF-1) and insulin-like
growth factor binding protein - 3 (IGFBP - 3) for osteoporosis. Methods A total of 126 patients with
osteoporosis (osteoporosis group) treated at Qinhuangdao Workers’ Hospital were selected from January 2019
to March 2021. 109 middle-aged and elderly volunteers without osteoporosis were selected as the osteopenia
group (n=51) and the normal bone mass group (n=58). All subjects underwent quantitative CT detection of
vertebral bone mineral density, and the levels of serum IGF-1 and IGFBP-3 were detected. Pearson correlation
analysis was performed. With dual-energy X-ray as the golden standard, Kappa consistency analysis and ROC
curve analysis were used to evaluate the diagnostic efficiency. Results Serum IGF-1, IGFBP-3 levels: the
osteoporosis group < the osteopenia group < the normal bone mass group, the differences were statistically
significant (P<0.05). Quantitative CT vertebral bone mineral density: the osteoporosis group < the osteopenia

group < the normal bone mass group, the differences were statistically significant (P<0.05). Serum IGF-1 and
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IGFBP-3 levels were positively correlated with quantitative CT vertebral bone mineral density (r=0.559,

r=0.436). The sensitivity of quantitative CT vertebral bone density detection is 98.41% , the specificity is
95.41% , and the accuracy is 97.02% , which is highly consistent with the gold standard (Kappa=0.940). The

sensitivity of the combined diagnosis of osteoporosis by serum IGF-1, IGFBP-3 and quantitative CT was 100.00%,

and the specificity was 70.64% (AUC=0.853). Conclusion

Quantitative CT vertebral bone mineral density

detection can be used as the main diagnostic method of osteoporosis. Serum IGF-1 and IGFBP-3 levels have a good

correlation with bone mineral density and can be used as auxiliary diagnostic indicators for osteoporosis.

[KEY WORDS] Osteoporosis; Bone mineral density; Quantitative CT; Insulin-like growth factor-1;

Insulin-like growth factor binding protein-3

B BB S TP AR R I, 50 % DL
PE R 2 3%~6% , 2o Pk R 2 13%~18% , H.
Bif A 1 4 < S M R o R AR AR
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i CT M4 B 235 B Ao ) 2 — b = Ak R AL B %
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I R I R AR A SRR 5 & B A
I R P A R A M PR A R R A
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JoE B R A K B 45 & & M -3 (insulin - like
growth factor binding protein-3, IGFBP-3) 5 & £
W VIAISES, (H L7 IGF-1 , IGFBP-3 /K F 515
JO L A DK 1 A BH B, BB 5 VE by B IO B A 194 0L
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1 M&REFE
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OB 5 —2.5<T {H<-1.0 2 Wi b B &b T
=-1.0 N HEIER.
1.3 ik
1.3.1 & CT HEMAR S 25 B2 Al

KM% 2% 1 GE optima660 64 HEIZfiE CT 494
L (EE GE 2~ /) , 4 52 4 25 0 HEAE L -La 91
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200 mA . BEAHMEAREIBRE 3 2, B E— A HER
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(AUC) 5 4 b5 U 1) — 201 43 8 R FH Kappa ¥ 5%
PL P<0.05 N 25 A 50T E L,

2 #R

21 34— MR

3 M L 25 S oS B L (P>0.05) 6
A 2 PG FE ] AR IR R B A8 R R A L
15 PRI 1 EE ) - B A 2H > e i 4l > 1 OE
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B2 PRI L 35

L7 IGF-1 ,IGFBP-3 7K F- : & Jl i A 2l <
WAH<TRIERHE,ZFHALRITFEE L (P
0.05) 5 7 15 CT MEAA 1 25 BRI AA B I B A 4 <
HREBCYH<HEIEWA, ZRYARITHE XL
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K1 3HE—MEARLEK [(n(%), (x+s) ]

Table 1 Comparison of general data among the 3 groups [n(%), (Z+s) ]

2151 n P (1) Lk ay/aids Ay (%) JEE e 2 KK PR
BB A AL 126 25/101 42(33.33)™ 61.39+5.75 36(28.57)® 32(25.40)® 20(15.87)®
BRI A 51 10/41 14.(27.45) 58.12+6.10 * 11(8.73) 9(17.65) 5(9.80)
BEIEH 4 58 15/43 9(15.52) 55.21+6.03 5(8.62) 5(8.62) 2(3.45)

LIF A 0.968 6.302 22.819 9.186 7.254 6211

Py 0.616 0.043 <0.001 0.010 0.027 0.045

. 5EEIERFHLE,P<0.05; 588 /0 4 i, 'P<0.05,

®2 34AMFEIGF-1.IGFBP-3 K EFREE CT A BZE
BELE (x+5)
Table 2 Comparison of serum IGF-1, IGFBP-3 levels and
quantitative CT measured vertebral bone mineral

density among the 3 groups (¥ +s)

IGF-1 IGFBP-3 & CT Mk
( wg/mL) ( pg/mL) A
HIRE 126 85.33421.36™  10.02+2.51"  65.20+7.83"
FEE/H 51 109.40+28.08° 11.49+2.87°  102.33+10.54°
HEIEWH 58 125.16x31.77 13.35x3.39  137.26%9.18
F1H 51.454 27.991 1377.131
Py <0.001 <0.001 <0.001

S IR A LR, P<0.05 5 5 D 4 LR, 'P<0.05
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Table 3 The consistency between quantitative CT and the

golden standard for measurement of vertebral bone mineral

density
- WLHE X 2k (4 hrifE) pon
BB EREDIER
BTG 124 5 129
B> IR 2 104 106
At 126 109 235

100 pg/mL .11 pg/mL, Ifil ¥ IGF-1.IGFBP-3 53¢
18 CT =K A 2 W A (1 2 505 0 100.00% ,
SRR 70.64%(AUC=0.853) ., 324 &1,
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Table 4 ROC curve analysis results
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Figure 1 ROC curve
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IBIL . ALP 7K P35 BH & 15 F 20 0 B4, 22 532 48 312 3 L (P<0.05) ; TLR4 BH P ¢35 5 1 ALT \AST.
DBIL }z ALP /K- 5t IE A5, TLRO FH 3615 5 1. ALT ,AST  IBIL K2 ALP /K- 5% IE 456 ; TLR4 , TLRO =
Fek BE PR R R TR IR RS 2 A ST #5 L(4°=6.135,5.684, P<0.05) ; TLR4 \ TLRO 531k
BE SN HAEARERER RS LR, ZRTEI#E L (P>0.05), &5 CHB A JF EBV &Y B 4h
JE B A0 TLR4 \ TLRO P2 IA1E 2 | 55 D) BE B 405 0 F R i Jee A G o
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Expression and clinical significance of TLR4 and TLRY in peripheral blood mononuclear
cells of patients with chronic hepatitis B combined with EBV infection

YANG Xuewen'*, ZHANG Li', GAO Feng', YAN Shihai *

(1. Department of Laboratory Medicine, Jiangsu Provincial Hospital of Traditional Chinese Medicine,
Nanjing, Jiangsu, China, 210000; 2. Department of Pharmacology, Jiangsu Provincial Hospital of Traditional
Chinese Medicine, Nanjing, Jiangsu, China, 210000)

[ABSTRACT] Objective To explore the expression levels and clinical significance of Toll - like
receptor 4 (TLR4) and Toll - like receptor 9 (TLR9) in peripheral blood mononuclear cells of patients with
chronic hepatitis B (CHB) combined with Epstein-Barr virus (EBV) infection. Methods 54 CHB patients
with EBV infection who were admitted to Jiangsu Provincial Hospital of Traditional Chinese Medicine from
March 2017 to March 2020 were selected as the research objects, and 25 CHB patients without EBV infection
were selected as the control group I, 25 patient with EBV infection were selected as the control group II who
admitted to the hospital during the same period. All the patients were tested for alanine aminotransferase.
(ALT), aspartate aminotransferase (AST), total bilirubin (TBIL), direct bilirubin (DBIL) , indirect bilirubin
(IBIL), alkaline phosphatase (ALP) levels. Flow cytometry was used to detect the positive expression of TLR4

and TLR9. Spearman was used to analyze the correlation between the data, and the Kaplan-Meier survival curve
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was used to compare the survival of the two groups of patients. Results The positive expression of TLR4 and
TLR9 in peripheral blood mononuclear cells from the study group was significantly higher than that from the
control groups (P<0.05). The blood ALT, AST, TBIL, DBIL, IBIL, and ALP levels in the study group were
significantly higher than those in the control groups (P<0.05). The positive expression of TLR4 is positively
correlated with blood ALT, AST, DBIL and ALP levels, and the positive expression of TLR9 is positively
correlated with blood ALT, AST, IBIL and ALP levels. The disease progression rate of patients with high
expression of TLR4 and TLRY was higher than that of patients with low expression, and the difference was
statistically significant (¥°=6.135, 5.684, P<0.05). There was no significant difference in the 15-month survival
rate of patients with high TLR4 and TLRO expression compared with patients with low expression (P>0.05).

Conclusion The positive expression of TLR4 and TLRO in peripheral blood mononuclear cells of CHB patients

with EBV infection increases, which is related to the aggravation of liver damage and disease progression.
[KEY WORDS] Chronic hepatitis B; Epstein-Barr virus; Toll-like receptor-4; Toll-like receptor-9
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TLRO Fik il

BENA G H R R AR K 5 mL
FHFRPUEEE b, ST U In A 21 290 i 24 i T
(R1010 Z1 21 g 224 % 7, Jb 3¢ Solarbio B A BR 2>
A )G ERE L1200 g B0 10 min Y EVIE , B
L2B42 10 em, A BE R £5 2% #h ¥ ( Phosphate buf-
fer salin, PBS, db 5t 2 & B A= W A 6] ) v ™
X, A TLR4-PE $t & il TLRO-FITC #T {4 ( % [
Abcam 3 F) ), F 44T, L EE 30 min, PBS
Ve A ok Attune NxT 3 2K 41 H 42 ( 3 [& Ther-
mo Fisher 24 w] ) & I 524~ #% 21 i TLR4 . TLRO FH
PEFIBN O .
1.2.4 BEDUSHEN

V- WF 5T 41 B A3 S8 35 AR 48 TLR4 . TLRO FHM: %
KRR P R R g AR R IR, R A LIS
s 1% AT RE VT, BE VTR RS = A H R
£ 2021 4 6 H BB [E 2L 15 4~ 7 % CHB & ¢
Shy TR A B2 240 it g Sk e E Jé L 9 CHB
4 JF EBV & YL 58 35 A0 JA] I 5 A4S 4% 40 il TLR4
TLRO F A L SN A E R o 54 IR 5
40 H % i B OTLR4 . TLRO BH 1 36 35 3 o i1 %%
(47.25% ) . (44.82% ) 53 5 53 F 1o 2% 3K 20 FIR 3R 35
2, TLR4 (= 35 B H B A o i ) 16 1], (IR 3235
SR R AR e 7
1.3 Giitor#r

A B ] SPSS 22.0 G838 #4743 47 5
FFE IER S T FORRR H ( £5) R, Z 41 1H]
() L35 R O 22404, AL TA] LE 3R FH ¢ 565 3T
BB n (%) R, 1 7 K5 5 R ] Spearman 73

Hr 540 18] A 5 5 Kaplan-Meier A= A7 [ 28 %3 He T 2H
BEAAEEDN; L P<0.05 M2 3G 50 X,

2 #R

2.1 3 4B S I B A% 40 Bl TLR4 \ TLRO &
RO

fF 5 40 £8 5 A0 T i B 4% 40 il TLR4 . TLRO
FH - 2638 1 0 B I 3 T X BR A, 2 S A 4 it
U (P<0.05), W1,

®1 3HBEINEMBANMZMRE TLR4. TLRO FXER (x+s)
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Table 2 Comparison of related indexes of liver function among three groups (x +s)
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Table 3 Correlation between TLR4 and TLRO levels of

mononuclear cells and liver function indicators

- TLR4 TLR9
fER - - - -
! PAH rd P
ALT 0.394 0.012 0.411 0.005
AST 0.378 0.014 0.385 0.013
TBIL 0.178 0.366 0.167 0.392
DBIL 0.349 0.032 0.159 0.503
IBIL 0.156 0.527 0.424 0.002
ALP 0.429 0.003 0.674 0.000
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Table 4 Correlation between TLR4 and TLRO levels and the

development of disease
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Figure 1 The relationship between TLR4, TLRO levels and

patient prognosis
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2= 53R 5 By

BE® B APFER WiER Helk*

[# E] BB W4 Constant Spring (Hb CS)FEHBIFNMK F R KR, FHiE i
I A0 A5 B AR 4 1 20 6 4048 FR Uk (ORI Hb CS #8710 MR A FR b o SR FH VR IR 91 AR A o A1 B
M M . R T AR BN X A Hb CS &4 %4 0.798% . Hb CS 224 T 7RI R AT JeAE Ik
FNLE A7 A H A IF H e M 303 PR S8 A8 B e I~ R 7 . 24 Hb CS & - I R Al e o, R A
Hb H A HFE ; Hb CS A 91 B TR BN B ML FURRAE , R AEHLTK ) Hb CS 1% ; Hb CS-H &1 B #1791
AL MR AL (MCV ) AP S5 21 41 At 1 21 28 [ 75 12 (MCH ) B S B AIS, ASBEFL Ik Hb H 04 , A i
fIEFL VK Y Hb CS 90, £5i8 B N IX AE Hb CS K A= 305 , AR WF 98 47 B T b IX A0 b 28 95 4 T4

[X$EiE ] H B M; M40 8 A Constant Spring ; I ; Fk K %Y

Hematology and genotype analysis of 609 cases of hemoglobin Constant Spring carriers in
Huizhou, Guangdong

GUAN Zhiyang, CHEN Dina, ZHONG Zeyan, HE Hailin, CHEN Jianhong™*

(Prenatal Diagnosis Center, the First Women and Children’s Hospital of Huizhou, Huizhou, Guangdong,
China, 516007)

[ABSTRACT] Objective To analyze different genotype - phenotype correlations in the Hb Constant
Spring (Hb CS) carriers. Methods The hematological parameters of Hb CS carriers were performed by
automated blood cell counters and automatic capillary electrophoresis. Suspension array technique was used for
the detection of a- and f3 -thalassemia. Results The incidence of Hb CS was 0.798% in Huizhou area of
Guangdong Province. The results showed that heterozygous Hb CS carriers were clinically asymptomatic and
had no hematological phenotype. However, the hematological phenotype was aggravated when the Hb CS
combined with other thalassemia. The presence of the SEA deletion with Hb CS shows the most severe
hematological parameter and leads to Hb CS-H disease. When the Hb CS combined with 3 -thalassemia, the
hematological characteristics of {3 -thalassemia was presented, with no Hb CS peak on electrophoresis. The
levels of mean corpuscular volume (MCV) and mean corpuscular hemoglobin (MCH) were significantly
decreased in Hb CS-H combined with f3-thalassemia, while the Hb CS peak sometimes can be obtained by
electrophoresis but no Hb H peak. Conclusion The population from Huizhou area has a high incidence of Hb
CS. This study is helpful for the prevention and control of thalassemia in this area.

[KEY WORDS] Thalassemia; Hemoglobin Constant Spring ; Hematology ; Genotype
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oo ZIER Y o fEAEE AERE , 5 FEAR , NN
o BEEL PR A A AR . T Hb CS A
FFAS TR e PR AL PR R AF 42 R — | Al R B A 42
B hE B EL SR HUM T TR A R A
HL X, WA N5 488 1N, LAY = R B IX 22
— o RWFFEIE 343 AT EN B X 609 1] Hb CS i 9]
et LM YR 2 2 RN R B 27 e A G 2R

1 HRSHE

1.1 R Z

W 2014 4F 9 H & 2019 4F 12 H 7E A B 47
b % L DRG0 14 58 2 3t 76 283 451 (40 45 78 A B il
2R BN TR B X R B2 ) |, ik O 2
W4 Hb CS 1Y 609 il {8 35 1 A B oe xh 42, Horh 55
237 1], - S AE S (27.2628.37) %, 2 372 191 , -1
IR (26.18+7.51) % o A 5T 3R 15 A B 48 L 22 5%
S, A 2R MK B A B A R .
1.2 FEHIFAR

H A 75 7% 56 4N ) XN-10 L4043 A%, v
Sebia /A ] Capillarys 2 flex piercing 4= H &) B 1% H
KA, JE T T (5 A= 4005 7] Lab-Aid 824 BFRRHUY,
£ [E ABI A A Veriti Dx PCR 4 #41% , 2% [ Luminex
/> w] Luminex Magpix Y ASEIFE U R AL o i #L
KL PRI R AR A s DNA S BGR G B 2
M IBEEAEY A A IR (DA Smart32 #4) (425
K21 DNA 2 & P22 (ou 2 SE R A
I G A il Rk 2 R R B A R A
1.3 ik
1.3.1  FEACREE

KA R B RO DKM BG4S (2 mL/AS ) , — & LA
2 WY 2 1R B (EDTA-K,) Brit , JH T 1 % AR
GYHT s — 45 DATR M A7 A5 1% 7 5 Bl (ACD) i, FH T
I 2148 FHL YK 43 B S DNA 421,
1.3.2 M= Hr

e D o 400 53 AT SRS 0 21 440 e 2 4,
PG bR M 1L 21 2K 1 (hemoglobin , Hb) - 44121 41 fifd
& F (mean corpuscular volume , MCV ) 5 F- 21 41
fifd ML 21 25 H 7% & (mean corpuscular hemoglobin,
MCH) ; fifi H 4> [ 8l B 24048 FL Tk A0 AT Il 21 2 1 2
Oy B Fr . Horh ) ARBERE A I I 2 4 AT AE Y b
B IXE BT
1.3.3 DNA 21

fifi 1 Lab-Aid 824 % g £ BU{Y F1 DA Smart32

YRR A U, T2 FHAH R ) DNA 42 B &
FEH4 1. DNA
1.3.4 IR T

AR 42 1 DNA SR FH b g 33 100 (/B Y ) Ji
PRS0 7] 8, o P 72 97 [ 91 2 R a0 A 7 b 3% 3L PR
A3, ELAAR S 56 A T 7 s e BEG F 15 BH 5 RN AR
FRAEl UL AT A o X AR O SR 4T B
FEARAT o B-BREE FH JE I o
1.4 Git2#srth

K HH SPSS 20.0 A A TS 400 THETE
BEA (3 £5) 7N, K One-Way ANOVA H#E, 114L
PR n R, P<0.05 NESALHE L,

2 H#R

2.1 Hb CS B % A 38 S LR R 1 L

£ 76 283 BIFEA H R H Hb CS 609 ], AF
B AN 0.798% (609/76283) . BFFE h AL 46 18
FhIER A Hoh Hb CS 22 & F i, i 82.923%,
Hb CS-HIRIKZ , i 4.269%. W31,

R1 THEEMMBXAEB Hb CSHIEERRMMLL
Table 1 The incidence and constituent ratio of Hb CS in

Huizhou area of Guangdong Province

B YaE] n RAER(%) HARIL(%)
aSalaa, BY B 505 0.662 82.923
-, BY BY 23 0.030 3.777
-, BN BY 3 0.010 1.314
a“a/aVa, BY BN 3 0.004 0.493
a“a/aa, BN BN 2 0.003 0.328
eSS, BY BY 26 0.034 4.269

aSalaa, B BY 16 0.021 2.627
a“a/aa, B BN 9 0.012 1.478
a®a/aa, VI BN 5 0.007 0.821
o“alaa, B/ BY 2 0.003 0.328
a“a/aa, B BN 1 0.001 0.164
o«“a/aa, B/ BN 1 0.001 0.164
TS, B Y 2 0.003 0.328
- S CSg, BRI BN 2 0.003 0.328
- S aSa, B BY 1 0.001 0.164
o“a/aa, B BN 1 0.001 0.164
a“alaa, B BN 1 0.001 0.164
aSa/a™a, B BN 1 0.001 0.164
&t 609 0.798 100

B I Hb New York; BRI >4 Hb J-Bangkok o

2.2 IEFZSHE

F R AR 3R 54, 358 a®a/aa
. oa“a/a*4] \Hb CS-H 4 | a“a/aa, B BN 4L FI
a“afaa, B BNAL, LI 2 o AT B L S R R
M AT L3k 2,
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2B MAT UK 0, Hb CS &I B Hb A 22 &
FREAR AR K H Hb CS #7154 ; Hb CS-H i KK H1
Hb CS 16 , H[7] A% Hi Hb H 5 Hb Bart’s J7 I ;
505 5 Hb CS Z& & F A< KA 161 445 i1 Hb

CS W K H Rk 31.9% , & M 0.3%~2.1% ; &
A JLE R K H Hb CS 04, {45 H Hb Bart’s
W, HUp LR Hb CS I IEAG A5 0 J & B 0
#*2,

k2 FTRIZHEBEEFEZE Hb CSHAMMEFESE

Table 2 The hematological parameters of Hb CS samples with different genotypes

Fe R Y n Hb(g/L) MCV (L) MCH((pg) Hb A:(%) HbCS(%) HbH(%) HbX(%)
aalaa 505  127.66+19.15 8106592 2650225 223+029 0.63 =0.19
a%a/a’ 34 117.94 + 13.87  74.32+4.58  2342+210 202029 091 =023
Hb CS-H 26 81.65+16.03  71.68+858 1941+211 0.88+050 235+1.17 11.39 +5.57
a“alaa, BYBY 31 110.06 £17.80  66.71 £4.91 2081 =159  4.85+0.47
aSalaa, BB 3 127.67+833  7880+191 2660 %0.66 3.89 +0.70 - 24.2°
a%a/aa 2 99, 103 90.1, 83.5 272,258 14, 1.4 5.1, 5.6
- S, B RN 2 142, 110 69.1, 75 21.7, 23.3 45,5 0.4, 0
SSEA S, B RY 2 97, 99 50.1, 53.3 16, 16 22,58 -
S0 S, B/BY 1 98 55.2 14.1 3.1 1.7
a%alaa, BPHRY 1 115 78.8 24.4 2.9 0.4 38.8°
aSalaa, BOF/BY 1 121 84.8 27.9 1.5 0.9 33.1°
aSala™a, BORN 1 136 86.7 26.2 0.2 1.7 49.8°

WA Hb E & ik, HAT 145" Hb New York &t ; < Hb J ik,

2.3 N5 I R AL A
a“alaa, B BNH R A 3 HIMEA, AN HAGE
P HCR DL B A3 1 H A 4 2R TR R A 1L 7 2
Beal R IEAT DI LA, A 4L B Hb A, 22 5 24 B
AHt# R L (P<0.05), W3,
R3 AFHEBERE Hb CS HANMEFESHLB
Table 3 Comparative analysis of hematological parameters

of Hb CS samples in four different genotypes

Hb MCV MCH Hb A,
(g/L) (fL) (pg) (%)
a“alaa a“ala’ 0.0207 <0.0001 <0.0001  0.0014
o«“a/aa Hb CS-H <0.0001 <0.0001 <0.0001 <0.0001
a“al/aa a®a/aa, B/ B <0.0001 <0.0001 <0.0001 <0.0001
a“ala” Hb CS-H <0.0001 0.3270 <0.0001 <0.0001
a“al/a’ a“alaa, B BN 0.3320 <0.0001 <0.0001 <0.0001
Hb CS-H o“a/aa, B/ BN <0.0001 0.0095 0.0799  <0.0001

3 it

Hb CS & o M 3% 1 —FhREpR 28 A8 I A0 | HogeAn
FECE BT Hb CS SEATRE , 2 A . Hb CS
ZG AR IR ERTICREIR , (2 S 2 I H B AN A b
T AR I PRERIAETE R 25 5% . Hb CS
i & FRAR S, 0l LUJE I B s AR Ak, e mT L
FBLA Hb CS-H K™, £ 2= 0] LRI R K i =

A5 2L H 600 ] Hb CS, ABE %K % h
0.798% , & T &8 K F(0.304% ) LUK M
HiIX (0.338% ) ARZEHLIX (0.319% ) FIEE PR X
(0.169% )", WA T 11X (0.881%) ", ARWF5E

41501 25 2

LG 18 I R 45 3 DR IR A R 5 AR T 2R
iy DXON R ) b 0 5 R0 % ) i A — 207, LA
Hb CS 24T A3 ,Hb CS B A1 o #IF LL-- Ny
F,Hb CS A 1A B HAT LA B2 F1 B Ry 3=

Hb CS B & o - M A LI AR AT, Hb CS-H
s R 22 BB A v BE AT, A0 KT R Bk AR
I, He ZE1 8423 , Hb CS-H %5 i 16 )L 30K i
M4, F W Hb CS-H ¥ 1Y I IR 38 30 A7 A2 A 1 2=
5o XA AEE Hb CS-H i AMUAL3Z o BR FE LA
AR I T REZ IS R g . AR AT
55 W 5] Hb CS 4l & F ¥ R BN 5 B 40l
MCV F1 MCH 1E & s F FEAIG, 1 Hb CS 5% 7+
Pk 3 5% LA 1, 5 FREAE IR — 2

Hb CS &1 B M ¥R MM 42 BEZL UM, Hb A,
¥IRTF 3.5%, HY KK H Hb CS P 1%, LHLH B H
BRI AR TR o Mo 2 RRAE T , 5 Jiang
EI R SR — 2 TEPBIFE A o - M T
— IR REAS ) Hb CS ¢ I, — il FEA 1 Hb CS I
g, {H Hb CS & ARML, HA 0.4% , YL R A1 o
BB AE AT LI B AR R AR A . A I HRGE
Hb CS-H % &1 B M #T R BN TR EEFT I, FLREAG
Hb Bart’s"™' . AT A =] Hb CS-H % & 3F B
M7 ¥ R B B A am, & K Hb Bart’s, {H
MCV HI MCH #BARAI , 3¢ 8] Hb CS-H 54 71 B #b
L] e J& Hb CS-H 9 8 o £ A W™ B /L, 1M B
BT BB BE A A, G T o/ B B R
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1, TEARACOT CREF A X P4, 7 IE 2 AN, # R
it Hb H A1 Hb Bart’s, 34, =M E A
KR, Hb A BUH 2 F K, —Hi1<2.5% , — 14l
>3.5% , — i IE % HLREKE 5 Hb CS P04, & & 0
1.7% , % W] Hb CS-H i & I B H 3T B H Ar e i
AR 22 Sk 5848 1) o BE RN B B REAS DL EE B
IR FIAE A7, W0 BEAS H Hb CS P06

{HA5 7 2, A WF2E H Hb CS 4 I Hb New York
FH R RIMEE, i Hb CS A 3 Hb J-Bangkok LA K&
Hb CS & & oo &I Hb J-Bangkok ¥4 JC B . 1l
2727 . Hb New York #1 Hb J-Bangkok #f5/2 B 5% I
FRASTE B 578 Hbo P65 SCHERHRIE ™, 546 Hb New
York il Hb J-Bangkok [ 3 4 1E  , (HAS f 5% 1 4L)
“J- & Hb J-Bangkok HE V- Hb CS X7 Ifil % 5 i) %
Wi, 177 Hb New York JoiZ V- Hb CS X ML "7 HY 52
Mo AHXER AN ZE, T AR B Z A AR i — 20 1
5%, Hb CS -4 Hb E L 3 %7 (Hb121g/L,
MCV77.8fL, MCH26.5pg ) , {H 75 25 12 B 46 I ik 5%
Jga il Hb CS A9 Hb E RN R BEFT M, 14~ 4]
) L 7 e BN — 4, S BT V2 Hi N B 1915 17
FEAR HA R 3 1 B T 22 I AN

BRI 2T 25 4 FE K BE A ) Hb CS, B0 8T 1
Hb CS W# A i g . HAM s, HA 31.9% 1Y
Hb CS Z¢ & T fie#s i Hb CS i , g i ik T 35 %
FUTRESE . FER R AR K FEA R
Hb B O A B R A T BB B, T B R B S
MM £T 25 L UROR: I ) 38 73 A6 36 5 R 2 i B~ 2T
HU T H HL I 21 8 1 B — e 45 5 FI T ) S
IMZT3E 1 (4 Hb H H1Hb Bart’s 25 ), 111 X T4 X )
ISRl (AR SHVERE 2o @ G E e
Hb A, B, A5 35 A % 25 A O 482 b 275 i A FH
PR, H AT o b 27 35 PRGN, 50K TG S48 ) 13
(1 C DX Il I e i) 2 5 15 2 i T B 4098 & 1k, Hb
CS Tt ik, RGE ARG AL, R HEAE S 2
W 5 M 8 AR Z27E C X I ) 9 06 435 SR T 4 o

25 BRI, BN M X R A B A X 2 —,
Hb CS KA HH &, AR e e — B R A%
iy DX AT 9 2 M o X b DR T S
ZEIT B 0 A, WO A BH A AT SR I 2 W,
IS [F) AL M 2 B PG A T 7 T 2T, e AL
Yo/ T A R LAY A DT AR i . 2
Hb CS & H e b 27 () JE PR 28 AR B I R B 44
KESF, APFFEE X Hb CS A9 LK 27 76 18 5 3k

PR RS, DAyl R A B A s A 5 i 3R (I 2% T
A BT 5 3 EE N b X Y s BT B 45 1A

S % Tk
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CHE 45 1 i 41 k& 24 S04 93 B 141 2 1 Ml LDH . CRP J2
SAA #ik

FAR* ERE WA AE

[ ZE] BH® gk )1 58 (CHF) A I Ml ik e 50 5 20 A1 K 7L B <0 (LDH) |
C-J N 3 4 (CRP) JEM MR 1 A(SAA) K-k, ik YOAE b A IRk 0 2 G 3 5 IX Al I8 e 2017
12 A % 2020 4212 WA 117§ CHF B, 40 IR (n=62) SR BRYL2H (55 6] , 53 e BRI B kA 7
ARG 1Y) 48 {51t BRE A G 5 4 Ry X BRZH . 43 A1 CHF 5 O fili 340 Ja s 58 255 5 11 43 A 1 00, b 45 41 LDH
CRP & SAA K SFAEARAE DL , IF2 i 3238 & TAESRIE (ROC) il 26 43 # bk P F 46 I X CHF 4 I Jiti 358 Jk e
2. 2R 62 4 T MR i 25 3 1 107 BRI SR, LA 22 BRI o 315 73.83% , Hik
522 PR (24.30% ) \E A (1.87%) . LDH ,CRP & SAA /K- Jl L 20 >R S JL FH > % BB 4, 25 S 47 Se it
27 L (P<0.05), ROC HIZR45 5% /R, LDH ,CRP }2 SAA BEA K2 W CHE 45 Il 5 ig e (4 i £& i
FLAUC) N 0.909, B = F HL A2 W (P<0.05) . 518 CHF & I il /2% g 8 28 998 B v LA A > BRI 1 K
F, 3B A 2 LDH . CRP K SAA /KA F) T i il Jd e L0932 .

[EEER] 1B S s G IR s 75 ; FLERI A ; C-FOhi i TR I

Distribution of pathogenic bacteria and expression levels of LDH, CRP and SAA in pa-

tients with chronic heart failure and pulmonary infection

LI Juan*, WANG Hongguo, XIAO Pijuan, ZHENG Hui

(Cadre Ward, Western Theater General Hospital of the Chinese People’s Liberation Army, Chengdu, Sichuan,
China, 610083)

[ABSTRACT] Objective To analyze the distribution of pathogenic bacteria and expression levels of
lactate dehydrogenase (LDH) , C-reactive protein (CRP), and amylase protein A (SAA) in patients with
chronic heart failure (CHF) and pulmonary infection. Methods The clinical data of 117 CHF patients
admitted to this hospital from December 2017 to December 2020 were collected and were divided into an
infected group (n=62) and a non-infected group (55 cases). In addition, 48 healthy patients who had physical
examination during the same period were selected as the control group. The distribution of pathogenic bacteria in
patients with CHF combined with lung infection was analyzed, and the changes in LDH, CRP and SAA levels
in each group were compared. The receiver operating characteristic (ROC) curve was drawn to analyze the
value of the above - mentioned factor detection in the diagnosis of CHF combined with pulmonary infection.
Results A total of 107 pathogens were detected in 62 patients with pulmonary infection. Gram - negative
bacteria accounted for 73.83% , followed by gram-positive bacteria (24.30% ) and fungi (1.87% ). The levels of
LDH, CRP and SAA: the infected group >the uninfected rent >the control group, the difference was
statistically significant (P<0.05). ROC curve results showed that the area under curve (AUC) for the combined
detection of LDH, CRP and SAA in the diagnosis of CHF combined with pulmonary infection was 0.909,
which was significantly higher than that of the single diagnosis (P<0.05). Conclusion The main pathogens of
CHF patients with lung infection are gram-negative bacteria. The detection of LDH, CRP and SAA levels in
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patients is beneficial to the early diagnosis of lung infection.

[KEY WORDS] Chronic heart failure combined with lung infection; Pathogenic bacteria; Lactate

dehydrogenase; C-reactive protein; Amylase protein
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Table 1 Comparison of 3 groups of data [n(%), (F+s) ]
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Table 2 distribution of pathogens in patients with chronic

heart failure complicated with pulmonary infection
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Table 3 Comparison of LDH, CRP and SAA levels among
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201 n LDH(U/L) CRP(mg/L)  SAA(mg/L)
YL 62 489.71%58.26 10.12+2.17 22.53+2.93
RIEYLdH 55 327.34+49.65° 5.81£0.87° 9.31£1.02°
YR 48 167.25%21.25" 1.13+0.13" 2.54+0.36°
F1a 10.83 8.84 26.10
P <0.001 <0.001 <0.001

T G I AL, *P<0.05 5 5 R IERGLAL LA, "P<0.05

2.3 LDH.CRP } SAA % Il X} CHF & Jf- fifi #f Jak
) A A

ROC £k %5 5 @78, LDH.CRP 2 SAA B 446
M2 Wr CHF 2 A I i T thZe i AL (AUC) 2y
0.909, I @ = T Hia Wi (P<0.05) . W4 XK 1,

3 it

CHEF 5 J:fif T S e 2 i PR 6 L A — o 1 Tl Pk
i, 2 FEURF LA IURE SR R, S EC A
INEE . FE A R A e I ek b A

#&4 LDH.CRP X SAA #ifll3t CHF &I FAfip R BN &
Table 4 the predictive value of LDH, CRP and SAA in

chronic heart failure complicated with pulmonary infection
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SAA 0.746  0.613~0.879 0.722  0.756  <0.001
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1.0
—] e B E3
0.8 / — LbH
— CRP
SAA
i A
2 0.6 RPN
= ey
0.4
0.2
0 0.2 0.4 0.6 08 1.0
1-H 5

1 LDH.CRP.SAA BIK B &12HT ROC B % &
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Analysis of clinical and molecular characteristics of prenatal cases of Cri-du-chat syn-
drome

LI Xing, LUN Miaoxu, HU Jingjing, LU Jian*

(Medical Genetic Center, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511400)

[ABSTRACT] Objective To explore the clinical and molecular characteristics of 18 fetuses diagnosed
with Cri-du-chat syndrome prenatally, and to provide references for the prenatal diagnosis of Cri-du-chat
syndrome. Methods A total of 20800 high risk pregnant women were enrolled for invasive prenatal diagnosis
at the Medical Genetics Center of Guangdong Women and Children Hospital from May 2016 to December
2020, of which 18 cases with 5p deletion detected by chromosome microarray analysis and karyotyping.
Clinical data and molecular test results were reviewed for these cases. Results The range of 5p terminal
deletion in 18 fetuses ranged from 3.7 to 30.1 Mb, of which 11 cases (61.1% ) had pure 5p terminal deletion,
and 7 cases (38.9% ) had other pathogenic chromosomal abnormalities. 13 cases had ultrasound results during
pregnancy, of which cerebellar dysplasia was the most common finding (46.2% ). One case had a miscarriage
after puncture, and other cases chose to terminate pregnancy after genetic counseling. Conclusion This study
suggests that there is a significant correlation between fetal brain ultrasound abnormalities, especially cerebellar
dysplasia and 5p deletion. The 5p15.2 area is the key area for prenatal cerebellar dysplasia.

[KEY WORDS] 5p deletion; Cri-du-chat syndrome; Chromosome microarray analysis; Prenatal

diagnosis
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D, <
serina  arr 5pl5.33p15.2(113,576-13,309,  46,XN,del(5) e 1 2tk
3 25 25  NIPT & XU 185)x1 (p152) K P
arr 5p15.33p14.3(113,576-21,123, AR AR N TR
R L2 (Pl4ap153)0p(3) e JL LI I 0k
: 7T 5p14.3p12(21,386,052-45,252, (p14'3p1'2') P S % (22104 IR
762)x3 pi&-sp mm, 470 12.3 mm) .,
arr 5p15.33(113,576-4,475,360)x1  46,XN,der(5)del(5) %
5 36 20 =it 5p15.33p14.1(4,482,234-26,659,  (p15.3)dup(5) ERFAIR G 4 ;&&E
155)x3 (pl4p15.3)
. SR, arr 5p15.33pl4.1(113,576-25, e = &k
6 39 2 \PTERE  676.967)x] 46,XN,del(5) (pl4) SN AR /N T2 R WL
arr 5p15.33p15.2(113,576-10, 184, . .
7 32 22 NIPT 7= XU 044)x1 3(5 5; ?S;)’der(S) ok iﬂgg%ﬁﬂﬁ@iﬂ% Ik
PR 99q11.1q11.21 (16, 888, 899-20 , 304, (o15.2:q11.2). 22 & (250) B ARR S g
749)x1 plo-23qit-2 /s
XU 2 45 J T 48 e
e arr 5pl5.33pl4.1(113,576-27,213,  46,XN,del(5) . 2k
8 28 28 HARW .00 (pld.1) ég‘f&g\?ﬁﬁ HE R
2 ) 5 A5 T 4 i
o 34 2% sy AT 5p15.33p15.1(113,576-17,496, 46, XN, del(5) (6x3 mm) , HLfff 5 2k
: HITH gs6)x1 (p15.1) TN T LY
2B
e arr 5p15.33p13.3(113,576-30,089, J5 SRS 1 98 12 mm, 4k
1002028 HERE 000 40, XN, del(5)(p13) ANRRLNT R . R
0 a7 18 MLE# 4 arr 5p15.33p13.3(113,576-30,231,  46,XN,del(5) 2k
’ e AU 951)x1 (p13.3) IR
arr 5p15.33p15.31(113,576-7,967,
12 43 22 i 019)x1 L(mi?l:)’;uerg;del(m gg  ROMH/N(384mm), b
: (R B 5p15.31p14.2(7,968 ,367-24, 325, (pllL.(l‘SSI)) ‘ ” AR R, Wl
734)x3 pLApLo-
13 25 22 SR arr 5p15.33(113,576-3,844,414)x1 46,XN E%K“"%ﬁgﬁ(ﬁié) j'i ;
2] )l
Z1A
arr 5p15.33p15.31(113,576-7,682, . e m
4 21 20 BRI 360)x] 10023.33026.3(04, 112, 350. 10 XN, der (3) 0 (55 AAK ppe (5 gy AR
. . ; 10) (p15.3;¢23) DL WU
135,426,386)x3 e
7
FARL N T2 N
15 93 - gy AT 5p15.33p13.3(113,576-30,108, 46, XN, del(5) R T N A 1
SRR 604)x1 (p13.3) J . BILWBETE S R
S (A R ARHE) .
arr 5p15.33p13.3(113577_29348753) AN R EVINS Ry R
e X1 XU 28 45 R b &k
1631 30 RS 12p13.33p13.1(173787_14219882) FEAG ;s ZE M & 5 AR dR
X3 KA 1% (12.9 mm)
- arr 5p15.33p15.31(113,576-9,010, 2k
LU 18 NIPT &M 331)x1,(21)x3 TR
) . arr 5p15.33p15.31(113,576-7,847,  46,XN,del(5) 2k
25 XL
1823 20 NIPTRME 301)x1 (p15.3) YR
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R 5 CMA 25 5MAF, 1 6 i F o2k B BeAIC T
Iy HEF (<5 Mb) AL AT AR K B o

A 5T % BLAG 18 4] Cri-du-chat 5 & 1iF i JL
L A 8 9 7R 2 0 B S R, R B AR /M ik
REARR CEEWET M A0 A 2 3% 500 5 e 1
FEo o 7 B R /N R E SE G LY
R 5p15.2 XY R o ik 2% (17.5~30.1 Mb) , iX 5
Simmons %5 H Y 5p15.2 Bk R S HUN K F
4 Ji R A — 35, IR /MR 2R (3.7~10.2 Mb) 1%
il v, AU 11 2 A7 A6 e g e, b ok &
PR R S o PR AR 5 B M S R RT RE
Cri-du-chat Z5 & fiF 5 5 UL A9 7 1l 88 75 R AE , 0 I
PL/INBRG & 5 5 S oh i L TR S K S8 /N i R
S B G ARG S 5pl5.2 XL,
% 18 5p15.2 XU = IR L2 BN & B A R Y
R IX 5K

PRI AT T AR SR A R R . BRAR—
YL Cri-du-chat Z¢ 5 1F I L, 22 150 103 27 48 b5 (B -
HCG,PAPP-A) {75 5 (19 11) , B3 £ 1f 7 b
B H 5 Cri-du-chat ZE&1F 2 18] 19 56 & i A BH
B B A AR B Pk, NIPT $ARFET
ZRHB X T REM G LG €0 (AR S 8 5 (R i A 179 8 R0
Bo, AW A 6 Bk 1] 2 T NIPT i £ A& 38 5p
Bt 2k v KUR: , 3E T i CMA F1 A% D 43 BF i 4 T
12", NIPT J7 {02 —F R A ¥ J1 9 9 48 Cri-du-
chat ZEAHERY ", {H i F Cri-du-chat 28-S HE7E
HE A RO R AR, 1 R I, FH 3 32 ZIIG P
UL P B

Xt Cri-du-chat Z& & 1iF i L5 & XU B9 PFA 2
MAEE RN, 5p Bk KEZ kR,
Horp 80%~90% J& A R AL , X 1] GE S TR T8
B FE Y 5 5 YL AR R PT 29 15% 1 Sp ik
K 55 G o AR A e 5 1A 22 (8] 75 55 o7,
AN KH DL ML AL 5 ik B R AR sl BROIR e
PRI B F30 Sp iR A ML DX P & RURS: Y A
FOCHEEL, X B K 5p B IR ], 5 AU FT LA
ZWE AT AFR T B ACBEPE B i A PR G T REE L X
SR R R s (B AE B & S5p Sl S e e, Ak
H 5p Bk TACH XS 7E 8.7% 8 18.8% 2 7],
TR % A, HL 58 4 e AR, R 252 iA
FEANGILIUEA B, — AR g e kiR, A
YOI — 25 1 SR ARG I, BRI 22 55005 18] 5 oK R4k L
BARIE L. EABI ] 14 1 5p RS2 T

TR N -5 5 0 8, R s AL S HE R
JETRR AT B EE, ST H ML KK M, il %
JEGH 3 PR A A RIS S 252 Wi sl 2 R A T A
FERTS W A F T

FARAF 5T & BRI L/ M & & 58 5 5p Bk
2 A i BE AR DG, A 5p15.2 KU 5 30
i 5 B AN B ) SR LK 38k, (H A S IR A AE— 2 1))
O = W N e e T X 5 S T [ 4
W, PRt , Tk Sp B9 e 2 K LG i) 1T
WG LG R P S o LR AR RN AR A
15 IS5 8 T RE S W RS HES B 12 I R AHE
e, B ARG, Bl g 28 i PEAR
oS

Zi LTk AW SR AR UE— 25 R | UE PG
L 4068 75 S S Crri-du-chat 254 1F 5 3 WL 72
AR B, FR AR A e /NG % B AS B, 1o K AR A
T KNS W . YAE T & BG LEE  AEAE/
i 2 S LS T A o R o) i = e e S R B
I I JA 37 P8 &€ Cri-du-chat 254 1E 7 BE , 7] 15 %
CMA FI#% B 53 B A S5 5 2 HERR 12 Wr Cri-du-chat Z5
AR RE T

5% 3k
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00 3% i ] L 555 1 A% fi B AR %) LDH 845 1L 7 PGE2.
STNF-RI K -3 M

_ﬁ?&ﬂ];_,f%l Zf—t\‘)\é’é—z*

(8 =] BaY M LB B R AR (PTED ) X JEAE 8] 43 ¢ I (LDH ) 4 AR 1ML /i
FI R 2 B2 (PGE2) | 1l ¥ 1 frsd SR 3E I 1 1 A1 A2 4K (STNF-RI) K 4 PR AN I 1 /K SF A8 AL 1S i . F7 3k
PEHL 2016 4F 1 7 2 2021 4F 3 H i 2 s 1 H B BEiif 19 85 i) LDH B E W F 5 4 IRIE R HE A A B IS
O3 R R (n=40) FMILEL A (n=45) , %} B 45 T J5 6 M A TR) OF 7 B A 4% B R (FD) ¥R 97, AR 4 45 7T
PTED JA Y7 , FL A4 9 41 FEIAR W46 b (AR fB) AR il 2 ARG R RESF ) AR BE s []) 3 A5 B2 (VAS)
P53 JEAHE Oswestry I it i 545 %% (ODI) | Ifil 7 PGE2 . sTNF-RI /K F Bz 48 1 40 g 7 [ (1240 A & -6
(IL-6) | 40 1A F-18 (IL-18) SR SRFE [N T--a (TNF-o0) K RIIFRAE R AR R, SR AT R
BF 1) ARG T R S [) B2 A3 [ Hsf Ji) Jo S B2, R o vt /b 0 IR, 22 R G2 L (P<0.05) .
ARG W VAS . ODI 43 F1 IfiL 3 PGE2 . IL-6 . IL-1B . TNF-o /K -S4 R A , sSTNE-RI 7K - FF 55 (P<0.05 ) 5
HWEL4H VAS . ODI PE40 1L 7 PGE2 \IL-6 . IL-1B . TNF-a 7K A T % B4 , sSTNF-RI 7K - /85 T4 B 2
Z RV G L (P<0.05) o MEEH I L AE KA BT X R4, 250 5% & L (P<0.05) .
%1t PTED{AYY LDHYTAUE 25 , vl B3 AR J5 A D RE R A%, B IS IM 7% PGE2 7K 71 48 1 41 it 5 7K
S, 45w LTS STNF-RI KO, 2620w .

[EBIR]  MEMEN RIS e 5 M BRME R FLEEBERZ R A ; RUSIIR R B2; nIVETEM IRt E + 1 2
ZA RPN N F

Effect of lateral foraminal nucleus pulposus excision on serum PGE2 and STNF-RI levels
in patients with LDH

LI Yawei', QIN Rujie**

(1. Department of Orthopedics and Traumatology, Lianyungang Hospital of Traditional Chinese Medicine,
Lianyungang, Jiangsu, China, 222000; 2. Department of Spinal Surgery, Lianyungang Hospital Affiliated to
Xuzhou Medical University , Lianyungang, Jiangsu, China, 222000)

[ABSTRACT] Objective To explore the effect of percutaneous transforaminal endoscopic
discectomy (PTED) on serum prostaglandin E2 (PGE2), soluble tumor necrosis factor type-I receptor (sSTNF-
RI) and inflammatory cytokines in patients with lumbar disc herniation (LDH). Methods A total of 85
patients with LDH admitted to the hospital were selected as the research subjects from January 2016 to March
2021. According to the patients’ willingness, they were divided into the control group (n=40) and the
observation group (n=45). The control group was treated with fenestration discectomy (FD) , while the
observation group was treated with PTED. The perioperative indexes (operation time, intraoperative blood
loss, postoperative ambulation time, hospitalization time ) , scores of Visual Analogue Scale (VAS), lumbar

Oswestry dysfunction index (ODI), levels of serum PGE2, sTNF-RI and inflammatory cytokines [ interleukin-

AT B TR P E AR AHOR B (JD2018SZXYB03)
Y As . 1. & E=H TP ERFHAL, TR, % F % 222000

2. M BA K F M B =B B IRA AR, T 2R, i = 222000
*EAEEE AL, E-mail : chuita77791@163.com
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6(IL-6) , interleukin-1B (IL-13 ), tumor necrosis factor-a( TNF-a) ], and incidence of complications between
the two groups were compared. Results The operative time, postoperative ambulation time and hospital stay
in the observation group were shorter than those in the control group, and the amount of intraoperative blood
loss in the observation group was less than that in the control group, the differences were statistically significant
(P<0.05). After surgery, VAS and ODI scores, serum PGE2, IL-6, IL-1B and TNF-« levels were decreased,
while STNF-RI level was increased in both groups (P<0.05). After surgery, VAS and ODI scores, serum
PGE2, IL-6, IL-1P and TNF-a« levels in the observation group were lower than those in the control group,
while STNF-RI level was higher than that in the control group, the differences were statistically significant (P<
0.05). The incidence of complications in the observation group was lower than that in the control group (5.36%
vs 19.64% ) , the differences were statistically significant (P<0.05). Conclusion PTED has a significant

curative effect in the treatment of LDH, which can improve postoperative pain and dysfunction, reduce level of

serum PGE2 and inflammatory cytokines, and increase level of serum sSTNF-RI with high safety.

[KEY WORDS] Lumbar disc herniation; Percutaneous transforaminal endoscopic discectomy ;

Prostaglandin E2; Soluble tumor necrosis factor type-I receptor ; Inflammatory cytokine

I ME 8] 4% 9 4 %E (lumbar disc herniation ,
LDH ) J2 Il JR % DL , 28 30 BB L Ak B &2 9m
M REZEAMEY . LDH Al £ 4 858 iz 8 fl
SPelc AR, e E E AT R ORI R R
M FR3G 97 LDH, J i HE A 1] F 7 86 4% 48 B R
(fenestration discectomy, FD) N & ) iz A, B
A —EIT BT RTG R B HEZE LA, 5 25 )5
Fl ) FIL A A 2L, Bl R 5 J A R, HOf &
RE B o B A A B R &R ) i A ) LR
6 4% 4 5% R (percutaneous transforaminal endoscop-
ic discectomy , PTED ) % ¥ HI T J7 LDH 1,
PN TAE G F AR XA LY T G5 i IR 45
S, R B TR R S 0 A A Y S8 B A RO
DTRJE BEHEARTR . SR, T A FARE S
R = W B N T SR N R 0 S A v N 11
A FE 20 XF L AP R R, IR S
1fi ¥ A %) Bt & E2 (prostaglandin E2, PGE2) . A
5 M iR R JE R - 17 3Z 44 (Soluble tumor ne-
crosis factor receptor 1, sTNF-RI) } 4% 14 4 iy [H 1
Ak, B 7E R I IR $2 55 LDH 36 97 3R #2 fit =
%, BMAREMTR

1 wHSHE

1.1 — g

PRI 2016 4F 1 A & 2021 4F 3 H & = ki
P Be Wi 14 85 ) LDH H 35 A i 78 X 4, 40 A bs
HE - O¥IFFA GOMRLE) RZ I AR A2
QA 45~75 %, BT B AR s OFF & F AR E
iE o HEBRARUE : QAT EB ; @4 FFHE A 55 R K
T 5 4% 2 5 BBE Il Ty e Wi 15 3 5 (@)™ 7 A 1
P B A R A 1 s A g B 22y Bt
LDH # . #4854 N3 X B (n=40) Fl
MELH (n=45) . P — MR LR 22 S5 TR g1
B (P>0.05), W1, ARMFIELEE BB HE
A oxAttismad , ZiE AB RIE R .
1.2 ik

X HRAL 45T FD IRYT ARFRM B R PR I, 1
JE YT 5 em V) 0, BRI . U535 HEMR
FURZE M 2% i S OB , 8 5 G 7 28 RIME AR , B
B B AR AR T 18, 0 SR 1 PN ) 2 o A
Rt R RME] #2020, VI TR 27 4 30 F S )
i BUBBERZ S 1k, 22/

x1 —MERREEE [0(%), (x+5) ]

Table 1 Comparison of general information [n(% ), (Z+s) ]

T ; 53 S L I AR A e 1) 28 53 Hh 2 Y
% 'S (%) () L. L. LS v ] 4 X5
XHEZH 40 34(85.00) 6(15.00) 52.26£7.11 29.14+3.06  8(20.00) 22(55.00) 10(25.00)  16(40.00)  24(60.00)
WL 45 38(84.44) 7(15.56)  53.04x7.18 29.33x3.08 10(22.22) 25(55.56) 10(22.22)  15(33.33)  30(66.67)
7 0.005 0.502 0.285 0.120 0.406
P 0.943 0.617 0.777 0.942 0.524
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WLEZL A 457 PTED R YT - MU BEMSL, 4858 1K OG5 )
iy, M AR A 5 R H € BB ML X B R LA RE 2 A
Ko BRICEAT T ] R K 2R N 56T 2T 4%
P35 LT B 8 B A A e 5 AR PG A 2B
Bt JRy i R, X AL T 4l A SR B (18G) , 4R
SR /NI Al AMER] AL AT HE ] S AR U
ZERIEL 46 A 22 I PR PR 18G & 72 2l S VI T2
9 mm, ffi AEEE T RERAMA] B o EHE FLET
ProkaR Ay kB . BUR SRS, TELT YRR IT
F BRI S A ST s, 2 500,
1.3 LS R
1.3.1 AR

ARHETARJE 1A H R 5 A4 & 4% (Visual
Analogue Scale , VAS) 46, &I e /™ 0 10 41,
TR 0 435 HEMED)RE RS : RET RS 1A H B
K H Oswestry JJ fig B it 15 %k 0] 45 & (Oswestry
Dability Index , ODI) PF-Ali EHE D) REBE AR, B3 45
a3, VEOT BRI NEAE T R R 4
1.3.2  [fiLi# PGE2 . sTNF-RI K % 11 41 fifd K 1 7K F

ARHETFIARNG 3 d Bz i bk i 2 mL, 3 000 «f
min 50> 10 min, >R T G0 05 W B 25 462 0 PGE2
STNF-RI, [ 21 fiti 4> % -6 (Interleukin 6,1L-6) . 1 4
Ffi 42 -1B (Interleukin 1B, IL-1B) IR IR 38 H F--a
(Tumor necrosis factor-a , TNF-a ) 7K F- o
1.3.3  FIARMIFEAR AT AT A

MEL I 5 B AR A bR (AR T IR S A Be st
[ FH A b it g8 ) B2 I & 0E & A R (i G AR K i
ARAE RN BREG  TFARY) DR G OB AT .
1.4 Gt

K H SPSS 20.0 Ge it 3 AT 5 43 b7, T
PERELL (X +5) R AT A5, THECRB A n(% ) %
TN AT PR, L P<0.05 N ZERA G E L,

2 #HR

2.1 A FEIAR IR AL

MEEH ARG FA T IR B AR B B 1) 5 T Xt iR
4, AR i > TR R 2 R G E L
(P<0.05). WLZ& 2,
2.2 W4l VAS. ODI -4 b

AR AT 4L VAS . ODI ¥ 43 He 3 22 55 L 5e it
2 X (P>0.05) , K J5 M EL 4l VAS . ODI ¥4
iR X R, 22 % A e it 27 5 L (P<0.05) .
W3,

F2 MARARHERILER (x25)
Table 2 Comparison of perioperative indexes between the

two groups (X +s)

15 FAREE A AR TR B
L (min) (mL) (h) (d)

WELH 45 72.41%6.55 46.18+7.06  45.22+3.51  7.31+2.40
STHEZH 40 105.69+8.43 95.26+10.77 118.40+5.29  10.97+3.02
tH 20.441 25.107 75.911 6.217
P1H <0.001 <0.001 <0.001 <0.001

®3 WHVAS.ODIFFSELE (7+s)
Table 3 Comparison of VAS and ODI scores between the

two groups (X +s)

3 VAS P45 ODI ¥4y
- R R R R

WL 45 6.3121.35  1.42+0.33  40.60£7.44  24.22+3.04
YRZH 40 6.40+1.39 2.86+0.51  40.92+7.38 31.86%5.15
HE 0.303 15.621 0.199 8.438
P 0.763 <0.001 0.843 <0.001

2.3 WM PGE2 . sTNF-RI /K- 45

AR HI 9 25 1L PGE2 . sTNF-RI /K F H #5022 &
TG it2= 3 L (P>0.05) , RJ5 ML PGE2 K- FAK T
XTHEAH , sSTNF-RI ZKF i TXf R4, 22 ¥ gt
e X (P<0.05), W4,

%4 FLAME PGE2,sSTNF-RIKFELLE (x+s)
Table 4 Comparison of serum PGE2 and sTNF RI levels between

the two groups (X £5)

PGE2(pg/mL) STNF-RI(ng/L)
HH n — - — -
A H P NE AHI P NE
WELH 45 164.26+12.55 106.35%£7.15  0.92+0.23 1.86+0.60
XTHRZH 40 163.87£12.50 128.21+10.05 0.95+0.24 1.35:0.41
il 0.143 11.650 0.588 4518
PiA 0.886 <0.001 0.558 <0.001

2.4 P RPN KT H R

AT WG 2 ML -6 . IL-1B . TNF-o 7K M4 2%
LG22 L (P>0.05) , R J5 WEL 4 1L 3 TL-6
IL-1B8 \TNF-a 7K AR F X B4, 22 R A i 245
M (P<0.05), WLFES5,
2.5 WLHIFRIE KA

WS T RGE K AE RN T A A, 2R A5
PR L (P<0.05), W6,

3 itig

VLA, B AR5 O A9 M AE , LDH & i R
BT, JE4it, R E LDH KK R H
18% "', 35% 1) LDH B & K0 & R 4%, & H
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x5 MAXRMEMABEETFKELRE (x+5)

Table 5 Comparison of inflammatory cytokine levels between the two groups (x+s)

IL-6(pg/mL)

IL-18(pg/mL) TNF-a(pg/mL)

2151 n

AR AJm AR AJa AHI A
WEEH 45 133.81£15.67 84.50+7.62 0.45+0.23 0.15+0.10 1.86+0.33 1.15+0.12
XJ 2 40 132.52+15.58 94.21+9.60 0.48+0.26 0.30x0.16 1.90+0.37 1.39+0.20
i 0.380 5.191 0.565 5.243 0.527 6.794
P 0.705 <0.001 0.574 0.011 0.600 <0.001

Ko HAREEREZRRE (n(%)]

Table 6 Comparison of complications [(n(%)]

ainl o ok NI TENR T LT

WL 45  2(0.00) 1(1.79)  0(0.00) 0(0.00) 3(6.67)
XIB4L 40 4(10.00)  2(5.00)  1(2.50) 2(5.00) 9(22.50)
V! 4.379
P 0.036

PR A B 2 R S8 IR R B B AR IR T 2
FE ",

FD 7] YJ bR 86 4% , s i AR, {H 5 34 25 ) [l
JUL PR N0 45, e S A 4 ¥ e v, ELAE AR DD B
Jei , HERR VT B At X 20 T AT AR, =2 #2648
A 2 R BOMEE B E , Il X 53 LDH &
K BEE IR W & & PTED &3 Ti697
LDH H , HOR U 5 7 A, I8 i ME ] FL 5%, L
1 R L BT R A% P % 5% 5 AR v 85 5 A, 5 0 P 5
TH fl Lk i, AT sk A R R FRL A 28 AR A1 ZLA A AL
] B AR v (i FH S A sk A A 21, ok B T HE AR RS Bk
AL )7 1R 8, A A TR R R e . it
Hh , PTED R HUs) &8 3= i R i 7 =X, nT 7E AR v 5 18
VR T DR K B R RN A B K ATV Rk B AT
R, B Gt ] 7= A R AR 45
N B ARG FAR TR B A B B 1) T X B8
A, A I > X IR 4, 42 R PTED 1 45 /8 F
ARSI el 2 A o R, AR R U o X
F PTED F AR YJ 14 /]n, AT b 6o i & Bl 20 27 1)
A, ELA BT 355 B, 3 100 406 e R B I 9 9 20 Y i
o R, BF5E & B, ARG IEL4] VAS ,ODI 343
T X B4, 5 35 AR S5 S HAT o B PTED
A R AR B T RE B A o 0 B LR IR mf
Ak FD @ G55, A5 R & 5 , 1iif PTED 4]
/Iy, AT G R T FR UL PR BB, A R % e e A
JE MG RERE AT

WF 5 UE S, RAE & FBOK R H R Z —",
PR I A58 A, LDH R AR 5 RAE A %, B

IG5 24 ) 42 10 AR 00 A A BT 8 1) TR 25 A 4] e
JRFRARAE 5 T3 AN, BERLA B X R 2R RAEVEH
SHIEAAE P, R BIAE R TR, 1 1L-6 . IL-18
TNF-o J % UL RAE R F o TIL-6 7% S B 41 i 4
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Expression of TKTL1 and WISP-1 in laryngeal carcinoma tissues and the influence on
prognosis

WEI Xinxin*, LI Xiaoling, HUANFG Weiping, YIN Zhongpu

(Department of Otolaryngology Head and Neck Surgery, Nanyang Central Hospital, Nanyang, Henan, China,
473000)

[ABSTRACT] Objective To explore the expression levels of transketolase like 1 (7KTLI) and Wnt-
induced secreted protein-1 (WISP-1) in laryngeal carcinoma tissues and analyze their relationship with the
prognosis. Methods Totally 75 patients with laryngeal squamous cell carcinoma who were treated with
operation in the hospital were selected as the laryngeal carcinoma group from March 2016 to March 2018, 68
patients with vocal cord polyps were selected as the control group. The positive expression rates of TKTLI and
WISP-1, expression levels of TKTLI mRNA and WISP-1, Serum tumor markers and proliferating activity of
cancer cells in the two groups were compared. Pearson method was used to analyze the correlation of the
expression of TKTLI and WISP-1 with serum tumor markers and proliferating activity of cancer cells. Kaplan-
Meier method was used to analyze the relationship between the expression of TK7LI and WISP-1 and patient
prognosis. Results The positive expression rates of TK7TLI and WISP-1, expression levels of TKTL1 mRNA
and WISP- 1, levels of serum carcinoembryonic antigen (CEA) and carbohydrate antigen 199 (CA199) ,
expression levels of signal transducer and activator of transcription 3 ( STAT3) mRNA and proto-oncogene
(c-myc) in the laryngeal carcinoma group were significantly higher than those in the control group (P<0.05).

The expression levels of TKTLI and WISP-1 were positively correlated with the expression of CEA, CA199,
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STAT3 mRNA and c¢ - myc mRNA (P<0.05). The 3 - year cumulative survival rates of patients with high
expression of TKTL1 and WISP-1 were significantly higher than those of patients with low expression of
TKTLI and WISP-1 (P<0.05). Conclusion TKTL1 and WISP-1 are highly expressed in laryngeal carcinoma

tissues, which promotes the proliferation of cancer cells and affects the patients’ survival time after surgery.

[KEY WORDS] Laryngeal squamous cell carcinoma; Transketolase like gene 1; Wntl - induced

secreted protein 1; Tumor marker
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Figure 1 The expression of TKTLI and WISP-1 in laryngeal carcinoma and polyp tissues (SPx200)
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A EERIRNIE KIFAA .NEK2 £l CDC20 I1)4&38 Kl

PUECCR

[ ZE] BHM HHREEERRANE (S8 8E) I3 E A KRR 4A (KIF4A) 22/58 SR
it NIMA AH G35 2 (NEK2) 41l 73 24 B 1 86 71 20(CDC20) BRIk MIRIRE Lo Ak #EHL20164F 3
A% 2018 4F 5 7 T HRHE 5 — 22 e A T AR VA PEF AR Y7 19 o1 0l B 48 il iR 5, R h U 42U 55 40
ZU(HRIRALE 3 cm) , SR FH G2 40 Ak A SE B 5 2 i PCR LK AN [R] 4 21 KIFAA (NEK2 1 CDC20 11
Tk, W =B RIS B ARESE R BUGIR R, &R 4419 KIF4A .NEK2 Tl CDC20
mRNA 7KV K 86 13 A PP 8 THm 2 A 280, 2 5 BT Gt 3208 L (P<0.05) o AS[R) I PR 43 Rk 1 45
LRSS LY KIFAA 23K 8, 22 5 H Gi 27 75 L (P<0.05) , ANSTR I R A3 20 A0 0 B8 Ik 28 45 5 A% 175 1
1 NEK2 F1 CDC20 ik L8, 22 A 8t 2% 78 X (P<0.05) . Ffii)j 3 4F , Kaplan-Meier 25 77 128 45 55 077,
KIF4A \NEK2 Il CDC20 FH 423535 A= A7 (8] 7351 % T KIFAA \NEK2 Fll CDC20 [R5, 22 A 51t
2R X (P<0.05) o Cox [IHAMHT /R AR B AFAER EL 455658 S CDC20 BHM: 2 35 I 52 Wi 245 i s
B TS A0 S fE R 2 (P<0.05) . 8518 BB 0 B3 41214 KIFAA \NEK2 fil CDC20 FHEH
IRRSEH TR, WO B B BRSNS A RS

[SE4iA] AR M ; 9K 38 P R 0L 4A 5 22775 2R i NIMA AH OG0 25 44 i 43
ZUR I 20

Expressions and clinical significance of KIF4A, NEK2 and CDC20 in esophageal squa-
mous cell carcinoma

LIU Yanjiao

(Department of Oncology Section 2, Handan First Hospital, Handan, Hebei, China, 056002)

[ABSTRACT] Objective To explore the expressions and clinical significance of kinesin family mem-
ber 4A (KIF4A), NIMA, Never-in-mitosis A-related kinase 2 (NEK2) and cell division cyclin 20 (CDC20) in
esophageal squamous cell carcinoma (ESCC). Methods A total of 91 patients with ESCC undergoing radical
surgery in Handan First Hospital were enrolled from March 2016 to May 2018. The carcinoma tissues and para-
carcinoma tissues (3 cm away from carcinoma tissues) were collected during the surgery. The expressions of
KIF4A, NEK2 and CDC20 in different tissues were detected by immunohistochemistry and real-time fluores-
cence quantitative PCR. And their relationship with clinicopathological characteristics and prognosis of ESCC
patients was analyzed. Results The levels of KIF4A, NEK2 and CDC20 mRNA and proteins in carcinoma tis-
sues were higher than those in para-carcinoma tissues (P<0.05). The differences in expression of KIF4A in pa-
tients with different clinical staging and lymph node metastasis were statistically significant (P<0.05), and dif-
ferences in expressions of NEK2 and CDC20 in patients with different clinical staging, differentiation degree
and lymph node metastasis were statistically significant (P<0.05). After 3 years of follow-up, Kaplan-Meier

survival curve results showed that the survival time in patients with positive expressions of KIF4A, NEK2 and

E AR A F AR (20181650)
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CDC20 was shorter than that with negative expressions (P<0.05). Cox regression analysis showed that the de-

gree of poor differentiation, the presence of lymph node metastasis and the positive expression of CDC20 were

independent risk factors affecting the prognosis and survival of patients with esophageal squamous cell carcino-

ma (P<0.05). Conclusion The positive expression rates of KIF4A, NEK2 and CDC20 in carcinoma tissues is

abnormally increased in patients with ESCC, which can provide a reference for determining the pathological

state and prognosis of ESCC.

[KEY WORDS] Esophageal squamous cell carcinoma; Kinesin family member 4A; NIMA ; Never-in-

mitosis A-related kinase2; Cell division cyclin 20
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B B85 AT AT S35 5 43 B £ Al s 11
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FH 5 1 B 2 (never - in - mitosis A - related kinase2,
NEK?2) | 20 i 53 %2 il 31 25 11 20 (cell division cyclin
20, CDC20) . #i b 5 ¥4 B 2 (topoisomerase 2,
TOP2A) FF SE N fE B B v LR ERIA"Y . KIF4A
IS 5 @RI BESE S 4B G ERAIY LS 40 i PN
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5 H 31 H Gl HEIEMI 2000k E L K% R A Cox [l 945 A 40 47 £ 45 8 £ 3% S
RO, ARG VAERE DTSR B H LR 2 IR, DL P<0.05 HZERH G5 L,
EREE3AH 1IRH 3R MR EAE 1R,
Lt 2 HFR

1.5 Gtk

FGeit2#40 SPSS 17.0 4301, iH %R L 2.1 AR KIFAA NEK2 Il CDC20 A HAK
(x+s)FR, K e ke ; TR n(%) 32, K S 20 21 KIF4A \NEK2 1 CDC20 mRNA 7K
FH 2K 5 % B3 22 - Bl 26 (Kaplan-Meier)  MEARBIVG Y TRSZHL, 25 BEA51T
HEAT AR T A AE R F 8K JH Log-rank 2% R X (P<0.05), &1 K1,

F1 FEHELH KIFIA NEK2 F1 CDC20 RIZAIELE (7 +s)
Table 1 Comparison on the expressions of KIF4A , NEK2 and CDC20 in different tissues (x+s)

e . KIF4A NEK2 Jogg
mRNA A5 (51) mRNA EATES(4) mRNA FEAVES (4)
2241 91 1.830.21 5.69+1.21 1.62+0.18 6.14=1.38 2.47+0.26 6.83%1.57
54147 91 1.000.13 2.73+0.66 1.000.11 2.98+0.84 1.000.14 3.25+0.72
A 32.058 20.487 28.037 18.659 47.488 19.772
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

(1) KIF4A ikl 22 5 RS iH22 3 L (P>0.05) ,
T AS TR R 43300 R bk B 25 56 RS 1 400 1Y) KIF4A 3635
i, 2 724 ST 8 L (P<0.05) 5 AN FAFE#R (1
S Y NEK2 Fll CDC20 ik L, 22 5% BT
BL(P>0.05) , AN R AR 7330 43P0 A B Fn gk 2
SRS R NEK2 F1 CDC20 ik L, Z %4
Giitr i L (P<0.05), W32,
2.3 R 4 21 h KIFAA \NEK2 1 CDC20 #
REBREATGEH LR

TR Lk B 7 s S ORI AR AR 1) R 01
], BEDT N N 100% , Horh 72 1% 58 1, 56T 33
2.2 (I HHEA ST KIFAA NEK2 FIl CDC20 % {5, Kaplan-Meier 2 77 1 2 45 5 26 W , KIF4A [k
K5 R e AR BRRRIE 1 G &R FKRE 3FEEFFEN5490% AR EE N

AN TRVAF 1% L S0 R A R A 6l s 4 21 75.00% , NEK2 PH 13RIk 3 3 4FEHE 4750 55.36% |

Bl ARHER B
(SP,x 200)
Figure 1 Expressions of KIF4A, NEK2 and CDC20 in
different tissues (SP,x 200)

£2 BESEALR P KIFIA NEK2 # CDC20 Rix 5 BE KR EIFENER (n(%) ]
Table 2 The relationship between KIF4A , NEK2 and CDC20 in esophageal squamous cell carcinoma and clinicopathological

characteristics of patients (n(%)]

I AR FRAFAIE ik KIFAAFAYE 2 P NEK2FAYE 2 P CDC0APE 2 PMH
AR (%) <60 51 28(54.90) 0.061  0.804 30(58.82) 0.361 0.548 36(70.59) 0.040  0.841
=60 40 23(57.50) 26(65.00) 29(72.50)

451 5 68 39(57.35) 0.187  0.665 42(61.76) 0.006 0.939 48(70.59) 0.093  0.760
@ 23 12(52.17) 14(60.87) 17(73.91)

1 PR 43 1A I3t 11 4(36.36) 7224 0.027 3(27.27) 8.321 0.016 5(45.45) 7.584  0.023
1T 4 41 19(46.34) 24.(58.54) 27(65.85)

I 449 39 28(71.79) 29(74.36) 33(84.62)

AR e 14 4(28.57) 5444 0.066 4(28.57) 7.627  0.022 6(42.86) 6.682  0.035
e 67 40(59.70) 45(67.16) 51(76.12)

K4k 10 7(70.00) 7(70.00) 8(80.00)

WA Y54 " 43 29(67.44) 4209 0.038  32(74.42) 5714 0.017 37(86.05) 8536 0.003
T 48 22(59.70) 24.(50.00) 28(58.33)
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B35 K 77.14% , CDC20 [APEFR A 3 4E4E 1
K 56.92% | B PE K Ik H K 80.77% . KIF4A
NEK2 Fl CDC20 FH 14 2 15 # A= A7 i 18] 53 0 2 T
KIF4A \NEK2 1 CDC20 BAM: ik ¥, 2 7 H 41t
27 X (Log-rank »°=4.601.4.942 .4.587, P<0.05) ,
DLIE 2,

100 100 100
80 80 8
g 60 S 60 60
3% 40 ¥ 40 ) 3% 40
& - KIF4A [ ok - NEK2 [ I - CDC20 [
3 20 —KIFaA Bt = 207 —NEK2 B 209 L epe2o it
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K LT

Figure 2 Survival curves of patients with esophageal
squamous cell carcinoma based on KIF4A , NEK2 and
CDC20
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% K CDC20 BHE R 1k S Wi £ 48 e JE % P
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R3 CoxAMREGHEEETEHHMER
Table 3 Influencing factors of prognosis in patients with

esophageal squamous cell carcinoma by Cox analysis

A b Gl E  95%CI PiE
I R4 (T3] vs. T ~T0390) 1.737  0.968~3.115 0.065
IACERE (53 vs. i~ 204E) 1,697 1.094~2.633  0.019
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CDC20 FHM: 1.620  1.054~2.517 0.028
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Relationship between VEGF, BDNF, IL -12 and neurological rehabilitation of acute
cerebral infarction
LIANG Guocong*, CHEN Jun, PAN Jiangang, LIAO Zhimin, LIU Yu

(Department of Neurology, Affiliated Hospital of Guangdong Medical University, Zhanjiang, Guangdong,
China, 524001)

[ABSTRACT] Objective To explore the relationship between vascular endothelial growth factor
(VEGF), brain-derived neurotrophic factor (BDNF), interleukin-12 (IL-12) and neurological rehabilitation of
acute cerebral infarction (ACI). Methods A total of 100 patients with ACI admitted to the Affiliated Hospital
of Guangdong Medical University were enrolled as the ACI group from January 2018 to January 2021, while
other 100 healthy controls with matched age and genders during the same period were enrolled as the control
group. According to the Glasgow Outcome Score (GOS), the ACI group was evaluated and divided into two
groups. The levels of serum VEGF, BDNF and IL-12 between the two groups, and those in the ACI group at 1
month and 3 months after treatment were compared. The clinical value of serum VEGF, BDNF, IL-12 and their
combination for predicting the prognosis of ACI patients was evaluated by the receiver operating characteristic
(ROC) curves. The risk factors of poor prognosis in ACI patients were analyzed by the multivariate Logistic
regression analysis. Results The serum levels of VEGF, BDNF and IL-12 in the ACI group were higher than
those in the control group, and the difference was statistically significant (P<0.05). 100 ACI patients were

divided into a good prognosis group (74 cases) and a poor prognosis group (26 cases) based on GOS score. The
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poor prognosis group had higher serum VEGF, BDNF and IL-12 levels than the good prognosis group at 1 and 3

months after treatment. GOS score in good prognosis group was higher, and the differences were statistically

significant (P<0.05). The GOS score was lower than the good prognosis group, and the difference was

statistically significant (P<0.05). ROC results showed that the AUC for predicting the prognosis of ACI patients
was 0.862 (95% CI: 0.7920~0.9320) , with a specificity of 97.3% and a sensitivity of 92.3% (P<0.05).

Multivariate logistic regression analysis showed that serum BDNF and IL - 12 levels were independent risk

factors for poor prognosis in ACI patients (P<0.05). Conclusion The levels of serum VEGF, BDNF, and

IL-12 in patients with ACI gradually decrease during the recovery period after treatment, which has a high value

in evaluating and predicting poor neurological prognosis of patients with ACI and can provide a theoretical basis

for clinical treatment of ACIL.

[KEY WORDS] Acute cerebral infarction; Nerve function; Vascular endothelial growth factor; Brain-

derived neurotrophic factor; Interleukin-12
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Table 1 Comparison of serum VEGF, BDNF and IL-12

levels between the two groups (¥ +s)

%] n  VEGF(pg/mL) BDNF(ng/mL) IL-12(pg/mL)

ACI#H 100  270.04+21.75° 6.09+3.23" 8.53+5.06°
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Table 3 The predictive efficiency of serum VEGF, BDNF

and IL-12 levels for poor prognosis at 6 months after treatment
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Figure 1 ROC curves
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Table 4 Multivariate regression analysis of death in ACI
patients within 6 months of hospitalization
HZE BAH SE{H Wald {f OR{E 95%CI P
VEGF>257.44 pg/mL0.1250.267 0.219 1.133 0.671~1.912 0.640

BDNF>5.22 ng/mL 0.6940.288 5.807 2.002 1.138~3.520 0.016
IL-12>5.81 pg/mL  0.6720.168 16.000 1.958 1.409~2.722 <0.001
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Table 2 Comparison of serum VEGF, BDNF and IL-12 levels among patients with different prognosis in ACI group at 1 month

and 3 months after treatment (x+s)
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P <0.001 <0.001 <0.001 0.048 <0.001 <0.001 <0.001
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Association of Acsl4, Topo II a expression and HER2, PR and ER in invasive breast can-
cer tissues

LI Wei*, SHANG Hongging, WANG Bingtao

(Department of Breast Nail Surgery , Beijing haidian hospital , Beijing, China, 100080)

[ABSTRACT] Objective To explore the relationship of Acsl4, Topo Il « expression and HER2,
PR, ER in invasive breast cancer tissues. Methods Pathological specimens of 126 patients with modified radi-
cal breast cancer between April 2019 and May 2021 were collected as observation groups, and 42 breast tissue
specimens surgical removed from benign lesions were selected as control groups. Acsl4, Topo Il a expression
was detected by immunohistochemistry and the relationship between expression and HER2, PR, ER was ana-
lyzed. Results The positive expression of both Acsl4 and Topo Il a was significantly higher in the observed
group than in the control group; HER2 positive Acsl4, Topo Il a positive expression were higher than HER2
negative, However, Acsl4 and Topo Il « expression negative for PR and ER were higher than positive for PR
and ER; The positive expression of Acsl4 and Topo Il « in highly differentiated tumors was higher than in mod-
erately differentiated and poorly differentiated tumors; The positive expression of Acsl4 and Topo Il a with
TNM stage was higher than stage I ~1II ; Positive expression of Acsl4 and Topo Il o with a tumor diameter of>
5cm was higher than the tumor diameter of <2 cm and 2~5 c¢m in tumor diameter; The positive expression of
Acsl4 and Topo Il « in lymph node metastasis was higher than that of not in metastasis; The differences were
all statistically significant (P<0.05). Acsl4, Topo Il a expression and age, and menopause were not significant

(P>0.05). Conclusion Aberrant expression of Acsl4, Topo Il a in breast cancer tissues, and positive expres-
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sion of both was closely correlated with histological grade, lymph node metastasis, tumor diameter, and ER

negative, PR negative, and HER2 positive expression in breast cancer patients.

[KEY WORDS] acyl-coa synthetase long - chain family member 4; Topioisomerase I «; Invasive

breast cancer ; Immunohistochemistry was performed
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Figure 1 staining results (Hematoxyli compound staining, x200)

R1 A Acsld. Topo Il o« IFRIE [n(%) ]
Table 1 Expression of Acsl4, Topo Il « in both groups
[n(%)]

. " ) ) Topolla  Topoll «
AN BB Acsld BHYE  Acsla BT W o
YRR 42 3(7.14)  39(92.86)  4(9.52)  38(90.48)
WL 126 61(4841) 65(51.58) 88(69.84) 38(30.16)
718 22.750 46.261
PiE <0.001 <0.001
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Table 2 Expression of Acsl4, Topo Il « in HER2, PR, ER
[n(%)]
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FH Bk [ B4
HER2 A 37 6(16.22) 31(83.78) 9(24.32) 28(75.68)
HER2 FH% 89 55(61.80) 34(3820) 52(58.43) 37(41.57)

WA n

P! 21.742 12.170
PiE <0.001 <0.001
PRI 86 51(59.30) 35(40.70) 50(58.14) 36(41.86)
PR FHME: 40 10(25.00) 30(75.00) 11(27.50) 29(72.50)
V! 12.863 10.262
PiE <0.001 0.001
ER FAtE 87 49(56.32) 38(43.68) 50(57.47) 37(42.53)
ER fHPE 41 12(20.27) 29(70.73) 11(26.83) 30(73.17)
V! 8.176 10.489
PiE 0.004 0.001

2.3 Acsl4 . Topo Il o Fik 5l PRI L) 5C F

155 43 A g 1) Acsl4  Topo I o PHPEZR 35 F
H oA AR 5346 s TNM 433015 T~ IV 391 69 Acsl4
Topo Il o PFHPEZR k& F 1 ~ 11 3 ; W@ B 4£>5 cm
1) Acsl4 Topo Il o BHYE 3K & T M98 A2 <2em
Ji I HL A 2~5 em ik TV 45 5% F5 1 Acsl4 Topo Il
FHPERB &S TARER, ZR AR E X (P<
0.05) . Acsl4 . Topo Il « FiEk HFERE JEHLLT

K, EZR LG FE L (P>0.05), k3,
3 itig

FHOCHIESE " 3R, B D R A2 = 5 o 1Y
KA BN Acsld 2 g I PR AT
PO S 1, VT LIS A AR A 85 IR iR , 2 5
G U W IR T Lo & A M BRBE T, s Sk SE T
MR BRI A A TR, Acsl4 i BE 2 3E 2
JHI A 37 4 o TG R AR K 3, S 350 R i T
1 R, AT AT Acsld FE AR AE T 7 T A AU AR
L RERES & 40 AR AU T, SUREAE UE 41 it ik 2 A )
PEFETS R BN . Topo Il SURRIE 4L it , A
o B A TG 50", Topo Il a fiETE DNA 1) 5E
Tl RN S) R AR, EA 240 L) 30 e S Pk, 7 4 S

A Topoll o & &P b TF;, MAEA 242 H)5 T
K% , Topo I o £ 11 FH 14 £ 7 i3 200 B Ak - 184 TR
A, T S L TR 240 e ) 3 B PR . BRSO R
Acsld 5 Topo Il o #FRE B ATy i e E’Ji%ﬁu
PEIR MR 1Y R A R R R R

AWFELE RN Acsl4 Topo I o A5 F ik RE
5 7E — 7 TR b SO LI I s A e . Acsld
Topo Il o 76 JiAiE 24 21 25 43 s = I L U i Rk
PR 2325 T 0 A, #2871 Acsl4  Topo Il o F]
RETEZ 5 FL 0 40 B ) o3 Ak ik 2 rh B 1 24
FH 91 HH PR 2R 5K 55 210 8 A 0 v A B A G
TEWR O 2556 72 BB IR N, Acsl4  Topo BHE: %35 %
i TR & A R LS5 A% B 4 s AR Dy B e o
2 1 3 7 1 1 FE B HE FR 1Y Acsl4  Topo Il o 5 FL AR
PR A LA OC . HAHSCHESE Ha i ik LU 45 %%
A B R AU T IR i i 2L IR R S Y B
GRS NWELL 5 22§ AN N S ol 21 L
Hop e 2z R, AHSCHIF Sk 4 I es 40 At 3
FH o1 SRTE S IE W AR TR BR, A o M £
9 K/ 5 TNM 43 S AH DG, i 8 4 16 72 32 b
7=, IR AR R R T 5T A5 R 3R R Topo Il o /2
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£3 Acsld.Topolla RiIZFEIERFEHXR [n(%) ]
Table 3 Relationship between Acsl4, Topo Il « expression and clinicopathology [n(%) ]

I P B n Acsl4 FHE: Acsl4 B Topo I o PHHE Topo I o FIHE
e 42 36(85.71) 6(14.29) 39(92.86) 3(7.14)
ok 54 17(31.48) 37(68.52) 30(55.56) 24(44.44)
ik 30 8(26.67) 22(73.33) 19(63.33) 11(36.67)

i 35.278 16.398

P1E 0.001 0.012
TNM [~ 69 22(31.88) 47(68.12) 42(60.87) 27(39.13)
TNM [~V 57 39(68.42) 18(31.58) 46(80.70) 11(19.30)

e 16.685 5.829

P1E <0.001 0.016
fith i B 42 <2 em 36 12(33.33) 24(66.67) 20(55.56) 16(44.44)
IR H A% 2~5 cm 50 16(32.00) 34(68.00) 29(58.00) 21(42.00)

i B AE>5 em 40 33(82.50) 7(17.50) 39(97.50) 1(2.50)
7 1E 27.281 21.344
P{H <0.001 <0.001
LR 52 38(73.08) 14(26.92) 47(90.38) 5(9.61)

W ELEE AR 74 23(31.08) 51(68.92) 41(55.41) 33(44.59)

71E 21.566 17.740

P1a 0.002 0.001
=45 % 58 30(51.72) 28(48.28) 39(67.24) 19(32.76)
it <as % 68 31(45.59) 37(54.41) 49(72.06) 29(42.64)

71E 0.472 0.285

P1a 0.492 0.594
%425 56 28(50.00) 28(50.00) 34(60.71) 22(39.29)
K42z 70 33(47.14) 37(52.86) 54(77.14) 26(37.14)

7 1E 0.102 0.644

P1a 0.750 0.468

842 200 M 6 B ) T ELATRE DAL T A4 REAS fie 1 4
MUJCRRAE K o

HER2 X W AR B A KA -2, 2 —Fh BES
P W T, SCBLES AL RS IO AR 1, du FLNE
O R RN 2 — o L[ HER2 #Y R IXRENS
R RO IR A, 1 SLNRE B A A RN R vk
A PR 20K 1 S U 022, e
SR ZRIE TERER . A DT 16, Topo I o JE K

BAT—3k,

25 LTk, Acsl4 \Topo Il o 7EFLARIEE AL LU AT
FE S0 3k, P I BH I 23k 5 2L R R
O KRS M B AR M ER BAE PR B
P \HER2 FHPE Y RIN UM G . i T3LIRIE 2 —
L FE B , 5 Acsl4  Topo Il o 76 FL AR H AR
FHAL i 5 FE— 20 i B

Y5 HER2 REMSILRIE AL T HER2 I NI R swrm
Bt % HER2 JEH It BEZGANT, BB ZFERES (1) geme . SUBAAY 2  E LY. S RBE2%, 2021
SES S 105 S, i SE 2 Topo 11 o JE A 4 38 58 27(34) : 1-4.

Feik, A, HER2 BH 258 B E R Y 1Y Topo Il o 32
SRR, SAR G 45 2 A — Bk
RA R R, MR ZIRER 22 53
BRI A0 Acsld Ja 2T = 16 2 1 % SR 7 ER (3%
PR BENL MY Acsl4 ik, [A]I} PR /& ER %1k
=) 22— P I 3R S IEAH DG ™, ACSLA [tk
25 B T LA g A0 B Y P Az O A R A
ACSLA4 1) 335 7] L5 5 ACSLA FH 20 M & H ER
fIFe3k, SAHFZE 45 5 o PR BIPE (ER [ 1K
N ACSLA PH MR8 % 5 T PR FHYE (ER FHME B &

(2] BB 5, WK, PRIEE, . 2016 4FERIE 7 % VE MR &
W FBET= 44T [ ] 4w WiBh 2%, 2020, 46(4) : 346-350.

(3] Z=ibph, fPets, BEOCH, A% S hEmEILAime A B A M e
Ji e ok P R i T b P E R LT ). P AR e TR SR R A,
2019, 31(6):756-761.

(4] BRA, BEASR, G003 B by X ZUIRE B3 TOPO Il o
P53 .PS2 ik MysE IR [T K56 B2 5 IG K, 2019, 16(4) :
502-505.

[5] e, XI¥E, Th5 %% Her-2 & Topo- Il o 5 LM i i %
e AR 95 L2 50 14 2 2R B HL A 2l D AR 7 8 SR DA R 1
ST R EEZ SR, 2018, 15(23):17-21.

(TF4% 1998 )
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ADRBI P % AVERI Lp-PLA2 5 & i & ei IR iy
BEREENE R

2EXE HS IMEF Rt

(# ZE] H# bR pL-B LR R AEZ K (ADRBI ) JEH 225 M 2 I 3K R 26 11 A2
(Lp-PLA2) 5k sh Ik B A RIEE M R . Fik  HEHL 2019 4F 3 A £ 2020 4F 12 A 0] 7 1T ERL K 2%
W6 T8 2 I WA 3 A0 1 L R 3 248 f51] , 402 [ e bk i 2 A A 2 5 HE BRRE Lo (CHD ) 434 60 1 % BB 41 (R
O 20 ) FH 188 1 WA 2 Gt Lo s A1), L3S T 4 F8 % ADRBI 355 2 451  Lp-PLA2 /K 5 £ T £
fb 48 4% , Gensini ¥F 43 ¥F f 568 Ik 8l ik Bk 22 B2 B2, 43 M7 Lp-PLA2 /K F- 5 Gensini ¥ 43 19 A 5 % H 8 1°F
Lp-PLA2 7K V-5 & Il F &R 3% CHD 2 Wit H. #55% Wil GLU.TG.TCL .LDL-C /K th#%, 2 57 76
Giitef i L (P>0.05) , ML 1) Lp-PLA2 /K 3F- . Gensini #7315 T Xt BB 4H , 2% %8 G812 7 X (P<0.05) ;
W21 ADRBI 2:H GG .CC .GC Z & MM 01 L, 22 5 LG 1H 3% 5 L (P>0.05) ; Bl % 8l ik 78 12
FE 40N, Lp-PLA2 /K- | Gensini W50 Tt 51 , 22 558 i1 24 7% L (P<0.05) , Il ADRBI 3£ R 235 24 5% 76
Biit2E a8 L (P>0.05) ; Lp-PLA2 /KF- 5 Gensini 743 7 1EAH ¢ (r=0.900, P<0.001) ; Lp-PLA2 /K P12 Wi = Ifil
J£ CHD #] AUC fH N 0.967 , 95%CI } 0.947~0.987 , 21 % F8 50N 0.837, RAKE 92.00% , F¢ F 1 91.7% .
2538 Lp-PLA2 /K-F-BEfE WL IR 3h ik bk 7 L , LA 12 Wi IfiLFE CHD B, ADRBI 3 225445 7
AR BB 7 7 B TGO

[&$IA] Sk ; ADRBI; R ZIM; AMBKIEE A A2; 090

Association between ADRB1 gene polymorphism and Lp-PLA2 and the degree of hyper-
tensive coronary artery stenosis

MAO Wenxing, PAN Chang, GUO Yajie, XIE Dujiang*

[ Department of Cardiovascular Medicine , Nanjing Hospital ( Nanjing First Hospital ) , Nanjing Medical
University, Nanjing, Jiangsu, China, 210006 ]

[ABSTRACT] Objective To analyze the relationship between B1-adrenergic receptor (ADRB1) gene
polymorphism and human plasma lipoprotein A2 (Lp-PLA2) and the degree of coronary artery stenosis in
patients with hypertension. Methods 248 hypertensive patients admitted to the Affiliated Hospital of Nanjing
Medical University from March 2019 to December 2020 were selected, and divided them into 60 cases of the
control group (non - coronary heart disease group) and 188 cases of the observation groups (coronary heart
disease). The ADRBI1 polymorphism, Lp - PLA2 level and biochemical indicators, Gensini score were
compared between the two groups. The correlation of Lp-PLA2 level and Gensini score was evaluated. The
diagnostic value of Lp-PLA2 level to CHD in hypertensive patients was explored. Results There was no
statistically significant difference in the levels of GLU, TG, TCL, and LDL-C between the two groups (P>
0.05). The Lp-PLA2 level and Gensini score in the observation group were higher than those in the control
group, and the difference was statistically significant (P<0.05). There was no statistically significant difference

in the frequency distribution of ADRBI gene GG, CC, GC polymorphism between the two groups (P>0.05).

AEFRB dw T EFHBELIER R (YKKIT106)
VHEtin . 7w ERRXEREHRER(HFTH—ER ) LE AF, TR, &% 210006
*BATAEE T, E-mail : xdjxdjxdjxdj@126.com
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As the degree of arterial stenosis increased, the level of Lp-PLA2 and Gensini score increased, and the

difference was statistically significant (P<0.05), while the difference in ADRBI gene polymorphism was not

statistically significant (P>0.05). The Lp-PLA2-level was positively correlated with Gensini scores (r=0.900, P<
0.001). The AUC value of Lp-PLA2 level in the diagnosis of hypertension CHD was 0.967, 95% CI was 0.947 to
0.987, Youden index was 0.837, the sensitivity was 92.00% , and the specificity was 91.7%. Conclusion The

level of Lp-PLAZ2 can reflect the degree of coronary artery stenosis and has the value of diagnosing hypertensive

CHD. The ADRBI gene polymorphism is not related to the degree of coronary artery stenosis.
[KEY WORDS] Hypertension; ADRBI; Gene polymorphism; Human plasma lipoprotein A2;

Coronary disease

5.0 %4 (Coronary Heart Disease, CHD) 4= 7
RS ok ok A A L PO I , 2 I A s e 7 A 2E
F00 LN A B it BT 51 & DR . AT I
e iR, CHD 71 T 5 & AR H A s i Bt %R
3 [ A BOE R AR Tl A 7 5 b 2 s e fekt
Fee 4, SCHRCEY , CHD BUk N £ 8 4%, Tl g 5
A SR RLAR 3G, [RIA, 5 I B R0 L 5 I G i
ST LU i I A R 2 i 25 CHD 1 &4 . JE4F
RAWFFTIIR A s L DR A 28 1 57 %38
h1/2 CHD 2 faks R . ADRBI JEFAEH T
LR AR, 255 s e 0 s B TG R 2 20 L
ANMLAT, T Lp-PLA2 225 Sk Bk i o0 itk
R EZEBIRE ", HRTX T &5 CHD WEL &
i &> A 5T 434 CHD 5 ADRBI B2 [N £
A Lp-PLA2 ., 45 30 A= fb 45 bk 09 AH ¢ 2 IF R 1+
CHD HIFE R N2, LA CHD - 1132 Wi Al R
G S M8, BURHRIE IR .

1 RRSH®

1.1 —REveRt

BEHL 2019 4F 3 H 2 2020 4F 12 H 1) 35 52 £
T I = B I 1 1 I 8 3 248 4], 422 HE 5ed ok
TSR AR 1 B0 (CHD) 432 60 161X i 20
(B0 41 ) F 188 il EE 2H (e 4 ) , X RE 2
7 F LR B K SR AR R E 4 <50% , ¢4 &
BURAR SR oy SR AEFEEE=50% . A AARIE : D
G 2017 4 2 (10 e 27 23138 ELO JIE P2 (ACC/
AHA)FERFRAE™, 1M1 E=130/80 mmHg ; Q)lIfi R %R
SEAETCHRIR B FE 7] B ELAR P4, R 6% L
HAafEUIE . HEBRbRE : Q5™ E MR R 5% i
JERGE AR IR SO TR E BN @ 8 R
R UMY A s QI A IR A B A G i 2454
BB @ FL ST IR 10 2 s AN A2 568 ik 1t 5% 6
B @ R PR AT SO SR B P

ML 31491, L 20 ], PR 4FE (57.13+9.23) % 5
FWEIRG 18 ], 5 I R MLARAE 13 1], WAL 107
i, 2z 81 Bl , P-4 (57.1148.44) %, A H- W PR
54491, & It i ARAE 50 1], P — MR HEL GOk (1
i AR S TR IR T LIS ) B Al b, 22
S IGEI 2 X (P>0.05) . AL B R4S
PR Lot
1.2 JrikSkiifEty

DR H Ik i 52 K Ax X Gensini W53 R GE AN
P B E ARSI AR AR BN AR EE
HEAT , 2250 5 1Y RO R AR & TS
2, AR YRR B PR BE RS [R) etk s ik 1 5332 R 4K
HEATVPAL , PO S R /R 45 7 SRR S R B, LA RR A
RN 35 Z FE R Gensini PE43, 52 88568k 8
ik A2 <20 73, v BE SR B B 22 20~40 75, B EETE
KRB AZ>40 53 QR A i i =51 - B 1
B K £ 25 M (PCR-RFLP) ¥ Kl ADRBI %: 4
ZAEVEY RN 2 H K I, EDTA-K2 4
AL B, 72 i DNA 1207 G VR UL W] 4R B DNA j™
Y, FH 22 i GD IR U PW  JC/K SRR 40, il
#1519 AL 'E PCR K & 5K H ) DNA #£47 PCR 4
B4 F HECEBHIAZR . ¥ PCR Y1 Yy MIBED) ™
Yy B4, FUk 30 min, S 2 PR TR S 5E- 5250
I T B 50 45 R R, ADRBI 5E [ 245 7]
43N GG/CC B4l & F M GC M4 F . BFWiE
TEFRPRAS I « SR A A 2H FR A 25 IR I, 250 i
O3 2 JE R R R 4 B sh AR AL (g B
HARARZ A, -5 TBA-2000FR ) #7941 1
L4 %5 14 1 4% (Serum Fasting Blood Glucose,
GLU) . Hith = (triglyceride, TG ) . &b JH [ i ( total
cholesterol , TC) . /5 % % Jig £ 1 AH[E 5 ( high densi-
ty lipoprotein cholesterol , HDL-C) . fl&%% J& g £ FH 0
Fi2 (low density lipoprotein cholesterol, LDL-C) .
Lp-PLA2 7K, Hor Lp-PLA2 7K F-A6: 5% FH e 332 1
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#h7%,GLU . TG . TC .HDL-C ,LDL-C /K46l 5%
HB S o
1.3 GEiloik

i J1I SPSS 22.0 5 £ HE 17 B4 43 47 5 14
VR n (%) %% AT 22 K0 %0 0F &8 43 A 13
OB (% +5) R, R 3R 5 22 73 50
t ¥ 5 ; Hardy-Weinberg J& PR 3F- 17 52 13 K 46 ik
#4537 ; pearson 3% 43 H7 Lp-PLA2 /KF- 5 Gensini
TF 43 B AH OCHE s ROC il 4% 43§ Lp-PLA2 /K V- 12

Wi CHD 1) %% fE 5 DL P<0.05 N 22 % 4 % i 2

2 #R

2.1 4 Lp-PLA2  Gensini PF43 AL 48 b5 L35

W4l GLU TG .TCL ,LDL-C /K- 45, 24 5%
TG4 L (P>0.05) , M4 1 Lp-PLA2 7K |
Gensini ¥4 7 T X BR AL, 22 30 Geit 25 L (P<
0.05), WFE1,

%1 W4 Lp-PLA2,GLU.TG.TC HDL-C,LDL-C 7K tb%& (¥ +5)
Table 1 Comparison of Lp-PLA2, GLU, TG, TC, HDL-C, LDL-C levels between the two groupsl (x+s)

215 n Lp-PLA2(ng/mL) GLU(mmol/L) TG(mmol/L) TC(mmol/L) HDL-C(mmol/L) LDL-C(mmol/L) Gensini(4})
XJ R 21 60 180.12+16.98 5.79+1.37 1.17+0.16 5.71£1.26 1.35+0.47 2.98+0.65 13.10£4.16
WELLH 188 246.03+34.85 5.88x1.41 1.20+0.15 5.68+1.24 1.28+0.51 3.04+0.59 39.89+£19.43

t{E 14.109 0.433 1.325 —0.163 —0.943 0.669 10.592

PH <0.001 0.665 0.186 0.871 0.347 0.504 <0.001

2.2 W4l ADRBI H:PH Z A M 253 A
Wi 20 ) ADRBI 3£ K GG .CC . GC £ 44 %
A A, 2R TG X (P>0.05), W2,

*2 WHADRBI ERZEMMESH [n(%) ]
Table 2 Frequency distribution of polymorphisms in both
ADRBI genes [n(%) ]

2 5] GG cC GC  /fi Pl
X2 (n=60) SEPR{E 12(20.00) 20(33.33) 28(46.67)

0.3520.839
FRE 13(21.67) 17(28.33) 30(50.00)

WLELAH (n=188) SZBR{I 48(21.28) 56(27.13) 84(51.60) 11950570
PHIBAE 45(23.40) 49(26.60) 94(50.00)

T SEPRE, 4 46 PR R 1K 8 K5 BB, GG+CC+GC=1; 1 {i=
3 (SZBRAER- SIS AL 2+ P AR

2.3 KNI[AIBh kB 25 L ) Lp-PLA2 7K°F- \ADRBI
FLH Z 5P  Gensini PE43 3%

Wit % Sl ok e 75 AR 3G T, Lp-PLA2 /K - . Gen-
sini ¥ 40 I+, 22 5 A8 48 2 L (P<0.05)
ADRBI 3N Z B MW L, 2R LS it# B X (P>
0.05), W33,

2.4 Lp-PLA2 /K Gensini PF-43 A &
Lp-PLA2 /K *F Gensini 3 43 & 1E # 3¢ (r=
0.900, P<0.001) . BLIE 1.

350

300 A

250

200 A

Lp-PLA2 7K F- (ng/mL )

150

100 A

lI) 2‘0 4-‘(] ()I() 8:0
Gensini 143 (43)
B 1 Lp-PLA27KF5 Gensini iF5rBItH X%
Figure 1 Correlation of the Lp-PLA2 levels and the Gensini

score

2.5 Lp-PLA2 /K F-%} IfiL 'k CHD HYi2 Wi (i

Lp-PLA2 /K *F i Wi & Il & CHD 1) AUC
{H H 0.967, 95%CI & 0.947~0.987 , %] & 18 X
J0.837, R B E 0920, ¥ 5 M 0917, W
Kl 2,

#3 34 Lp-PLA27KF ADRBI EFE & 751 Gensini iDL [n(%) |
Table 3 Comparison of for group Lp-PLA2 levels, ADRBI gene polymorphisms, and Gensini scores [1n(%) ]

ADRBI :H £ 751k

2151 n Lp-PLA2(ng/L) GG cC GC Gensini (/7))
1 B tR Bl ko AR 52 210.14%20.78 14(25.49) 16(31.37) 22(43.14) 16.27+3.28
v e AR Bl ks A 74 240.78+19.88" 20(34.32) 22(32.43) 32(43.24) 36.19+5.33"
o SR B ko AR 62 282.39+20.36™ 14(25.31) 18(30.65) 30(43.55) 64.13+4.96®
Fly/ 8 183.388 0.635 1489.606
P{H <0.001 0.959 <0.001

T 5 5 B R B K B A L L *P<0.05 5 5 TP BE e R B Ik 2B A L L °P<0.05.



STEWER T 20214E12 0 45134 45128 T Mol Diagn Ther, December 2021, Vol. 13 No. 12 - 1997 -

1.0
0.8 j_/_/

0 0.2 04 0.6 08 1.0
L

2 Lp-PLA2 /K Fi2 Wi & Il /E CHD &) ROC B £k
Figure 2 ROC curves for the Lp-PLA2 level diagnosis of
hypertensive CHD

3 it

o L 2 i L 4O ML 0 2 — L 2 W
R Ay LY A LA P 3 2 s X ot A e 5 B %) g (L
[ R (=N (| WA B o R eI DA B S R
LRI KA, WFFE R, CHD 2 /& I i I R e 2
— 2 I R AR YL R R L T, 25 5 XL
B 3 AL 7, ) Z 0 BT sk I 4 2 5 o
PN Rz A0 A2 5, 5 R I /N T A7 6 AT i 9 B S
TURRL, I S I 785 PN 1 0 A B e, e 28078 o0 I 7
Pgi !, ET I PR % e i R 2 sl ks 28 A
FIRIF 5 480, DR OH X6 5 1S CHD A iR 12 M 2 42
o EEH U SRE Y S

CHD & — Fi /775 £ 3L I 2 5 0 1 1 7 1
W, BN AN R A R O B o i, H P A 4
ADRBI F:[H . HEES W i ifF 58 ' % B, ADRBI %
HEA SO EMENUI M ER , e is g 's
FIRENGSEE WIS CZEED, R
O WL 20 B #0038 Y SR IR A, O WILAN i B T 3
18 AR UESE ADRBI FE R 78 O I A8 s b B A
WEEH . R 2B X Mg 2 5%,
FEIN FE R G A48 | N1 FE TR 22 25 P BB Of TR T 3
PR ] v o 2 5 95 DB AN TR] AR 5 R4 D
JF 3 78 S5, DA B2 U5 v 5 PR 1) 2 o kB 4, X
ol B G2 7 A= W B AR v 3 ol A7 A (HRIF 5 3R BT, 3
A 22 725 M — M 3 L7 I 2 5 7 9 S L 4% R 45
VB FH 0 DX 35, 76 AH DG 38 v mT LAGIESE . il dn, 2%
BEFSY ABCAI H£ K 69C/T 7% 535 CHD Y5 1%
TR M G PE, AW WE SR B CXCLI2 A
CXCR4 ] £ 2555 CHD K 3l ik A 25 72 )5 1 Bk
2, AL o A B 5 A5 R R
ADRBI F: R 2 351 5 5w 4R 30 bikopke 7= 78 5 JC Gk,
500 55 AW 9E ADRBI 3N 2 5055 CHD i lE

FEBE 0 OC R 45 R B A AU, #2875 ADRBI J: [l
Z A PEXT CHD ik 1% I8 45 48 HI i 55 , 1 £ 53 0 4%
()25 5 53 4 4 & ADRBI 321K 2 5 59k UE A
() A

Lp-PLA2 2 — 7 iy [ W5 41 AL FI T 9k 08 240 Jfd 3
W B i A 1, B B R B AR SR RN T, BB AE
MG 5 E 245G, 580 i ok B4 5, JF
(i |7 Ry i S O A = O N (K= 91 i/
13, 51 I /N 7E 5453 Ak TR SR 4R T8 s B 1k B
e, H A b G 20 Bkots BE AL BE B 9 AN FRE |, E 155
rh o BB . BRI IS 45 5 W A IR G 2
(A FH R 8, 10 S 5 Ak Pt A T i, BEL DR i A 1
M3, Fe 25 & CHD ¥ ' A58 45 21 i
7, i I CHD & 4% & N Lp-PLA2 & T 34F CHD
R T Rl A Bh bk B A R R 4R T, Lp-PLA2 L7}
5, %} Lp-PLA2 5 Gensini PF43#E 17 A M0t &
B, P S ILAEAH G E &R, #27R Lp-PLA2 J& it
JRCC L 05 1 EE L R M LT~ 2 — , &5 i e CHD
A RN AEAE Lp-PLA2 3 B ek (15 I, ELEE %
I N, FR 35 B TF A R i B 25 4 98 1 Lp-
PLA2 7K -2 2 il CHD 5 /5 /49 S 8, 5 1) ) BH
ORTIEETE S

CHD )55 15 2 82 ] FH 6t bR 2l ik opke 7 i 1 if
1T P4, Gensini P43 W B8 1% 201 25 Ak 7 10457 119 %
ZAEFEEE , #&75 CHD 1% i#F '€ . Gensini P53 42 50>
I W I A bR, ZEIG IR LN A T2, 4 ik
R, PE5r RGEVTSY , e 8 & WL 7R el IR 3l ik 17
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[ ZE] B8 HITmusE R I AR (ADA) B A A (TOS) HFEHTE 153 (CA153) BEA K il
RZE IS Wi . FT ik BEBURBE 2018 4F 6 H % 2021 4F 3 H 76 Bilfili 44 8% 5 0 il 4 i 41, e L
A 09 63 B A 45 2% 07 W R G pe i SR B % B4 . HL AR 4Ll T ADA L TOS . CA153 7K, 43 A7 1fiL 75
ADA . TOS . CA153 /K- 5 fili 45 #% & M 19 56 38 O ili 45 1% i 12 Wi i, 2 RS2 25 10 22 ) /838 o
g TR 2H KRR, LB 41 19 1117 ADA . TOS . CA153 7K, 3 HT 4 5 bR I £ 46 0 Xof il 405 4% 7™ o 7 )3
FIPEAG M (E . &R %541 I3 ADA \ TOS \CA153 K-35 Fxi B4l , 2 R E S5 X
(P<0.05) , IML7% ADA=28.64 U/L .CA153=13.51 U/mL &5 Wil fili 45 1% % HE i fG 6 IR 25 (P<0.05) , MLV
ADA . TOS . CA153 7K 15 & 46 112 Wt fili 45 4% i AUC K 0.827, K T2 48 b5 A8 I (P<0.05) . TEAEZH
I3 ADA .\ TOS \CA153 /K- i THAEA , 22 5 ¥ 4o it 2% 5 L (P<0.05) . L% ADA . TOS .CA153
KO B A I T A i 4% A% 7™ T AR I AUC M 0.765, K T 4 F8 bR B A6 I (P<0.05) . £538 I3
ADA . TOS .CA153 /K- R by Jiti 45 4% B g 1% 7™ AR B2 Wi v Ak (AR B8 , L 3 A8 AR B 5 R DI L 4%
= S W, 55 I R IZ WG

(eI ] Miha; BRI e, S ; MR 153

Diagnostic value of combined detection of serum ADA, TOS and CA153 for tuberculosis
REN Shujun', ZHAO Yong', LIU Xin', WANG Xu*

(1. No.1 Ward, Department of Tuberculosis, Tuberculosis Prevention and Treatment Institute, Shangqiu,
Henan, China, 476000; 2. Department of Minimally Invasive Surgery, Henan Chest Hospital, Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To explore the diagnostic value of serum adenosine deaminase (ADA)
combined with total oxidation state (TOS) and carbohydrate antigen 153 (CA153) in tuberculosis. Methods
A total of 76 patients with tuberculosis in the hospital were enrolled as the tuberculosis group from June 2018 to
March 2021, while other 63 patients with non - tuberculous respiratory diseases during the same period were
enrolled as the control group. The levels of serum ADA, TOS and CA153 between the two groups were
compared. Their relationship with tuberculosis and diagnostic value for tuberculosis were analyzed. The levels of
serum ADA, TOS and CA153 between the severe group and mild group were compared. The evaluation value
of their combination for tuberculosis severity was analyzed. Results The levels of serum ADA, TOS and
CA153 in the tuberculosis group were higher than those in the control group (P<0.05). Serum ADA = 28.64 U/L
and CA153 = 13.51 U/mL are risk factors affecting the occurrence of tuberculosis (P<0.05). The AUC of serum
ADA combined with TOS and CA153 in the diagnosis of tuberculosis (0.827) was greater than that of single
indicator (P<0.05). The levels of serum ADA, TOS and CA153 in the severe group were higher than those in
the mild group (P<0.05). The AUC of serum ADA combined with TOS and CA153 in the assessment of

A AR A T d o EFAR R %R B (LHGI201906215)

E A1 B LT EBRE RS AM—RmE,7Td, T & 476000
2. 7T g A R B TR o) shAE, AT g, A6, 450000

*BATVEF AEHE, E-mail : renshujun1976@sina.com
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tuberculosis severity was 0.765, which was greater than the detection of single indicator alone (P<0.05).

Conclusion The serum ADA, TOS and CA153 levels can be applied as the basis in the diagnostic and

evaluation of tuberculosis and the disease severity, and the combined detection of the three indicators has high

diagnostic value and is more conducive to clinical diagnosis.

[KEY WORDS] Tuberculosis; Adenosine deaminase; Total oxidation state; Carbohydrate antigen 153
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ST TR LU M, & B 58 E S8 H 5 i
BRI R A K R A G . ARt S R
P A AE B D IR, fR A TR L S5 A BT I S
S BRI EBRAE SN, , B H 305 HPE 45 Ak
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CA153) ZFLIR W MR s S 2 — IR ARk A
WE 5 7 H i s K 7 5w 5 2 B i ER R ik A
X, H R TR GE B A 0L ADA B E AR S
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1.3 LS R

D H %5 i 45 4% 20 Ko %F BB 20 B 1 35 ADA |
TOS . CA153 7K °F-, 43 #1 il 7 ADA . TOS . CA153
IRV 55 il 45 4% S A W O F- B il 45 4% 10 12 W A
Ho @Z BT SR 7)) 5 Il 45 8% 4 5
RE 4 K e 2, T RE 4 A% VA A E 3 il
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®1 MEZARRENMFE ADA.TOS.CA153
KB (x+s)
Table 1 Comparison of serum ADA, TOS and CA153

levels between tuberculosis group and control group (X +s)

415 n  ADA(U/L) TOS(Umol H.0, Eq/L) CA153(U/mL)

ftighk4 76 35.96+5.05 21.53+4.29 17.59+3.11
XIEZH 63 18.29+3.71 10.28+2.05 0.24+1.72
1l 23.080 19.079 19.027
PAE <0.001 <0.001 <0.001

2.2 IfiL{ ADA.TOS.CA153 /K 5 fiti 45 4% k& A=
IS

117 ADA=28.64 U/L .CA153=13.51 U/mL /&
SR 25 4% K A B FE I T 2 (P<0.05) . LR 2,
2.3 [l ADA.TOS.CA153 /KRS R

M5 ADA . TOS .CA153 7K V-5 £ K6 12 i il
2% M9 AUC i 0.827, KT 45 45 br B ph A il (P<
0.05). WFE3 K1,

£2 IniE ADA.TOS.CA153 K E ST & £EH KR
Table 2 The relationship between serum ADA, TOS, CA153 levels and tuberculosis

fehr B SEfY  wald {1  OR{H 95%CI Py
ADA (=28.64 U/L vs <28.64 U/L) 0.539 0.205 6.913 1.714 1.147~2.562 <0.001

TOS (=17.15 wmol H,0, Eq/L vs <17.15 pmol H,0, Eq/L) 0.458 0.292 2.460 1.581 0.892~2.802 0.118
CA153(=13.51 U/mL vs <13.51 U/mL) 0.639 0.317 4.063 1.895 1.018~3.527 <0.001

%3 I ADA.TOS.CA153 7k FXFfli & #% A2 BT I &
Table 3 Diagnostic value of serum ADA, TOS and CA153 levels in tuberculosis

izt B AUC SE {H 95%CI U St PiE
ADA 28.64U/L 0.711° 0.044 0.624~0.797 0.421 0.984 <0.001
TOS 17.15 wmol H,0, Eq/L 0.644° 0.046 0.554~0.735 0.276 0.952 <0.001
CAl53 13.51 U/mL 0.714° 0.044 0.628~0.799 0.513 0.921 <0.001
e RS 0.827 0.036 0.757~0.896 0.776 0.925 <0.001

T HEEG A, *P<0.05,

- - ADA

— TOS

==+ CAI53

— kA
SHL

T T T T
0 02 04 06 08 10
1K Sk

B 1 ROC BiZ 5 #r
Figure 1 ROC curves

2.4 G4 FRORE 4 W) 1L YE ADA L TOS ,CA153
KA He A

AR 8 1t 235 A 7™ o R R i 45 4% 41 4 ok A 21
(n=27) K H2AE 4 (n=49) , FAE AL L7 ADA . TOS .
CA153 /K- # FRIEA, 2 5 WA ZRIT2=E &
(P<0.05)., W34,

x4 EEARBEAMME ADATOS.CA153 /KF
LbEE (x£5)
Table 4 Comparison of serum ADA, TOS and CA153

levels between severe group and mild group (x+s)

4% n ADA(U/L) TOS(pmol H;0, Eq/LL) CA153(U/mL)

HAEL 27 38.50+5.16 22.97+3.41 19.02+3.28
RAELH 49 34.56+5.02 20.74%3.15 16.80+3.30
1l 3.243 2.868 2.813
P 0.002 0.005 0.006

2.5 L} ADA . TOS . CA153 7K - X} fithi 4% 4% /™
FREEPEAL B

I3 ADA . TOS .CA153 7K -5 25 K6 I 75 il
GER T EH AR L) AUC M 0.765, K T 245 bR st 6
M (P<0.05), W35 .2,

%5 MiE ADA.TOS.CAL53 7k F X fifi 45 #% /= E 12 B iR (B
Table 5 Evaluation value of serum ADA, TOS and CA153 levels in tuberculosis severity

Eiitan A AUC SE{H 95%CI R TR P{H
ADA 36.19U/L 0.627° 0.067 0.497~0.758 0.444 0.796 0.059
TOS 21.30 wmol H,O, Eq/L 0.717 0.060 0.599~0.835 0.741 0.653 <0.001
CA153 17.52 U/mL 0.593° 0.068 0.459~0.727 0.407 0.796 0.177
AR A 0.765 0.059 0.648~0.881 0.704 0.816 <0.001

T HEG RN A, P<0.05,
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[ ZE] BR HI4EReEmaaEyT (MAD) B34 75 28 A (SF) 5.0 W5 il D 58 & 15 19 2%
Ao AiE WEATET ARERE HEL2018 4F 2 H & 2021 4F 2 A YA 150 #1417 1L 7GE HF (HD) B
YENBFFERT 4, SF<500 ng/mL & 1K SF 41 (89 #i) . SF=500 ng/mL [ 2 k=5 SF 4 (61 fil) , B [w) 1
TR RRE A 35 VR R 6 B2 (69 1)), ELAR = AN 122 AE I RAE AR AL BT AR O WSS LTI BE , 17 Pearson A
K43 M SF 5500 I S 1 T AR S 5 BE D724 5 BB Ab T i BET-41 15 0)) 57775 8 (7275 41 135
%) SF 7K, 47 Pearson FHCHE 73T SF 51 J5 AH G . 4558 LVEF VST /K LA« %t I 2 >{I% SF 4>
& SF4H , 22 5K 8512 X (P<0.05) ; LVEDD .LVESD /K- [V.4% - I SF 20> SF 4 >% IR4H , 2% A 58
P12 78 X (P<0.05) ; LVPWT . LVMI 7K L85 : 55 SF 40 >1% SF 40> B4, 22 A7 i it 2% & X (P<0.05) .
SF7K~F-5 LVEDD .LVPWT LVMI #J 2 8 i} & 1 A1 5¢ (7=0.176 . 7=0.284 . r=0.581) , 55 LVEF .IVST 2 #i
I3 A OC (r==0.383 . r==0.345, P<0.05) ; SF 7K~ 52 AEFE T it 1 22 9 5 3 1E A OC (r=0.279, P<
0.05). Z5it MHD & SF /K V-2 AL T F5 HEAE P -5 00 IE S 1 T R 22 05 155 00 18] 77 26 A0 B AR G 1
SF /K-8 , MHD £ 350Uk 238 1 D g R T 2%
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Relationship between serum ferritin and cardiac ejection function and prognosis in main-
tenance hemodialysis patients

WANG Xiaoyun*, HU Haogiang, WANG Zhen, CHEN Zijun, WANG Xiaozhi

(Department of Nephrology , Dongguan People’s Hospital, Dongguan, Guangdong, China, 523059)

[ABSTRACT] Objective To explore the relationship between serum ferritin (SF) and cardiac ejec-
tion function and prognosis in maintenance hemodialysis (MHD ) patients. Methods 150 cases of hemodialy-
sis (HD) patients admitted to our hospital from February 2018 to February 2021 were selected as the research
subjects. Patients with SF <500 ng/mL were classified as low SF group (82 cases), SF= 500 ng/mL belong to
the high SF group (68 cases). 69 healthy subjects during the same period of physical examination were select-
ed as the control group. The three groups of demographic characteristics, clinical indicators, test indicators,
and cardiac ejection function were tested and compared. Pearson correlation analysis was performed to analyze
the correlation between SF and cardiac ejection function. After half a year of follow-up, the SF levels of dead
patients (15 cases in the death group) and surviving patients (135 cases in the survival group) were com-
pared, and the correlation between SF and prognosis was analyzed by Pearson correlation. Results Compari-
son of LVEF and IVST levels: the control group > the low SF group > the high SF group, the difference is sta-
tistically significant (P<0.05). Comparison of LVEDD and LVESD levels: the low SF group > the high SF
group > the control group, the difference is statistically significant (P<0.05). Comparison of LVPWT and LV-
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MI levels: the high SF group > the low SF group > the control group, the difference was statistically signifi-
cant (P<0.05). SF levels were significantly positively correlated with LVEDD, LVPWT, and LVMI (r=
0.176, r=0.284, r=0.581) , and negatively correlated with LVEF and IVST (r=-0.383, r=—0.345). The SF
level was significantly positively correlated with half-year deaths (r=0.279, P<0.05). Conclusion Whether

the SF level of MHD patients is within the standard value is correlated with the cardiac ejection function and

prognosis. The higher the SF level, the worse the cardiac ejection function and prognosis of MHD patients.

[KEY WORDS] Maintenance hemodialysis; Serum ferritin; Cardiac ejection function; Prognosis;

Correlation
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HEAE O Hrp B AEFE T B A BT,
AETEIG B AT IR, Xl H SF UK. SET-4H
L SF /K F (823.99+270.36) i & i T 17 16 4
(512.07+170.63) , A0 [LE 2 R A G it # B X (1=
6.283, P<0.05) .
2.4 SFIKN- 5.0 M5 i D e A O 53 A
Pearson #H & 4 43 A1 45 R W /R , SF K 5
LVEDD ., LVPWT , LVMI #J & B & & 1F 4 56 (=
0.176 . r=0.284 . r=0.581, P<0.05) , 5 LVEF,IVST
BB 3 A 56 (r=—0.383 . r=—0.345, P<0.05) .
W3,

Tl 3E—MEER (n(%),(Fxs)]

Table 1 3 groups of general information [1(%), (x+s) ]

WH =1 SF 4l (n=61) {I% SF 4 (n=89) X HRZH (n=69) I/ P1H
AR (%) 59.78+8.81 59.13+9.06 58.23+9.46 0.477 0.621
P51 5 41(67.21) 56(62.92) 43(62.32) 0.402 0.818
& 20(32.79) 33(37.08) 26(37.68)
BMI(kg/m*) 21.19£2.78 21.78£1.97 23.24+1.96" 15.107 <0.001
TS () 51.48+17.12 49.88+15.49 0.595 0.553
SBP(mmHg) 145.47+18.56 146.13+16.86 116.20+10.31" 84.903 <0.001
DBP(mmHg) 84.37+13.24 86.11+12.09 77.15+8.12" 12.9 <0.001
BUN (mmol/L ) 23.79+5.97 21.88+4.82" 7.12+2.15" 277.135 <0.001
SCr(pmol/L) 842.76+179.53 837.54+211.47 108.49+32.88" 459.191 <0.001
SF(pg/L) 887.37+186.55 307.42+102.37" 132.48+39.78" 697.918 <0.001
HCt(%) 21.23+2.74 22.43+2.96" 32.52+7.33% 118.306 <0.001
Hb(g/L) 99.86+16.78 84.22+6.01" 107.68+14.64" 70.672 <0.001

5 SF4LHEL, “P<0.05; 511 SF 41 HL 3, P<0.05,

F2 3HEOHESMINEEIEIRAKT (v+s)

Table 2 3 groups of cardiac ejection function index levels (x+s)

415 %k LVEF(%) LVEDD (mm) LVESD(mm)  IVST(mm) LVPWT(mm) LVMI(g/mm?®)
i SE 4 61 59.97+5.13 52.46%7.11 31.77+5.89 9.47+2.11 11.37+1.40 184.33+62.79
{i SF 41 89 64.58+3.51° 57.62+3.18" 33.40£8.47 10.63+1.98" 11.222.28" 153.15+42.87°
X R ZH 69 68.17+8.65™ 45.76+4.03" 29.83+7.12" 12.17+2.03*° 9.68x+1.72" 73.53+12.89"

FiH 30.382 117.445 4.520 29.043 16.968 115.443

P{H <0.001 <0.001 0.012 <0.001 <0.001 <0.001

. 58 SF 4L, *P<0.05; 51K SF 4 L #4 ,°P<0.05,
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Table 3  Correlation analysis between SF level and cardiac ejection function

SF LVEF LVEDD LVESD IVST LVPWT LVMI
SF r 1 -0.383 0.176 0.106 -0.345 0.284 0.581
PH 0 0.009 0.116 0 0 0
LVEF r -0.383 1 0.124 0.331 0.644 0.274 -0.062
P1H 0 0.067 0 0 0 0.358
LVEDD r 0.176 0.124 1 0.442 0.126 0.573 0.660
Pl 0.009 0.067 0 0.063 0 0
LVESD r 0.106 0.331 0.442 1 0.427 0.608 0.383
Py 0.116 0 0 0 0 0
IVST r -0.345 0.644 0.126 0.427 1 0.376 -0.003
Pl 0 0 0.063 0 0 0.968
LVPWT r i 0.284 0.274 0.573 0.608 0.376 1 0.526
Py 0 0 0 0 0 0
LVMI r i 0.581 -0.062 0.660 0.383 -0.003 0.526 1
PH 0 0.358 0 0 0.968 0
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Effects of aerobic exercise after radiofrequency ablation on the expression of serum
ACE2, Ang II , Ang-(1-7) and prognosis in patients with atrial fibrillation

XIAO Pijuan, LI Juan, LI Caiwen, YANG Yuanrui*

(Cadre Ward, Western Theater General Hospital of the Chinese People’s Liberation Army, Chengdu, Sichuan,
China, 610000)

[ABSTRACT] Objective To explore the effect of aerobic exercise after radiofrequency ablation on
the expression and prognosis of serum angiotensin-converting enzyme 2 (ACE2), angiotensin Il (Ang II ) and
angiotensin-1-7 [ Ang-(1-7) ] in patients with atrial fibrillation. Methods From May 2017 to November 2019,
72 patients with paroxysmal atrial fibrillation undergoing radiofrequency ablation in the Department of
Cardiology Department, the Western Theater General Hospital of the Chinese people’s Liberation Army were
divided into the study group (36 cases) and the control group (36 cases) according to the random number table.
Both groups received basic drug treatment after operation, the patients in the study group received aerobic
exercise intervention from the third day after operation, while the control group only received aerobic exercise
health education without regular aerobic exercise, and the curative effect was observed after 1 year. The
occurrence of atrial fibrillation, cardiac function index, inflammatory reaction index and the expression of
serum ACE2, Ang Il and Ang-(1-7) were compared between the two groups, and the maintenance rate of

sinus rhythm at different time after intervention was counted. Results After one year of intervention, the

AeR A v ) B AT A A % (2018520014)
AEH o dn P B A RBEACE B R G E R T4, vl A 610000
*iBAZAVEH MR #, E-mail : xiaopijuan1110@163.com
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frequency of atrial fibrillation in the study group was significantly less than that in the control group, and the

duration was significantly shorter than that in the control group (P<0.05). Left ventricular ejection fraction
(LVEF), 6-minute walk test (6MWT) and levels of serum ACE2 and Ang-(1-7) increased in both groups, left

atrial diameter (LAD) , end diastolic inter ventricular septal thickness (IVST) and levels of serum high -

sensitivity C-reactive protein (hs-CRP), tumor necrosis factor-a (TNF-a) , interleukin-6 (IL-6) and Ang Il

decreased (P<0.05). The indicators in the study group were significantly better than those in the control group

(P<0.05). The sinus rhythm maintenance rate in the study group was 83.33% , which was significantly higher

than that in the control group (61.11%) (P<0.05). Conclusion Aerobic exercise after radiofrequency ablation

is helpful to improve the symptoms of patients with atrial fibrillation as soon as possible, improve the cardiac

function, reduce the inflammatory reaction, correct the expression levels of ACE2, Ang Il , Ang-(1-7), and

reduce the recurrence rate.

[KEY WORDS] Acrobic exercise; Atrial fibrillation; Angiotensin converting enzyme 2; Angiotensin II ;

Angiotensin-1-7
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Table 3 Comparison of cardiac function indexes between the two groups (x +s)
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Table 4 Comparison of serum ACE2, ang Il and Ang-(1-7) expression levels between the two groups (x+s)
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RIEFRRT BEE S IR (PP Ak RE . R B2 4l TGF-B .BMP-2 KK T A #1241, miR-672-5p 7K
T TR, 254 525 X (P<0.05), TGF-B.BMP-2.miR-672-5p 12l SANFH 1t 2k AUC K
0.858.0.918.,0.904, 2 Wi &4 A& K. 4F (P<0.05) . % 4 TGF-B .BMP-2 /K Ik T4 H £ 41, miR-672-5p /K
E TR A, 25855 X (P<0.05) . TGE-B,BMP-2 ., miR-672-5p TEAG BB Sk IR JE A2 2 1) ith 42
AUC H 0.769.,0.826 . 0.775, iZ Wi 5 BE [ 4 (P<0.05) . #51® TGF-B.BMP-2 . miR-672-5p & ik /KT 5
SANFH (3 B8 Sk N SE R B B B B A  JH T SANFH 12K i 7 F2 B PPAG Y T e B R AP RLRE .
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Relationship between TGF-f3, BMP-2, miR-672-5p and steroid-induced avascular necro-
sis of the femoral head

XU Dan, YANG Jinghua, ZHU Shihua, XU Shaoyong, ZHANG Ping*

(Department of Traumatology and Orthopedics, Trauma Center, Nanfang Hospital, Southern Medical
University, Guangzhou, Guangdong, China, 510515)

[ABSTRACT] Objective To explore the relationship between the levels of transforming growth factor-
B(TGF-B), bone morphogenetic protein-2 (BMP-2) and miR-672-5p and steroid-induced avascular necrosis of
the femoral head (SANFH). Methods The clinical data of 77 subjects with suspected SANFH who underwent
various examinations in Nanfang Hospital, Southern Medical University from June 2018 to January 2021 were
analyzed. According to the clinical diagnostic results, the patients were divided into 52 cases in the confirmed
group and 25 cases in the undiagnosed group. The expression levels of TGF-f3, BMP-2 and miR-672-5p were
compared between the two groups, and the diagnostic efficiency of the above indicators on SANFH were
analyzed. According to the femoral head necrosis degree, the patients in the confirmed group were classified as
the mild-to-moderate group (32 cases) and the severe group (20 cases) , and the levels of TGF-, BMP-2 and
miR-672-5p were compared, and the evaluated efficiency of the above indicators on degree of the femoral head
necrosis was analyzed. Results The levels of TGF-3 and BMP-2 in the confirmed group were lower than those
in the undiagnosed group while the level of miR-672-5p was higher than that in the undiagnosed group (P<
0.05). The AUC values under curves of the above indicators in diagnosing SANFH were 0.858, 0.918 and
0.904., with good diagnostic efficiency (P<0.05). The levels of TGF-B and BMP-2 in the severe group were
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lower than those in the mild-to-moderate group while the level of miR-672-5p was higher than that in the mild-to-
moderate group (P<0.05). The curve AUC of TGF-, BMP-2, miR-672-5p to assess the degree of femoral
head necrosis was 0.769, 0.826, 0.775, and the diagnostic efficiency was good (P<0.05). Conclusion The

expression levels of TGF-B, BMP-2 and miR-672-5p are significantly correlated with the degree of femoral

head necrosis in patients with SANFH, and they can be used for SANFH diagnosis and disease evaluation.

[KEY WORDS] Steroid-induced avascular necrosis of the femoral head; Transforming growth factor-

3; Bone morphogenetic protein-2; miR-672-5p; Femoral head necrosis staging
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5 11, 7E SANFH 5 s A K B T WA AR K
[A -¥--B (transforming growth factor-B, TGF-B) . ‘&
¥ & & = % M -2 (bone morphogenetic protein-2,
BMP-2) 2 miR-672-5p ik /K- 5 4 U8 A
5T — 20 4R 58 iR TR 45 5 SANFH Y G &,
IR A BRI IE T

1 ARSI

11—k

A3 2018 4F 6 H 2 2021 4F 1 H W8] FRg 7 =
FE R 1 7 B B A7 48 T AG: £ 19 77 191 %€ bl SANFH
SR I R BERE , AR I RA2 W 48 51 00 il iz
52 il 5 K124 25 B, # 45 SANFH 8 5% [ b
11 ¥4 2% 2> (association research circulation osseous,
ARCO) it 5 3k SR FE A2 FE 3 0 O Sy g b B2 21
(ARCO 73 Jm 0~ 11 1 ) 32 {91 55 B J& 2 (ARCO
Sy E M~V 3913 ) 20 6], 9 ABRHUE : DFFAER
VT 2 LA GRS, T A B 4 2 AR IR 5
FHOCKE A s @32 K # AR IR TE 18~75 % Z [] ; @112
B R A O BCE Sk BRI IR 12 97 15 B
(2016) ) " SANFH #H G2 Wibn HE" o HE R b o -
OAFAE A TN 52 5 @ AFTE G M 2 s Bl IR

TR A TR . R — Bk 5 ed 9],
7 13 B, V- 4EHE (51.68+8.63) % . ASHBF 9T 4 B
EFeHE L SRS, 2 AE R B EE
AR A
1.2 Rk

W B 32 K A 25 I ARl Kl 8 mL, 3 000 r/min
B0 10 min, 5.0 2FER 8 em, B I - R B
WFA= 520l A5 BR 2N ) i TGE-B ELISA #6332 71 £
5E TGF-B /K-, R AR M T &5 AR A R A
F] 9 A\ BMP-2 ELISA &5 & & BMP-2 /K-F-, %
FH I3 BT IR 325 A= 40 S 56 25 44 4 BR 22 W] 9 NEST Tif
L RNA $HGR ) G 4= B 7 & RNA SRR
BAAE PR A BR S w9 380 5 550 e i PCR R F)
St S M PCR 3G, R 65 1 7 50 R 5 -
CTCGCTTCGGCAGCACAAACGCTTCACGAATT
TGCGT-3', ¥ #4519 F 514 : IE 7] 5'-TGAGGTTG-
GTGT ACTGTGTGGTGCAGGGTCCGAGGT -3’ ,
K 1] 5" - GTGCAOGGTOOGAGGTCTCGCTTOG-
GCAGCACA-3", i i i #2 /1 LA Gapdh 1E R N2,
1E 95C F #4725 1% 10 min, 76 95C F28H 10 s , 7E
55C TRk 30 s, 1730 MER , FE T2C T HE 35 s,
1730 MIEER, Fifi 5 R FH 27 2R 72 B3 2 miR-
672-5p FikKF-,
1.3 Geitsorik

%I SPSS 21.0 et Ao B it , o 2 ok
(R s) R, RS FEA ¢ 4530 EA T4 ] LA
THi OB S SR 9 0ERE I AR T4l R F Spearman
FH G PR RS, T30 2 B8 R F ROC 142 40 A 174
DL P<0.05 h 2R BA GRS,

2 HR

2.1 W24 5 K024 TGF-B .BMP-2 . miR-672-
5p Rk KT

112 41 TGF-B . BMP-2 /K Ik TR iz 41,
miR-672-5p KT T ARMIZH , 2R AR IT¥E
X (P<0.05), WFEI1,
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x1 HigH5KMISHE TGE-B.BMP-2, miR-672-5p F ik
KFELLE (x+5)
Table 1 Comparison of expression levels of TGF-3, BMP-2
and miR-672-5p between confirmed group and undiagnosed

group (x#s)

21531 n  TGF-B(ng/mL) BMP-2(pg/mL) miR-672-5p
izl 52 43.65+9.25 116.05+17.26 2.62x1.03
Rz 25 60.52+12.36 145.26+13.29  1.41+0.43
tHH 6.699 7.456 5.627
P{H <0.001 <0.001 <0.001

2.2 TGF-B.BMP-2 miR-672-5p i2 Wi SANFH [
BE AT

TGE-B .BMP-2 . miR-672-5p 12 Wt SANFH [#] i
2 AUC 43 51K 0.858.0.918 . 0.904., 12 Wi &5 fik B 4
(P<0.05), W2 K1,

*®2 ROCHZSH

Table 2 ROC curve parameters

JRIE R i
TGF-B  0.858 0.759~0.927 84.00 80.77 49.37 ng/mL <0.001
BMP-2  0.918 0.832~0.968 80.00 88.46 135.65 pg/mL <0.001
miR-672-5p 0.904 0.816~0.959 96.00 69.23 2.02 <0.001

f8hr AUC  95% CI

TR E (%)

0 20 40 60 80 100
S (%)

Bl1 ROC %k
Figure 1 ROC curves

2.3 v 5 4 TGF-B . BMP-2 . miR-672-
5p Tk K- L

[ 40 TGF-B.BMP-2 /KX T a4,
miR-672-5p KV PR EA , ERASITEE
X(P<0.05), W33,

x3 BhEHESEEA TGF-B.BMP-2.miR-672-5p ik
KRFELLE (vxs)
Table 3 Comparison of expression levels of TGF-3, BMP-2
and miR-672-5p between

mild-to-moderate group and severe group (x+s)

4% n TGF-B(ngmL) BMP-2(pg/mL) miR-672-5p

mEH 20 36.39+6.26 102.34+14.26 3.40£1.01

B 32 48.19+7.25 124.63+12.03 2.14+0.71
t{H 6.007 6.051 5.864
P{a <0.001 <0.001 <0.001

2.4 TGF-B.BMP-2 miR-672-5p 5 SANFH i #
JBE Sk R BEAR BE 0 AH DG A 23 A

Spearman 43 # i 7~ , TGF-B .BMP-2 & ik 7K -
5 SANFH 8 # KB Sk IR SE 2 B &2 1 25 A0 ¢
(r fH=-0.685.-0.662, P<0.05) , miR-672-5p ik 7K
755 SANFH 835 i Sk IR0 1R B 52t ) 38 B A OC
(r{H=0.739,P<0.05) .
2.5 TGF-B.BMP-2 miR-672-5p iT-ff SANFH
B SRS B AL RE o AT

TGF-B .BMP-2 . miR-672-5p -1t SANFH
& B E Sk R BE R B 1Y ROC H#h 26 AUC 43 51
0.769 ., 0.826 . 0.775, 1Z Wi 2L fig R 4 (P<0.05) . UL
F4. K2,

F4 ROC HIZSH
Table 4 ROC curve parameters

U R
(%))Z ?%> REHE  PHE
TGF-B  0.769 0.631~0.874 87.50 60.00 37.88ng/mL <0.001
BMP-2  0.826 0.695~0.917 81.25 80.00 113.05pg/mL <0.001
miR-672-5p 0.775 0.638~0.879 59.38 85.00 222 <0.001

€ty AUC  95%CI

R

20 TGF-
— BMP-2
- miR-672-5p

0 20 40 60 80 100
100-45 57

B2 ROC Mz
Figure 2 ROC curves

TGF-B 75 B 4 21 3w e o S /i 33 5
wER,Z5HMAK S ry ATy, IR g ks
K KA 0 TGF-B 168 4H 4811 Jm H:
JRy T 2R KT T 38 A R A 2 3 5 Y 5 S
(i a= TR NI R = e i R O e =
ey i RS R e g = S VR S e = e
LB EAE AL, TGE-B £ ik /K W B (%
iK', BMP-2 1 —4H & BE AR ST Y D RE SR 1, S
JNJE F TGF-B 0%, v il i Xf DNA & % 41 2
) 4 S0 SRR A8 ] 7 o 4 e ) B AR B A1 R T
s IR N B A - S R g R R 1 SR
W TEDUA KRB AL IS, BMP-2 K3k K-
AT SR AR B 418U A R T . AR IR S SRR
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SANFH & # A 584 ae I8N, H B
AR B A e A i RE A KT . ROC <k
JESE , TGF-B .BMP-2 £ Wi SANFH [14 [t £k AUC %>
SR 0.858.0.918, TFAli 8 35 B Sk IR AR AR B A i
£k AUC 43 %1 49 0.769 . 0.826 , # 75 TGF-B . BMP-2
X SANFH 2 B8 B2 PPAG R B RAFAk6E . 4307
H )5 FI7E T SANFH f8 45 P B4 iR = 2
VRORE S ol AR | DT 5 A I VAT PR R AR AR 25, oK
R PR RS 28 e Sk B 8, (i Al 2 R AR B R Rk
TR R R T T RE MR s A 22 LA
E45 B RSB g T i — 2, 58 TGF-B.
BMP-2 ik 3 # 4 Hil , fff SANFH &% M3 B4l
LB E R it — L TR,

W E N TG R B SR IR FE A B
AR T R, 1B SANFH 40 & HL I B iR
KA EIL . Meng 552 "IN SANFH 5 J7y i
MR A& e ZZ a6l IR =8 BN R
=IO AEIN = 1 R e v A S S 1 SO W e R |
TR FHURAM M LR 25 )R EE R MIE A, T3
] 2 ANE B IR AR 5 B0 IS 2, DT A AR 40
B PR AR T 51 & 4n PS8 T . miRNA 1
LR A /N RNA, 1T 2 5 Z R 40 i 3458 71k
KR T AR Ak B e FEAUARAE K A E
R e e e h R B A . i
7N, AEHE S I 2 T WA SANFH K U ) ] I,
miR-672-5p KL KF-H 7% EFH, A h miR-672-
5p #1518 L 5 SANFH 5 B 3 2 H A7 %,
ROC M£k 43 HriE 52 , miR-672-5p 12 Wt SANFH (1 i
24 AUC i 0.872, PPAG I Sk IR FERR B2 9 AUC 2y
0.775, $& 75 miR-672-5p 7£ SANFH 12 Wr & % 2% &
JEVEA v B RAF8RE . AT LR AE T
SANFH 5 #  9 T2 iiad 7 o 77 7 3 R K i a3k
T AUACE A R TR S B AR i
HLUEVE 870, miR-672-5p 235K FTh; 1M
U 28 P L G R MLV PR S A K 4 i o
T-HRF R 3, 1T i miR-672-5p 3k , [l i i Jil
SANFH Ji A8 F2 B

Zi L ik , SANFH 8 3% 9 1% #2 £ 5 TGF-B.
BMP-2 . miR-672-5p FRik /K V-2 UIAH ¢, J5 #5 v] P
Bt R SANFH 2 W 18 PEAS , A & i RS
A

S22 3Lk
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< -
0‘1,/& 3 e

NLR .HMGBI1 . PCT 1 Bl 2= ) LW i e 7 i 1o i AL
iglE

WAk X ERA O E*

(# ZE] B/ DRk m A (NLR) =l B R R & 1 1 (HMGB1) | 845 2 7 (PCT) 7E 1l
DU AE DL e TS IR . Ak IR RS IO 4 R AEBE 2016 4F 9 F % 2021 4F 3 IR 281
50380 A= LB ILRE — e P Bkt (O L AE ), 57 B 103 497) [l 3014 5 1 =l L af R 1) — e Je e i Lo A%
HEAL, LW 41 NLR \HMGB1 \PCT /K- K40 10U 1 (08 WOiUAE S LA A WS B AT 415 HlE A R 41,
R NLR (HMGB1 \PCT ZEH7 £ JLIMUIILAE TS g Tl sk g . 4558 WUl =41 NLR \HMGB1 .PCT 7K
A4 5 T IR, 22 A i R L (P<0.05) o 281 il A= JLIMUINLAE T A 245 B FUE RAG-(BUS
BUF4H) 36 BTG A B (/5 A B 2H) . NLR .HMGB1 . PCT 2 5 Wi 397 A= J LUK I 5E 75 ik S 1 oy Rl 2%
(P<0.05) . B4 NLR HMGB1 . PCT T il#7 A= JLIW I AiE LA K TS AUC S 0,921, 35 5 T 3 — 35 4
T AL HE (P<0.05) . #5118  NLR .HMGBI1 . PCT J& 52 W A= LI AE FUS B Al Sr fa ks A & BG DL B 4E
o e SR BT A LI I AS B 9905 A A (o

(I ] AR i SRR T 1 FRES R I Bk )L W sE

Clinical prognostic value of NLR, HMGBI1 and PCT in neonatal sepsis
YANG Chunguang, LIU Haihong, WANG Fengdong, LIU Jun*
(Chengde Maternal and Child Health Care Hospital, Chengde, Hebei, China, 067000)

[ABSTRACT] Objective To investigate the clinical prognostic value of neutrophil - to - lymphocyte
ratio (NLR) , high mobility group box 1 (HMGB1) and procalcitonin (PCT) in neonatal sepsis. Methods
The general clinical data of 281 cases of neonatal sepsis (sepsis group) admitted to Chengde Maternal and Child
Health Care Hospital were collected from September 2016 to March 2021. Meanwhile, 103 neonates with
common infection but not sepsis were selected as the control group. The levels of NLR, HMGBI1 and PCT were
compared between the two groups. According to the prognosis, the children with sepsis were divided into the
good prognosis group (n=245) and the poor prognosis group (n=36). The prognostic efficiencies of NLR,
HMGBI and PCT for neonatal sepsis was discussed. Results The levels of NLR, HMGBI1 and PCT in the
sepsis group were significantly higher than those in the control group, and the differences were statistically
significant (P<0.05). NLR, HMGB1, and PCT were independent risk factors affecting the prognosis of
neonatal sepsis (P<0.05). The AUC of joint prediction with NLR, HMGB1 and PCT was 0.921, which was
significantly higher than that of single indicator prediction (P<0.05). Conclusion NLR, HMGBI1 and PCT
are independent risk factors affecting the prognosis of neonatal sepsis, and the combination of the above
indicators has important value in predicting the poor prognosis of neonatal sepsis.

[KEY WORDS] Neutrophil-to-lymphocyte ratio; High mobility group box 1; Procalcitonin; Neonate;
Sepsis
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AR LM ILAE 28 A= LA 5 T B T 4 A I

WO A B, AR N R R B B G, R R L
LRGeS o BT AR LRI R R R B L
B T R R MRS, B RN 22 Ik 4% D BE R A
KRBT A JLIMOLAE AR R Ry BB 1
i3t e Wi AR, (H BT i T, HL i B 57
BN HUER W, I RIGTT MR RS
% JA (procalcitonin , PCT) J& /™ 5 4f] 1 Jik Y 1) 7 %
FEAR , I WORLAE B2 iR i , i R H AR 9% PCT
RhRAEALTE LR FHRIZ T U2 ST Rk

£ 1 1 (high mobility group box, HMGB1) {7 7E T
B AL P B A K G e A P Y DNA 455
H, 2 5N 2, bt a0 05 g R
T, HMGB1 2 K 1E OB 7 2 4l i, e E R
E DR TR, N 1 R0 /i L 40 (Neu-
trophil To Lymphocyte Ratio, NLR) 55 0 % 14 ¥
W PEA O M E A T4 1 PCT \HMGB1
FEHTA LI LAE P 12 W b B — e (e, (HA
5T 43 B PCT .HMGB1  NLR X 38 A= JL I8 i i

TR B WO E . AS BF 5245 3 PCT . HMGBI
NLR XF AU (9 BN (6, BUARGE LT o

1 ARSI

11—k

Wi A AR AR T I 2 PR BE 2016 4 9 H 2 2021 4
3 IR Y 281 191158 A= ) LM it i — f8 1 AR ek (g
MAEL) o AFSAE : £F G A LI i AE 12 W bk
HET B IE KRR H A DL — 45 AR Rk
2 (20 M T A B b e 20 M ot /Al T
B.C RN RS R R ) 7E 2 A& UL R FHME
M FRAS 55 7 P B DNA RG0S BH A 5 6
A 8 Ry Al e e g B 2R i, HEBR bRt : DG
IF e RAEAC 5 5 5 & @ S REE ; @ F
PR T 25T . 3 E 103 iR
A e B4 A i i Y — e JR g s LA A KT R A, Y
H— AR L 2= RIS TR B L (P>0.05) , B
AR, R, AL EREE# IR
St T, Z I E WP A BRI E .

F1 WA-MABLLE [(2(%), (xzs5) ]

Table 1 Comparison of general data between the two groups [1n(%), (x+s) ]

el

2151 n [ % A% (h) =L AL
WL I 2 281 149(53.02) 132(46.98) 35.49+3.21 42(14.95) 239(85.05)
X 2L 103 55(53.40) 48(46.60) 35.48+3.26 16(15.53) 87(84.47)
PRI 0.004 0.017 0.020
P 0.948 0.986 0.887
1.2 JRIT Tk 1.4 W5

U ILAE 20 A8 LEE T i i 26 2 e (L AR 2 ik
2500 B A B A W) AR [ 24 1 H20163391,
0.25 g)+iiE N e sk B [ iRk A Pyl 25 Bt A
BN &) A2 72 25 i 7 $20023043, (pH4) 2.5 g/l
(5% ,50 mL) |, 3% 55 20 mg/ (kg %), 3 K/
KARIT 5 Ko HIEBRE T 500 mg/ (kg YO FH 1 U
1.3 Kl gy ik

T BCZ 1 W kI 5 mL TH0EE45 L 3 000 1/
min F .0, 2480 19 em, 15 min B0, R H AR
Sysmex 2 ) £ 4L i) IfiL 48 il 43 A7 A3 (55 : sysmex
XN9000) 755 NLR, & HJ B B¢ 50 55 W B ik 5o
(enzyme linked immunosorbent assay , ELISA ) 7%
£ I HMGB1 PCT /K- 35 & 247 iy b v A5 0
I A A B B R e B R & U
iR P E (o

PifS R4S 4f 5 HIC IS st it B e AN R
T R RUK AR AR LRI E B AR
1.5 GileFhik

& HI SPSS 20.0 4t i 4K 14 kb B &4l | i 1 %
BELL (R £5) Tm AT K E s T BCR R n (%) %
TN AT R s 2 & 40 TR H Logistic [\ )5 43
Bt , 221 32108 TAE £ (ROC ) 15 21 i £ T 1 FR
(AUC) , L ¥4 NLR \HMGB1 . PCT 1£ # 4= JLIK
I 5E T i 0 {E, A P<0.05 8 22 5% A 4t

AR
2 #R

2.1 W41 NLR .HMGBI1 .PCT /K- b 85
I 1fit 5 2H £ )L NLR . HMGB1 . PCT K & F
YR, 2 586 G2 L (P<0.05) . ILF& 2,
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%2 T4 NLR.HMGBI1.PCT K FLLE (x+s)
Table 2 Comparison of NLR, HMGB1 and PCT levels

between the two groups (x+s)

4151 n NLR HMGBI (ng/mL) PCT(ng/L)
MOMFEL 281 2.65+0.31 7.52+1.17 12.56+1.57
YR 103 1.25+0.13 3.53+0.46 0.65+0.09
o 44.396 33.647 89.790
P1a <0.001 <0.001 <0.001

2.2 UR[R] TG A AR LR TR L

281 il H7 A LW I i AR Al AS [ B 45 5 40 0
Tl J5 K420 245 6 X BiUs AN K4 36 . 4
SR IR R H B bR 2 R RS R R L
(P>0.05) , {H P 4 i A 287 FH B () e i AL 1
% NLR .HMGB1.PCT ,WBC .CRP 4 22 5#H 48
P2 L (P<0.05), W3,

x3 AEWEMME S ILE LT BT RIE X IE
EtREEEE [n(%), (x+s) ]
Table 3 Comparison of baseline data and related serum
indexes before treatment between sepsis neonates with

different prognosis [n(%), (x+s) ]

PRI B 4) 17/19 115/130  0.001  0.975
ke (g) 3256+341  3265+£354  0.143  0.886
Jifis D) 38.51+1.19  38.53+1.21 0.093 0.926
K H I (d) 1.02+0.08  1.03x0.07 0.785 0.433

BoAEZEMANRI(d)  4.0621.03  9.33x1.01 29.160 <0.001
MPALE (%) 12(33.33)  36(14.69) 7.699  0.006

NLR 4.15+0.41 2.43+0.25 35.013 <0.001
HMGBI (ng/mL) 10.31«£1.17  7.11x1.09 16.293 <0.001
PCT(pg/L) 16.17+1.22  12.03+x1.33 17.615 <0.001
WBC(x10’/L) 14.69+£1.56  8.25+2.11 17.608 <0.001
CRP(mg/L) 35.26+4.59  12.52+5.37 24.136 <0.001

2.3 LRI AE S LIS B A 56 R 2R A4
NLR .HMGB1 ,PCT J& 5 Wi I IfiL5iE 2 LT Y
M7 fERE 2 (P<0.05), WL 4.

F4 FmYEERILBEHHEXERS N

Table 4 Analysis of related prognostic factors of neonatal

sepsis

. Wald
SRS B SEfH ey ORE 95%CI P4
NLR 0.321 0.128 6.289 1.379 1.073~1.772 0.013
HMGBI 0.294 0.136 4.673 1.342 1.028~1.752 0.031
PCT 0.314 0.145 4.689 1.369 1.030~1.819 0.031

BrAEZE M HNE] 0.359 0.187 3.686 1.432 0.993~2.066 0.056
AL 0.326 0.191 2913 1.385 0.953~2.014 0.089
WBC 0.308 0.164 3.527 1.361 0.987~1.877 0.061
CRP 0.361 0214 2.846 1.435 0.943~2.182 0.093

2.4 JAJ7HI NLR . HMGBI1 . PCT 7K F- % 75 J5 75
#riH
B4 NLR . HMGB1 ., PCT i il 1§ 1fit i 5 JLAS
R 5 AUC 2 0.921, % 3 (5 T 5 —Fg 45 Tt 41 (.
(P<0.05), W5 K1,
%5 3BJTEINLR.HMGB1.PCT 7k 33 Hi FF &
Table 5 Prognostic value of NLR, HMGBI and PCT levels

before treatment

SR AUC U8 (%)  HEstE(%) T A

NLR 0.838 88.89 85.31 3.00

HMGB1  0.799 75.00 84.49 8.52 ng/mL
PCT 0.823 75.00 84.49 13.91 pg/L
BA 0.921 80.56 94.29

100

80 | e — HMGBI

— NLR
— PCT
- ey

60 ‘

B (%)

a0l

20 B

0 20 40 60 80 100
Fi5E (%)

1 NLR.HMGB1,PCT 7Kk ¥ 3¢ 7 f5 U /(&
Figure 1 Prognostic value of NLR, HMGBI1 and PCT levels

3 it

B A LI RE I PR 6 B0 A 2, MBI A& J J %
AR LR BRI A, 5 R BUw12 iR
2N IRIGI T MEEE " o ARG TR AR AE AT
Z AR, UL TR A7 3400 T B S 3 e 1
W12 S WG VAR R I A 98 54 o A A I Il S
BOLTUG , 77 39 5 0 B AT 200 WUl 8 R NLR
Ry B A M S I A R A L A S A3 iR U i
rh B — 5 B AN HMGB1 2 5 I AE 4905 B
s PCT Ny i UL H8 b o AR WS it = 30
& A 0T i A AR LIRS A9 T A, B R R R
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Predictive value of serum bFGF, HIF - 1a, IL - 6 on the efficacy and prognosis of
bevacizumab combined chemotherapy in advanced lung adenocarcinoma

WANG Haojie'*, CHEN Xiaojiao®, LIU Yuanyuan'

(1. Brain Hospital Affiliated to Nanjing Medical University ; Nanjing Chest Hospital , Nanjing, Jiangsu, China,
210029; 2. Jiangning Hospital Affiliated to Nanjing Medical University, Nanjing, Jiangsu, China, 211100)

[ABSTRACT] Objective To investigate the prognostic value of serum basic fibroblast growth factor
(bFGF) , hypoxia inducible factor-1a (HIF-1a) and interleukin-6 (IL-6) on bevacizumab combined with
chemotherapy in the treatment of advanced lung adenocarcinoma (LUAD). Methods A total of 80 patients
with advanced LUAD who were admitted to Nanjing Chest Hospital and Jiangning Hospital affiliated to Nanjing
Medical University from January 2017 to June 2019 were selected and treated with bevacizumab combined with
chemotherapy. Serum bFGF, HIF-1a and IL-6 levels before treatment were determined by ELISA. Patients were
divided into non-remission group (group A) and remission group (group B) according to the treatment effect,
and the relationship between serum bFGF, HIF-1a, IL-6 levels and clinical efficacy and prognosis were
analyzed. Results The levels of serum bFGF, HIF-1a and IL-6 in group A were significantly higher than those
in group B, the differences were statistically significant (P<0.05). Logistic regression analysis showed that

serum bFGF, HIF-1a and IL-6 levels were independent factors affecting the therapeutic effect (P<0.05).
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According to ROC curve analysis, the AUC of serum bFGF, HIF-1a and IL-6 was 0.822, 0.844 and 0.833,
respectively, and the AUC of serum bFGF, HIF-1a and IL-6 was 0.894. The median PFS of bFGF, HIF-1a
and IL-6 in high expression group and low expression group were significantly different (P<0.05). COX risk

regression analysis showed that serum bFGF, HIF-la and IL - 6 were independent factors affecting the
prognosis of late LUAD (P<0.05). Conclusion The low levels of serum bFGF, HIF-1a and IL-6 suggest

that bevacizumab combined with chemotherapy in the treatment of advanced LUAD has a good curative effect

and prognosis, which is helpful to predict the curative effect and prognosis of patients, and the combination of

the three is better in predicting the curative effect.

[KEY WORDS] Basic fibroblast growth factor; Hypoxia inducible factor-1a; Interleukin-6; Lung

adenocarcinoma cells ; Bevacizumab ; Therapeutic effect
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Table 1 Comparison of baseline data and serum bFGF,
HIF-1a, IL-6 between the two groups [n(%), (x+s) ]
A4l B4l

R R

P % 20(64.52) 33(67.34) 0.074 0.794
@ 11(35.48) 16(32.65)

Y () <60  16(61.61) 28(57.14) 0241 0.628
=60 15(48.39) 21(42.86)
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ECOG ¥4 (4r)  0~1 23(74.19)  46(93.88) 6.203 0.013

2 8(25.81)  3(6.12)

TNM 43t M 12(38.71)  20(40.82) 0.042 0.851
VI 19(61.29) 29(59.18)

bFGF (ng/L) 47.53+6.72 39.55%5.52 5.796 <0.001

HIF-1a(ng/mL) 1.8620.30 1.45+0.28 6.255 <0.001

IL-6(pg/mL) 53.91+7.31 45.69+5.18 5.883 <0.001
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Table 2  Logistic regression equation analysis of factors
affecting the treatment effect
WWHNZE  pIH SEfH Wald y* OR{H 95%CI PAH

bFGF -0.283 0.114 6.163 0.753  0.602~0.942  0.013

HIF-laa  —6.914 2.159 10.254 0.001  0.000~0.068 0.001
IL-6 -0.313 0.106 8.679 0.732  0.595~0.901  0.003
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Table 3 ROC analysis results of serum bFGF, HIF-1a,
IL-6 predicting therapeutic effects

BUOE R, i

o
TBFr  AUC  95%CI cut-off {H (%) (%)

bFGF 0.822 0.721~0.902 >44.52ng/L  85.71 67.74 <0.05
HIF-la 0.844 0.773~0.927 >1.65ng/mL  81.63 77.42 <0.05
IL-6  0.833 0.732~0.912 >48.84 pg/mL 77.55 80.65 <0.05

B4 0.894 0.815~0.952 83.67 83.87 <0.05
100 £k 35
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Figure 1 ROC of serum bFGF, HIF-1a, IL-6 to predict

therapeutic effect
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Figure 2 Progression-free survival curve of groups with
different levels of serum bFGF, HIF-1a and IL-6
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IL-6 5 H & PFS 45 5 , B XF 7l J5 A3 52 Wi 18 IR 25 5 |
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Table 4 Univariate and multivariate COX regression analysis on prognosis of patients with advanced LUAD

ek FAR BT EAE e
o FIHZREC ARfER HR1A 95%CI P EIHZREC ARfEDRR HR1A 95%CI P
A -0.107 0.241 0.898  0.56-1.441  0.657
5 -0.296 0.267 0.744  0.441-1.255 0.268
W2 S st -0.093 0.242 0911  0.567-1.465  0.700
ECOG 114> -1.685 0.375 0.185  0.089-0.387  <0.001 -1.535 0.423 0215  0.094-0.494  <0.001
TNM 533 -0.886 0.284 0412  0.237-0.719  0.002 -0.739 0.292 0477 0.269-0.847  0.011
bFGF 1.077 0.278 2936  1.704-5.058  <0.001 0.935 0.311 2547  1.386-4.683  0.003
HIF-1a 1.359 0.203 3.803  2.191-6919  <0.001 0.911 0.323 2486  1.321-4.679  0.005
IL-6 1.06 0.267 2.886 1.71-4.87  <0.001 0.703 0.291 2.02 1.141-3.576  0.016
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Expression and significance of serum miR-543, miR-25-3p, miR-370 in lung cancer
ZHENG Bo*, WANG Qi, CHEN Ping, GE Honglei

(Department of Thoracic and Cardiac Surgery, Liaoyou Baoshihua Hospital, Panjin, Liaoning, China,
124010)

[ABSTRACT] Objective To investigate the expression and significance of serum microRNA - 370
(miR-370) , microRNA-25-3p (miR-25-3p) and microRNA-543 (miR-543) in patients with lung cancer.
Methods 82 patients with lung cancer (lung cancer group) , 40 patients with benign lung tumors (benign
group) , and 40 healthy people (control group) who were admitted to Panjin Liaoyou Baoshihua Hospital from
August 2018 to August 2020 were selected to compare the miR of each group -370, miR-25-3p, miR-543,
using receiver operating characteristic curve (ROC) and area under ROC (AUC) to analyze the diagnostic value
of miR-370, miR-25-3p, miR-543 in lung cancer. Spearman was used to analyze the correlation between miR-
370, miR-25-3p, miR-543 and T staging and degree of differentiation, and the multivariate Logistic regression
equation is used to analyze the related influencing factors of curative effect. Results miR-370 and miR-543 in
the lung cancer group were lower than those in the control group, and miR-25-3p was higher than that in the
control group (P<0.05). Comparing miR-25-3p and miR-543, the difference was statistically significant (P<
0.05). miR-370 and miR - 543 were negatively correlated with T staging, and positively correlated with the
degree of differentiation (P<0.05). miR-25- 3p is positively correlated with T staging, and negatively correlated

AERB AT HEFTAFHRLEZER B (JYTYLXY202012)
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*iBAZ AR FR UK, E-mail : chenxing0127@163.com
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with the degree of differentiation (P<0.05). The AUCs of miR-370, miR-25-3p, and miR-543 for the diagnosis
of lung cancer were 0.775, 0.826, 0.843, respectively, and the AUC of miR-370, miR-25-3p combined with

miR-543 for the diagnosis of lung cancer was 0.942. Conclusion The expression of miR-370 and miR-543 is

decreased in lung cancer, and the expression of miR-25-3p is increased in lung cancer. They can be used as

diagnostic markers for lung cancer and help to evaluate the pathological characteristics of lung cancer patients,

thereby providing reference for clinical diagnosis and treatment of diseases.
[KEY WORDS] miR-370; miR-25-3p; miR-543; Lung cancer; Diagnostic efficacy; Curative effect
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Table 5 ROC analysis data
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miR-370  0.775 0.675~0.875 <0.75  89.02 62.50 <0.001
miR-25-3p 0.826 0.754~0.898 >1.65 69.51 92,50 <0.001
miR-543 0.843 0.768~0.918 <0.74  78.05 80.00 <0.001

BA 0.942 0.902~0.981 86.59  92.50 <0.001
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Figure 1 The diagnostic value of miR-370,
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miR-25-3p, miR-543 in lung cancer
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The expression level of IL-37 in patients with chronic obstructive pulmonary disease and
its correlation with lung function

ZUO Yangsong, ZHOU Sugin*, LI Yawei

(Lianshui People’s Hospital Affiliated to Kangda College, Nanjing Medical University, Huai’ an, Jiangsu,
China, 223400)

[ABSTRACT] Objective To investigate the expression of plasma interleukin-37 (IL-37) in patients
with chronic obstructive pulmonary disease (COPD) and its correlation with pulmonary function. Methods
From July 2015 to May 2019, 53 patients with COPD admitted to Lianshui People s Hospital Affiliated to
Kangda College of Nanjing Medical University were selected as the observation group, and 110 healthy people
in the same period were selected as the control group. The plasma level of IL-37, the forced expiratory volume
in the first second (FEV,% ) and forced expiratory volume in the first second as a percentage of forced
expiratory volume (FEV/FVC) were detected in the two groups. According to the results of pulmonary function
test, the observation group was divided into GOLD I group (12 cases), GOLD Il group (15 cases), GOLD
I group (11 cases), and GOLD IV group (15 cases). The levels of plasma IL-37, FEV,% and FEV,/FVC were
compared, and the correlations were analyzed. Results The level of plasma IL-37 in the observation group
was higher than that in the control group, and FEV,%, FEV,/ FVC were lower than those in the control group,
and the difference was statistically significant (P<0.05). Plasma IL-37 level: GOLD | group <GOLD II
group <GOLD Il group <GOLDIV group, FEV,% and FEV,/FVC: GOLD | group >GOLD Il group >GOLD [l
group > GOLD IV group, the difference was statistically significant (P<0.05). The level of plasma IL-37 in
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the observation group was negatively correlated with FEV,% and FEV/FVC (r =-0.730, P<0.001; r=—0.675,
P<0.001). Conclusion IL-37 is closely related to the development of COPD. It could be used as a marker for

clinical condition evaluation.

[KEY WORDS] Chronic obstructive pulmonary disease ; Interleukin-37; Lung function
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F1 FAMRIL-37 KFRAMIPEELLE (x+5)
Table 1 Comparison of plasma IL-37 levels and lung

function between the two groups (x +s)

HH o IL-37(pg/mL)  FEV,%(%) FEV/FVC(%)
YWEZH 110 46.24+10.38 03.06£13.12  91.25+10.82
WL 53 57.43+13.56 53.61+6.23 53.35+7.58

tH 126.914 20.767 22918

P <0.001 <0.001 <0.001

®2 MBEAZTAMEIL-37KFERMIEELLE (v=s)
Table 2 Comparison of plasma IL-37 levels and lung
function in each subgroup of the observation group (x+s)

215 n IL-37(pg/mL) FEV,%(%) FEV/FVC(%)
GOLD I #¢21 12  48.12%5.15 85.36+9.31 66.27+7.39
GOLD %4 15 53.39+6.26°  62.09+7.04"  57.23+7.05
GOLD %4 11 60.13+6.73°  43.82+6.28"  50.29+6.63®
GOLD V4 15 66.94+7.12%  26.91+3.53"  41.38+6.72

FIH 22.194 183.687 30.904

PAH <0.001 <0.001 <0.001

.5 GOLD [ 24 M I, 'P<0.05; 5 GOLD 1 4040 #H It , °P<
0.05; 5 GOLD I 240 AL ,<P<0.05,
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Figure 1  Scatter diagram of plasma IL-37 level and
FEV1% , FEV1/FVC in observation group
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Influencing factors of recurrence in children with Henoch Schonlein purpura and the pre-
dictive value of IgE and IgA levels

ZHANG Yan, SONG Xiaotong, WANG Yun, ZHOU Bin*

(Department of Pediatrics, Xuzhou Central Hospital Jiangsu Province , Xuzhou, Jiangsu, China, 221000)

[ABSTRACT] Objective To explore the factors affecting the prognosis of children with Henoch -
Schonlein purpura (HSP), and to analyze the value of total IgE and IgA levels in predicting the recurrence of
HSP. Methods Ninety - five children with HSP admitted to Xuzhou Central Hospital from January 2019 to
January 2020 were selected for the first time. Based on the follow-up recurrence results, they were divided into
the HSP recurrence group (31 cases) and the HSP non-recurrence group (64 cases). The changes in total IgA
and IgE levels between the two groups were compared, the receiver operating characteristic (ROC) curves were
established to analyze the efficacy of total IgE and IgA levels in predicting HSP recurrence, and multivariate
logistic regression analysis was used to analyze the risk factors for HSP recurrence. Results The family history
and respiratory infections in the HSP recurrence group were significantly more than those in the HSP non-
recurrence group. The HSP recurrence group was significantly less prophylactic, diet control, and exercise

restriction than the HSP non-recurrence group (P<0.05). There was no significant difference in the total IgA and
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IgE levels between the two groups at admission (P>0.05). The total IgA and IgE levels in the HSP recurrence
group at discharge were significantly higher than those in the HSP non-recurrence group, the difference was
statistically significant (P<0.05). The ROC curve scores showed that the AUCs of IgA at discharge, IgE at
discharge, and combined prediction of recurrence were 0.633, 0.894, and 0.892, respectively. IgE at discharge
alone had a high accuracy in predicting HSP recurrence. When the best cutoff value was 76.205 IU/ml, the
sensitivity and specificity are 100% and 65.6% respectively. For the recurrence group, the total IgA and IgE
levels were not statistically significant when compared to the first time when they were hospitalized again (P>
0.05). There was no significant difference in IgA levels between the first and second discharges (P>0.05).
Compared with the first discharge, the IgE levels were significantly higher when discharged again, and the
difference was statistically significant (P<0.05). Multivariate logistic regression analysis found that high IgE
level at discharge, family history of HSP, occurrence of respiratory tract infection, no preventive medication,
uncontrolled diet, and unrestricted exercise were independent risk factors for HSP recurrence (P<0.05).
Conclusion IgE predicts the recurrence of HSP with high accuracy when discharged from hospital alone, and

high IgE may increase the risk of next recurrence. There are many risk factors for HSP recurrence, and targeted

prevention is required.

[KEY WORDS] Children with allergic purpura; prognosis; Recurrence; IgE; IgA; Predictive value
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11—k

PEHL 2019 4F 1 H % 2020 4F 1 H 48 M 7 hors
B W6 1) HSP &L 95 fi], 20 A AR IE - £5F & 2005 4F:
W Y 40 XU 95 BB B (ELAR ) Rl R L 28 W5 0 5 )5
1A 75 12 (ESPN) J 32 [ WUE p 25 (ACR) AL [ Al
JE [ HSP IZWibn il , B B I R o HEBRPR I : &
JEIF B A AR D Re bR R L A IF LAl A2 ik
Fepeii L A I s L DL R B LA
Ja& JC % AT Bt 5 A e B D O R R R . AR

B, e — B kL, PN 2 T 1 1) AR IS (HSP K%
SR 5 SR b Ao B AR DU i A L IgE L IgA UK
Yo BRI, BEATREDT 12 A L iE R E LB
W T G AR O T 2508 B0 R R i O R
FLE SIS . AT 4 R B Ae BILZE B2 At
WE . ST IS . XZXY-LQ-20170823-033
1.2 B RFIWbRiE

JET A & IR RRAE AR - HSP I PRAE IR A5 71
KA BV B BN E & % IR IRIG
W5 FESEATREDT R 12 S ] oK B HSP i
PRIER, WA E RS K o IRYBFE VT K45, 4
A HSP &2 A& 21 (31 4] ) F1 HSP AR & 41 (64 ) .
1.3 Giile#abs

I3 FH SPSS 22.0 GE 14K A 78504 73 B 5 14K
B (%) R 47 AR A7 & 1IE S BT
TORHH (x 25) 3R A7 e K299 . W —JT Logistic 7]
VAL 3 A 75 20 0 A 5, BDIE 548 A s R 321K
H TAEFRHE (ROC) M 26 43 Br i 2 Tl 0U M {5 R
FH Z.5T Logistic )543 #r HSP & & 1) 5% i K %
P<0.05 A ZERAGI 2 L.

2 #R

21 AR LR

HSP & & 2H 5 % W 0 3 Jk LA 1 I ik %2
T HSP K& 41 ; HSP & & 4L Wi FH 25 ik & 45
BERRH /D FHSP RE A, ERASITFE
X (P<0.05), WFE1,
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x1 FWA-RABLE (2(%), (x£5)]

Table 1 Comparison of general data between the two groups [n(%), (x+s) ]

21 51 n R ) WY (L) K - 37 Je 0 B77 F 24 R EFE iz Bl il
HSP & & 41 31 19(61.29) 6.28+2.36  23(74.19) 25(80.65) 10(32.26) 13(41.94) 12(38.71)
HSP K& 4 64 33(51.56) 5.97+2.24 15(23.44) 29(45.31) 37(57.81) 41(64.06) 46(71.87)

1 0.798 0.622 22417 10.628 5.456 4.168 9.661

P 0.390 0.536 <0.001 0.002 0.028 0.049 0.003

2.2 WAURIEIES LR IgA JIgE AKF LR

AR W 2H 55 1gA JIgE KV A, 22 R 651t
22 X (P>0.05) ; i BE st HSP &2 % 41 . TgA JIgE 7K
SEHEH B R T HSP AR AL, 2R A geit2r i L (P<
0.05), W2,

K2 MARFREE IgA TgE KL (x+5)
Table 2 Comparison of total IgA and IgE levels between the

two groups in different periods (x +s)

IgA(g/L) IgE(1U/mL)
A n ABERE R BT H B
(2Pl (i) () (A1)
HSP & %4 31 1.8520.56 1.57+0.36" 192.54+75.16 125.08+35.86"
HSP K Z 4 64 1.79+0.53 1.4120.33 185.42+68.25 67.16+28.57
i 0.508 2.151 0.461 8.509
P 0.613 0.034 0.646 <0.001

1 5 HSP R &2 41 e, *P<0.05,

2.3 IgA IgE KIBA Tl HSP & & (AL ie s M
ROC Hh &4 R B , B IgA | H BE i
IgE K Wi 0B A5 48 br 000 & & 19 AUC 43 51 0
0.633.0.894.,0.892, i X ik Z Ky 35 45 K o, B
B 1gE B2 P 2R 16 & 48 b (19 AUC B i & T ) B i)
IgA 1Y AUC, 22 5 A ge it 5 L (Z=3.184.3.760,
¥ P<0.05) , i BElT IgE 5 LA F8 bR 1Y AUC L
B, 2R IGHFE L(Z2=-0.045, P=0.964) . 4HL
B AR I FE T, Y B i IgE $8 A5 1500 A4 B0 B
1.000(100.0% ) , £ 573 4 0.656 (65.6% ) 5 P TEE A
T8 bR 09 UK E K 1.000 (100.0% ) , 457 5 1 0.562
(56.2%) . W3 3.
2.4 HSPE kAWK ABEHT IgA IgE K- LK
Xf F HSP &2 & 40 5 L, B A BERT 5 1 U

IgA \IgE KF HL#L, 25 S G 127 7 L (P>0.05) 5
IgA B R BRI BER A L, 22 R G4 8
SLCP>0.05) , FRUCH BERT IgE 7KW1 5 T Ul
B K-, 22 A G L (P<0.05) . W3 4,

K4 HSPERABRHNR [gA B KFLLE (x£5)
Table 4 Comparison of IgA and IgE levels in the HSP

recurrence group on two admissions and discharges (x +s)

s} IgA(g/L) i P IgE(IU/mL) i P1A

ABE I 1.85+0.56 192.54+75.16
-0.509 0.614 -0.213 0.833
CATEN) R 1.9120.58 195.46+68.75

HigEmf B IK 1.57£0.36 125.08+35.86
o -0.817 0.420 -2.209 0.035
(M) PR 1.63+0.41 138.27+33.64

2.5 HSPE KINZHNEK Logistic [F1H 9443 H7

PL4L 5] (HSP &2 & 21=1; HSP K & 41=2) K [
i, DLl BE AT TgA | B i IgE K s (1=47 5
2=T0) WP E L (1=4 ;2=T0) .5 25 (1=F;
2=T0) REES (1=F;2=T0) iz gh R Hl (1=1 ;
2=T0) N A&, WAL H K Logistic [A] 5117
15550, 8 R R, i BERT IgE /K48 A7 7E HSP
FNGE R AW IR B R B 2 R R
& A BREHZ 334 A HSP &2 % 1) 3l 37 M G 6 L &
(P<0.05), W5,

3 it

IO SR — B A A S PRS2 IR
D/NLAE RAE , AT R A B AR GE, £ 2R
NHERPE B2 ST 5 MR 0 L R AR
o I R R B TR ) S LTS IR SRR, KRB S
BEILSTER G 1TAEN I BLE KL . HSP & A&

%3 HBTA IgA IgE REXA T HSP £ & # ROC fi £ THEFR AUC 7347
Table 3 AUC analysis of the area under the ROC curve of IgA , IgE and the combined prediction of HSP recurrence at discharge

o 4 SR A AUC bRt 95%CI cut-off {H EAIRE S R R TR PAH
HBeAt IgA (g/L) 0.633 0.061 0.513~0.753 1.170 0.278 0.903 0.375 0.036
B 1gE (IU/mL) 0.894 0.031 0.832~0.955 76.205 0.656 1.000 0.656  <0.001
IS 0.892 0.032 0.830~0.954 1.000 0.562 1.000 0562  <0.001

T AE AR S k.
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5 HSPEXMEEZE Logistic EF45 47

Table 5 Multivariate Logistic regression analysis of HSP

recurrence
R Z Bl g{g Wald {H OR{H 95%CI PAi
H b
MWEE -15.023 4.748 10.009 0.002

HIBER IgA —-1.820 1.765 1.063  0.162 0.005~5.149 0.302
HBERF IGE 0.109 0.037 8561  1.116  1.037~1.201  0.003
FHEE 3109 1.119  7.723 22405 2.500~200.778 0.005
MM E G 2,168 1.097  3.905 8.738 1.817~74.997 0.048
TG AZE 2527 1211 4.356  12.514 1.166~134.254 0.037
TR 2,755 1283 4.610 15726 1.271~194.502 0.032
Tz RE 2.074 1.009 4227 7.9547 1.102~57.470 0.040

SR LB il R i 1™ o £ R S IR E LR T
e, R A S48 08 & TR, AR B 3t 47 BHLIKT |
ik HSP & & & A & HSPIRYy I iz —

b BT SR ) R IR ML 0 A 5 4V AT, Bt I
IRIFFEABIR A, K R 25 LA SSRGS R R Ah 4t
HR P 20 2 PR SRR K B T S e A
1) A=A B VIR CHE™ Y b 40 MU 7E 52 29T
TR, AP 200 B AR 2 mp ) 45 o 0 0 I
U, AL = A= fo b 4 A A S B A, & LAY
9 1gG . IgE . IgA. IgE . IgA ¥4 B 452 4P 5 il 4
PR AR 2 TR IR |V R S E Y
IgA SEAUAAVHEOR AE I EZY T, Y 1gAl 5
BREBRER 1 A TE I AR RED s A SRS UA R &2
G, AT IS B Nk sl A, T 1R
JIE R TR, #5170 s v S BURE
RS E— LN, 1gE BA 5 1 RS A R iYL
A, H F 2R N S 2 W 491 st g
PERENG TR 85 5 TR 245405 RS it 28 R XU
Reapi: HUBRGedL T 5 IgE T s AWFFE B, B
IgA IgE /K5 HSP &2 R AAAE kM . ROC £k 4y
M BR, Bl Be et TeE Wil HSP &2 & e = , 24
T 76.205 TU/ml I, HAUREE R 100% , £8 55 H
65.6% , X H 7~ IgE WA A F5 br ) HSP & & #E17 i
D, 75 HSP &2 & wlpy - 2A RN M E. Bak, Ao
KB, X F HSP & K 41U, PR BERsT 1gE /K-
I = T B R BE R KO, ik 4 7R HSP 8 IgE
PR S AT AR R KU

H T, A & R AR e W . AF
FEH, Z R 2 Logistic [F1H 53477 & BL, 77-4F HSP Z %
SR APIGE R R G RS TIRE RR
iz s34 HSP & &k ST ek R 2 . BT, A
A BT BT a8 e HSP &2 &, 1T LA 3E Ao P 3 Je e

W25k 2 B 0, R, B i B e i 258
JE AT — LR EE AN SAUTE B, SRR T 25, B
R 1 ST, A e B H A T b Rk A R JER
P TR B IRYT , LB E R I AR 4L, AT £ X HSP
FRMATIREZG o G RAFSE & B, 76 AT 1~3
J&, 280 LT H 2] E P LR . B
IR HSP & & W B ZE R 2R, B 90% 148 1
JER B T, f0 MR A 0 RO B A T R A
EAH, A5 FEWURENE, F, 8RR
TrEE A SRR A R G A 38 bz oy
HESERAATS) , HETAT 5cd  HSP &2 & XU

Zi b, Boph i BE A TgE T HSP & & R
PE R, HSP & & sl in F UORUES: o A ARk e
HSP & & , il X W W 38 YL AT By o R, X ik
HEATE S, > R E A I His gk B
PABE AL IEHT T o

5% ik
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BRATREN RDW . D- R MAHI BNP £ PERH 2 PR ilids
o i VAL B b i

I RWAE dEb EXH BRE

(# ZE] BH  HRIUTHCA RN L0400 73776 98 B (RDW) \D- —R{& (D-D) K &4k ( NT-pro BNP)
T2 BH ZE P Bt (COPD) J W12 Wr s 175 P-4l S U B0 R A B . A7 3k 43HT 2019 4F 7 A % 2021
AF 4 F N SE LSk T AL AR AR P A = T R BE TR} A ICU LI 119 162 1) COPD £ 3#%5  COPD 41, J [H]3Y
100 1)t e ARG, N 53 S 6 28 A I R B sk R X BB 4 . Hd COPD 2 5 %1 HE 41 RDW . D-D \BNP /K -2
5o [FEPFE COPD % M I ™ AR B R B ARAE B I ST S 2 B AT 40 4, RS R 4 B T iR
# RDW .D-D . BNP /K V-0 [a] 2= 5 . [6] i} ] Person 43 #ff RDW . D-D . BNP 7K - 5 955 175 ™ 5 i B A 56k
ZE  COPD 41 # BNP.D-D .RDW /K- T Xt B 40 , 22 T4 G it 24 8 L (P<0.05) 5 A [l 17 7L i 40
BNP .D-D .RDW 7K U85, B4 > B> AL, 2 A BT 22 L (P<0.05) 5 & 31 il sl bk s 1 S o
W% 32 4 8 7% BNP . D-D \RDW JK V- 5 25 15 T oK & Il 3l Tk = 15 B v W 3 oy 7B 3 5 JE T 240 8 3% BNP |
D-D .RDW 7K 3 i3 FARIET- 41, 22 5 ¥4 G i1 5 L (P<0.05) ; BNP . D-D .RDW 43 5| 559 15 ™
AR TEAA R (1=0.853 ,1»=0.853,,=0.856,P<0.05 ), £t B4 RDW . D-D BNP % COPD 1]
LW T PR B TS TR e i (L

(8] 1S PERHSEVENTG ; 20 4010 56 5 5 ANk ; D- 3Rk

The value of combined detection of RDW, D-dimer and BNP in the evaluation and prog-
nosis of chronic obstructive pulmonary disease

WANG Di, ZHANG Lihua, LIU Yanwei, WANG Wenjing, TENG Honggin*

(Department of Clinical Laboratory, the Third Hospital of Baogang Group, Baotou, Neimenggu, China,
014010)

[ABSTRACT] Objective To explore the value of combined detection of red blood cell distribution
width (RDW), D-Dimer (D-D) and brain natriuretic peptide (NT Pro BNP) in the early diagnosis, condition
evaluation and prognosis of chronic obstructive pulmonary disease (COPD). Methods the laboratory
examination and clinical data of 162 patients with COPD treated at the respiratory department and ICU of The
Third Staff Hospital of Baotou Steel Group, Inner Mongolia from July 2019 to April 2021 and 100 healthy
physical examination personnel in the same period were analyzed retrospectively. The serum RDW, D-D and
BNP levels of COPD patients and normal physical examination personnel were compared. At the same time,
COPD patients were divided into groups according to the severity of the disease, whether there were
complications, and prognosis. The differences of serum RDW, D-D and BNP levels in different dimensions
were compared. The correlation between the levels of RDW, D-D and BNP and the severity of the disease was
analyzed by Pearson analysis. Results The levels of BNP, D-D and RDW in the COPD group were

significantly higher than those in the normal physical examination group (P<0.05). Comparison of the levels of

KA A 6 kT E T AAHE XA B (Wsjj2019093)
HE . ARFTAATOMERNE ZRITERARA , AZE, &% 014010
*BAZAEE B K Z, E-mail : wifg6969369@163.com
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BNP, D-D and RDW in different disease severity groups, severe group >moderate group >light group, the

difference was statistically significant (P<0.05). The levels of BNP, D-D and RDW in patients with pulmonary

hypertension and respiratory failure were significantly higher than those without pulmonary hypertension and

respiratory failure. The levels of BNP, D-D and RDW in the dead group were significantly higher than those in

the non-dead group, and the differences were statistically significant (P<0.05). BNP, D-D, and RDW were

positively correlated with the severity of the disease (11=0.853, r,=0.853, 13=0.856 P<0.05). Conclusion The

combined detection of RDW, D-D and BNP has high predictive value for the early diagnosis, condition

evaluation and prognosis of COPD.

[KEY WORDS] Chronic obstructive pulmonary disease; Red blood cell distribution width; Brain

natriuretic peptide ; D-dimer

12 P FH 2€ 1 Jili 9% (Chronic obstructive pulmo-
nary disease, COPD) J& W R 48 % WLB i ", 4f &
T 40 % DL B NTE, 2L 52 BRI W2 e R
HRRIE® B KRR TR A S A
BB B S R E AR R A R
HLI 7T fig 55 240 M DR 3230, 580 S N A5 5 3B
Tihe 5 M 22U R AR C ™, il H COPD 2 AR 58 4
A3, AT PR E R IR AL T 2 R RN s
S U T BE WAL, DA 3G 10 0 W s 0 S AN R0
25 Jry U, J 300 D00 T+ 00 A 3 ks e ik o
I P JUE A A 22 R O R R e R AT
Frxt COPD #1475 W2 W ik 1 A 33 0 i 2 A
TR L T RETE br AT S Bl T R S
S e R I, DR O3 i RS it 2 e A VA2 Wi
LAk COPD W< hmifE. (HAFSER W], COPD 1%
A= K I i J AT RESE A DR 24 R 48, AT Rgvs )
WENTFAE . T ARG 2R H A e 0 21 241 e
4345 T8 72 (red blood cell Distribution width, RDW) .
D- &K (D-Dimer,D-D) i} ik (Brain natriuretic
peptide NT-pro BNP)7E COPD -2 i i 15 P FAk
S S Al . B 7E R 7R COPD &4k K i
() N ZEAIL T B B A A8 el 5 94k i o

1 ARSI

11—k

AT 2019 4F 7 H & 2021 4F 4 H N5 4k T
AR A5 = T BE B P N ) 22 ICU iR 1Y) 162
il COPD H # S 5 25 46 A S I JR 9 &), > COPD
41, b B 82 fil £z 80 il ; AR #AF- 14 (61.32£17.23)
& AL R 51 ), TR 53 4, E 58
1] 5 1 & Je < R 11 80 31, M i 1 82 415 I &
SiE < A Il 0 ik = R 68 1], & A5 5 il 3 Bk = R 94
B, 5 WP P 3238 52 461] , A A I P 5 110

s e FET- 12 6, A A7 150 6l BRI A 100 4]
it FRE ARG N B3 S50 = G A K I PR B8k, A %o BB AT
HAr 55 51401, 2 49 1, 4F #3744 (62.34+18.21) %
Hirf COPD 4 3 5% BRA N B ZEAE G PRSI O
SERORIT LS, 22 R IES TR L (P>0.05) .

YABRUE AR I P B ZE R il 275w ) b
FSIZWibRE™, OZ M ekl . CT 45 )7 LB i
#i2h COPD i . WK 1. @IS0 g =
A Sl ) R A I A BT RL ST A R . BRI 40
UL b HEBRARTE - OHERR Ml ik %€ | il £F 4
b S il 5 A S LB R R R . QR AE
RE BB L I FR G S R B T RE T i R
@K Atk mizE At D UESE 45 .2 J8
T (S e A CVY < s g B = O 17 N o
AW L R BB AR B S b . B R B A H
ZATRE A

’

TE Ay B CT M BR , BOE A 2 K /Mg Se X, g R o
R COPD. B WK B A R AR T UL, 72 s L ik S 38 (g /I8 - s
B COPD, #i sk R/ e R Fy Ik iy /M kt . C S de /N7l e 5 4
JRAZ AT UL, /i eps 28 COPD B0 31
1 Fu /N COPD B CT #4& R I
Figure 1 CT findings of central lobular COPD

1.2 Fik

A Bt 5 R4 B # ki 3~5 mL, A 10 cm i
B0 AE 1000 t/min (33 B0 5 min, BCE TR
57 % T EP B o, IR A7 T - 80 CAIR Ik vk 46 1%
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Ko iz F LA 2 D61 A6 1L T BNP /K-, fif
A48 F % G Cobase E411 HAL 24 &G RE 7 B4,
I 2 IR & R & IR o [ A
20182401625 ) o K FH 2L e 8 Ll b 32 46 00 1 35
D-D /K-, fifi X% A Sysmex CS-5100, i 7 & 11
FAb Tt 2 IR FE A B A BR A 7] [ 2 25 Wb
(E) 5 2014 % 2400676 5 |,

AR5 H A I 2 mL, 12 i K2-EDTA £ —fi%
VU 7, R Pi B 770 $E 47 Bt BE 5 75 A, 32 FH Sysmex
XN-1000 I 21 L 73 Br AR RDW - 3/ 5 7™ 4 44
PR o SAN AR UL R 1T o
1.3 Gitsrtr

iz FH SPSS 22.0 i A1 5 s 43, 75 & 1B
O3 A B ECEORH (3 +5) R, P41 He#5iz FH
STREA R . 24N s T N 22047,
ZH N b EH LSD-t K5 o iz FH Pearson 43T IMiL ¥ IfiL
I BNP.D-D .RDW /K- 5 COPD ™ 5 4 i A ¢
o P<0.05 H2ZERAGIHE L,

2 R

2.1 COPD 4 i # 5%} 4 BNP.,D-D .RDW 7K
- A

COPD 4 % BNP.D-D .RDW 7K *F- & T %} if
H, ZRAGIFE X (P<0.05), WLFEI1,

&1 COPDAHEHS¥HREBNP.D-D.RDW /KPFLEEL (v+s)
Table 1 Comparison of BNP, D-D and RDW levels
between normal physical examination group and COPD group

(xxs)

251 n  BNP(pg/mL) D-D(pg/L)  RDW(fL)
COPD4l 162  498.72+59.84  334.26+24.32  57.65+7.42
XHREZH 100 124.57+20.34  124.35+21.57  40.23+4.52
1l 60.372 70.807 21.168
P 0.001 0.001 0.001

2.2 COPD A [A) ™ 72 f i %5 BNP.D-D ,RDW
KA He A

L COPD ™ &2 JE 4y tH 4k 5, 45 2 /8 4
BNP.D-D .RDW /K- b5 - 8 B 41 > B 41 > 56
H, ZRAGIFE X (P<0.05), W32,
2.3 COPD 5 Jf i 2 ik = Hs 41 5 A & - Iili 3 Jok iy
J£41 BNP .D-D .RDW /K- b §5

A F1- il 30 ik = 4 #8 #% BNP . D-D \RDW 7K
BE®STREIEMNIKEEA, ZERAGRIT¥E
X (P<0.05), W3,

&2 COPDARE™EREEHE BNP.D-D.RDW KF
ttﬁ (Eis)
Table 2 Comparison of BNP, D-D and RDW levels in
patients with different severity of COPD (x+s)

205 n BNP (pg/mL) D-D(pg/L) RDW ( fL)
BEEH 51 433.91239.41 307.70+15.33  49.67+4.41
R4l 53 496.06x11.47 333.60£6.25°  57.14=1.91*
TR 58 558.13+35.71°  358.21£14.61°  66.13+4.58°

FAH 212.046 212.219 219.162

PAH 0.001 0.001 0.001

e 2 G HR 2 A *P<0.05, 5 R R 4H [ A PP<0.05,

&3 COPDAHzhkEEASREHMMaNKEEHR
BNP.D-D.RDW 7K F L8 (x+5)
Table 3 Comparison of BNP, D-D and RDW levels
between COPD with pulmonary hypertension group and non

pulmonary hypertension group (x +s)

20531 n BNP(pg/mL) D-D(pg/L) RDW(fL)
KA I BNk R 2H 94 460.66+41.62 318.75+163.94 52.84+4.88
EIEh K 4] 68 551.34£36.85 355.70+14.80 64.30+4.68

t1H -14.351 —-14.430 -15.005

P{d 0.001 0.001 0.001

2.4 COPD & I W g v 21 5 R & I P s v 241
BNP .D-D . RDW /K- [£ 45

& I WP R 20 5 BNP . D-D \RDW /KK i
FRTREIEER R, 25 A5 2FE L (P<
0.05), W3K4,

&4 COPD AHMIRFIHHESREHIFRFIHHBNP,
D-D.RDW K FE L8 (x+5)

Table 4 Comparison of BNP, D-D and RDW levels
between COPD combined with respiratory failure group and
non combined with respiratory failure group (x+s)

2151 n  BNP(pg/mL) D-D(pg/L) RDW(fL)
KAITEMFW M 110 485.69+43.19  322.14+17.70 53.86+5.15
BT REE 52 526.34%35.46  359.91x14.50 65.68+4.52

t{E -13.596 —13.405 -14.175
P{H 0.001 0.001 0.001

2.5 COPD 4174 5%C1-4] BNP.D-D .RDW /K-
HeA

FET-41 % BNP . D-D .RDW /K- i 3 & 1%t
M, 27 A 5 X (P<0.05), WK 5,
2.6 BNP.D-D.RDW /K L4 5 COPD ¥ 1 ™
AR 2 A e

Pearson FH G404 75, BNP(7=0.853) .D-D
(r=0.853) .RDW (r=0.856 ) 5 %5 15 /™ #. T2 FE 22 [A] 17
FEIEAR G, H BNP 590 1 /™ 5 A% B 2 M) A7 7R 300
HH (P<0.05) .
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%5 COPD 4754 5% -4 BNP.D-D.RDW K-F L%
(x+s)
Table 5 Comparison of BNP, D-D and RDW levels
between COPD survival group and death group (x+s)

41 51 n  BNP(pg/mL) D-D(pg/L) RDW ( fL)

AAFEH 150 489.07£50.49  330.3022046  56.42+6.19
FJETZZH 12 619.38+26.84  383.71x10.29  72.99+3.63

t{H -8.823 -8.932 -9.161
P4 0.001 0.001 0.001
3 itig

COPD Hy M- 8 %t 5 UL , 76 8 B B
W] 3K 8.6% , T 1E 40 % LI b AT vh & 0 %
I8 13.7% . ZREA T e TR, &
LI A R Ay B o) S L M IR R LT A2 T R
WP PR E ST B 5E R B RO A 2 B 8 LK IR
SRR Z B FRAR A B TgE k%
HEHNZRKEMEEEHT R COPD k4t. A%
AR ERRTURL AR N BT BB S & RRE R | e R
7 R AR BRI | 2 L3 7 S FEAL A

A5 45 iR COPD % BNP 7K - Fil s 1
J AR EE T R, A I 3l ok v e B W I g
F8E BNP K 5 25 5 T oK A 91 i 3l ik & TR S v
W gy FR A TR AE T 40 5 % BNP K- I 3 5 T
RICT-4H , H. Pearson A %7 #71 . 7 BNP /K F 5
i 18 7 R A 7E IE A 56, B BNP /K P #
COPD J 1f5 # ™ 5 . 3¢ W] BNP 7K F- X} COPD J 1
FWE A B A — s i E . AT R B,
COPD & B J& — F ] 42 il I A7 10 P I 28 B ¢
g, (0 L I EL A AT M RO S8 A ] vk R A
FES I U R b R rp, il oe R SRR i A
e s 45 235 7 55 Ty g el A ol <03 B T, AT
M Bh bk R, A B GO R, S BUL E RS
SEA e AR TR, b A s B R O R A R O
o T BNP =5 B R T 0 28 i s ook 22 v 1)) 24
o5 TR g B g G K 2B 5 Bt K ML o 3
S RO JILZE L, DT BNP 43 0638 i, e &
i 3% oh BNP /K34 fn K Ik BNP X} COPD
I 18 VAR, 0 I Y A I il 0 Wk e e B i 8 1 0 ik
s i LA 55 A (B

AHF5E 45 Al i 7R COPD 2 3% D-D /K - Fifi i
5 7 R B I G0, HLA I W 3k 5 e B R
Uy FRE D-D KOV 3 5 TR A I il 3 ik s e S R
Wik B IR AET 4L S D-D K F & & T

RIET-4H . £ 13 D-D /K F-%F COPD i 1 K it
Ja VG B — M A, BF5T R COPD & A Kt
JE B 2R R AE 55 A% 00 P A il L 5 il S B 1) 4
PRI 11T B S G A1 i £E7E 30% 175 RS B 1) 2k
JnE & COPD, 43 A7 Il # JE 5 A fig J& COPD &t in
HIERZ — o YRIE KA E WG ok
S A AT R A R SR ERER
SiE A BT, 40005 A PN B, DT 5% 8 Y BT I A
Y B M /N R AETE AL, BUOS B ILIR R S LTI R
Gt , UL AL T 27 %5 R G55 T e Y D-D /KB 2 AH
BT AR RAEE ST SR B, COPD &tk i R
12 D-D /K i 3L K 3455 . 2R A0 o7 &
D-D 7K AT Sy 378 39 i B BB 1 356 19 2 7 F 6 1R
%, Wik D-D Xt COPD #5114 , Jt H: 24 COPD
AbF S A B S AT

RDW J&&— 51 25 5% fii 50 (1) 1L 3 FUAS AL F8 b, R
T VAL ML RGeS s LGOI REAN 4
iti 3y Jok i R A5 B R SR K R SR AT AE R ) G
% . AWFIELE R H R COPD i % RDW /K - B s
55 7 E R RGN, H A I S0k e e B T e
B RDW 7T 5 35 5 TR 01 Il 2l Jok s 1 B o
W v R, TR AE T 41 BB RDW /KT i 3 5 T
KIET-4 . W RDW /K 1] 4 504k COPD i
T E R LR . HAERMLEIAT , COPD B
MR Z b FARECRES , IR LT 4 i 2E 5 &K (EPO)
SR DR IO ST BN e 2 R A AT AN i
Ay b AL, PRI RDW K S T i35 0, il 52k R
COPD A AN AL Jili 5 A% B 5 4 s N7, i H <38 &
I3 A ZHERZH S 52 5 RER N . HLIE
PR B A AR B 7, dE e o 48 A 3k
G AN B B I = % S AR 7 2 N
I, RDW 7KF- T Atk RDW 1] 2 i AL AR R
A SARAE N TE B, T E COPD H & H5 DAk 5 1
WA

Zi b rik . B A K 0l RDW ., D-D ., BNP %
COPD R HH12 Wr s 17 Ak S il Jm LA 4 v 1 il
AN E

%38

[1]  Petit A, Knabe L, Khelloufi K, et al. Bronchial Epithelial
Calcium Metabolism Impairment in Smokers and Chronic Ob-
structive Pulmonary Disease. Decreased ORAI3 Signaling[J ].
Am J Respir Cell Mol Biol, 2019,61(4) :501-511.
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LMR 55 STATS {ESRiE Pk B A E8 2 B o7
iR

WA £IEE HRARM I

(# ZE]1 BHH HEITHAE I A0 A/ A% 4 45 (LMR) 515 5 7% S RV sk TG Ak 7 3
(STAT3) 5 55 156 76 T R 18 P K B 4 f itk (9% (DLBCL) A T i . ik #E4% 2017 4F 6
A Z 2020 4F 9 JT V5 22 B B Jm 5k 30N R B BE U A B 6 T7 DLBCL f8.35 98 i (W55 41) 5[] 1 B 14 e
fet e 42 19 (RFREZH ) , 234 LA A BF 5 % 42 LMR {8 5 STAT3 £ik 2 5%, LI BRIE 14E N B0
RO, B TR L e FETHIBTURE ML, —4E A TS RE WG BRI, A2 K5 ST T
JEARK . AHTAL TSR TSRS T 835 LMR {H . STAT3 F ik &5, KK LMR . STAT3 7 DLBCL il J5
T TER . R W4 LMR 358 T X R4  STATS FHPERIA 0 3 5 X IR, 2 R B Gie#
7 X (P<0.05), LMR [k \STATS3 i 2 1% & DLBCL H 3 15 ARG K N 2, H il 52 50U% N 89.5%
94.7% , ¢ 5 K 60.8% . 45.6% , Wi # WA T B R A R 89.5% SN 79.7% , ROC [l £k F 1 L v
7£0.845(P<0.05), #5i LMR,STAT3JE DLBCL H3 Fil 5 A KGR R &, Bl B I 34 7T A I1f6 R
TG BUIEAL W AN

[SE58IA ] Ik g B it/ i AU RSO 5 SRR B 4kt s TR

Application of LMR and STAT3 in prognosis evaluation of patients with diffuse large
B-cell lymphoma

KUAI Xiugin, JIANG Xuanxing, WEI Yongmei, SUN Jing

(Department of Clinical Laboratory, Zhangye People’s Hospital affiliated to Hexi University, Zhangye, Gan-
su, China, 734000 )

[ABSTRACT] Objective To explore the application of peripheral blood lymphocyte number/ mono-
cyte number (LMR) and STAT3 in predicting the prognosis of patients with diffuse large B-cell lymphoma
(DLBCL). Methods from June 2017 to September 2020, 98 patients with DLBCL (Study Group) and 42
healthy people (Control Group) were selected from Zhangye people’s Hospital Affiliated to Hexi University.
The differences of LMR value and STAT3 expression between the two groups were analyzed and compared.
The prognosis was judged by the cure of DLBCL within one year after hospitalization. It was good if it was in
stable stage within one year, and poor if it was in progress and recurrence. The LMR value and STAT3 expres-
sion of patients in different prognostic states were analyzed to judge the poor prognostic value of LMR and
STATS3 in predicting DLBCL. Results LMR in the study group was significantly lower than that in the con-
trol group, and the positive expression rate of STAT3 was significantly higher than that in the control group
(P<0.05). Decreased LMR and overexpression of STAT3 were risk factors for poor prognosis in patients with
DLBCL. The predictive sensitivity was 89.5%, 94.7% , and the specificity was 60.8% , 45.6%. When the two

were combined, the sensitivity was 89.5% , the specificity was 79.7% , and the area under the ROC curve was

AAFR HH A B R FEE (B F A A A %)) (16JR4RB469 )
Ve A T F R WS RARAR B AR B A W, SR AR 734000
*BAZAE M) A%, E-mail : kxq1965a@163.com



STEWER T 20214E12 0 45134 45128 T Mol Diagn Ther, December 2021, Vol. 13 No. 12 - 2043 -

0.845. Conclusion LMR and STATS3 are risk factors for poor prognosis in patients with DLBCL, which can

provide some value for the evaluation and judgment of prognosis in clinical patients.

[KEY WORDS] Number of lymphocytes/number of monocytes ; Diffuse large B-cell lymphoma; prog-

nosis

4E 2 4 4 Wk [ 9% (non - Hodgkinlymphoma,
NHL ) J2& H A 508 5 5T Y — 270 57 505 1 B PR
PR PE K B 4 i 4k [ 9 (Diffuse large B-cell lym-
phoma, DLBCL ) J& H: 1 /& s 41 8 4 v — i, AT Gk
A NHL 49 B i = r 2 —'" . DLBCL £k T
T AR £ Pk, 5 HAth NHL 28995 K [R] , DLBCL 7]
PR R b BB EVR . BT IRIGIT T &
Z RWIPATT , BB TEIR AT e (H 2 80UR
HWGR 2% o WA B2 EOR KR B8 1) 25 W) F) %
BTN T DLBCL IR YT, B B K AR A7 1
0 AT B AP 2 EAT A o AR L AR
ATk B RAIREY . NI BI R R RR
7 B A, ey DLBCL i & 717 749 B 2FAl
BOCE R AR, A bsic Y e T 228 50%
TG PEAL , bk 0 20 5/ 5 A% 20 i 40 (Lympho-
cyte number / monocyte number , LMR ) /E A HLIA
FEARIC Y B #OUE 58 w] T 42 25 DLBCL T 5 1§
Mo AF T T AV 58 AL 3 (Signal transduc-
er and activator of transcription 3, STAT3 ) 7E S {4
KA K EREIEEEN, S BEWEA —
FEHCAR o WP E DLBCL U E IR Y7 S0% , BEAIG T
EARME, BELE AT mIKER KR
LMR ., STAT3 7€ DLBCL i J& -4 i i o 3R 41
STER/ (1 N

1 ARSI

11—k

Xt 2017 4F 6 H % 2020 4F 9 H R FHE 0 FE
YBUAT Y 2 e R Je ok 4 A B B2 B WO AU DLBCL i
& 98 i (WS4 ) FEAT I R B BE VT T 5, Hovh 58
39 4, 2tk 59 Bl s 4 144 (50.35£11.59) %7 5 i 1
P45 (15.123.54) A H 5 itk B8 [ B B Ak 45 £
(International prognostic assessment index for lym-
phoma, IPD) " fIRBEfG G AR FE G | v BE FE I | vy HE
FE 43 3 58 i) .20 1] . 1441 | 7 f& 6 14 ; Ann Arbor
SHETT IV IV A A 34451 L 25 9] 23 4]
16 1] ; 4 B 4LAEAR 27 6], T8 71 i) . 4 W) 334 e e
A i A A 42 B g xof R, b B 17

B, Lk 25 ] 5 4F -1 (49.98+11.43) % . P4l
AV AR LA AR R AR BB LR, 22 R e i
=X (P>0.05),

AN HE——Z 7 ([ I DR i3 2% 23k 1
JEZITHE ) BUE A AR HE : DI IR R N R
BREIR , T M o] K A L K, AN
FEFEARBH R A 30 W57 55 B 4UiEtR . @ ABE )R
A A AT B A B e B 2 2 2R
A e A P8 414k e 5 (4 CD20 BH M 23k ) B iR
# DLBCL; @4 & 4k T 20 2 DL I @ XF #F 58 6
S, B S R A . HERR bR : DA BEHT—
A A B B R IB YT s A T RS
J7 7 s QA I HoAth B 1 55 | P e a0 5 B
SRR RS BB I N T Ee i
B D) He SR B TR AR s @ X A SR W MR YT
I 2 5, SO (8 245 92 B Gl IR B R ik
RN F B G U EE . AR LA B A 2
RS EEUNS
12 ik

(Db T 40 b Sz SAZ 20 L STATS Kzl < AfF 78 %
Z BT 2 BARETTER KR L 4 mL J5 A EDTA-
K2 iS5 . 4 A 2 BRI £ (Sysmex
RIS XN-9000 ) 1 5k T 200 i K 2042 41 i, 11
H A LMR, PR AL 3 um VI 7 R, R
925 2H Ak Ye 0,3 I 5E STAT3 2635 15 0, B va B it
g B BRI R B (R ED A BRA A

QIRIT T % . Wi BE ¥ % # DLBCL 1k
57 F B, B OH R 22 8 BT (48 [ Roche Diagnos-
tics GmbH , [# 24 ¥ ¥ SJ20160030, #L #% 500 mg/
50 mL) 370 mg/m* {5, I H 2& PRI e (VL5 %
i 2 25 A BR 2N |, [ 24 vE T H32020857, HLAE 0.2
g) 700 mg/m® B FR K A B () AR 04 1 1l 25 FR
o] E 24 E T H20065857 , FLA% 1 mg) 1.5 mg/m?
R A A e 2 A 2 mg/m® FhIRZ LR
Bl IE 8 B dl 25 A R A A, B2 ifEF
H33021980) 50 mg/m® £ 2 K ; WIRIF R H il 2= 5
YT R R T RS IR Uk Je A 7 (T8I A6 BR A7 il
A PR )50 mg/vk L 2 R/,
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1.3 WEHRIR

O 15 B, LABE Ja — 41 B U5 WS 15 B0 2
PifE , s RAFfe e e — AL TRERS, L&
KR (R BARLAE 1 em DU LB kb olops k4% e
RN BL 50% 55K ) FET (BiJa —4F WAFEAE
R BIE)NEM; W5A R 48 B 5 — 4 f£ £ DLBCL
2R RIE TGO . @STAT3 M £ ik,
STAT3 JfiA% Mot 45 €5, PHAE F ki 2 o B A
o 0k, BH P 3R 38 A M 43 2, <45% R PR SR
ik, =45 R B R IR  PEAL B B R GA N 0L
)ik T 93 [ B 13 5 37 4l 15 %% (International prog-
nostic assessment index for lymphoma,IPI)"" , & 4F
W RO A3 391 s kB LR i S (lactate dehy-
drogenase , LDH) , “F 5 7F 60 LL T IR 4 4345
RO R EE <2, @B A EIR, & =Fh
FER : A AR A A3 B i 5 C DU 3
1.4 Gk

AW 5T K 4 i SPSS 22.0 70 My o R R
W n(%) R, R s iR (x£5) %
TN L AT R 5 AH I G RS R 2 R Logistic 71159 43
B s 57 Z IR TAEFRIE 4 (ROC) #9¢ STAT3
LMR Hijf B4 A DLBCL B A R . P<
0.05 I ERA G5 L

2 R
2.1 W4l LMR . STAT3 PHM:Z255 L
BRI S , 5T 4L LMR (STATS3 [HH:

RILRYP R, 25 A G725 L (P<0.05) .
W1,

R 1 WALMR.STAT3 FHIERIELLE [n(%), (xzs) ]
Table 1 Comparison of LMR and STATS3 positive

expression between the two groups [1n(%), (x+s) ]

2.2 W DLBCL B H Hl5 A R ZH R /4T

98 il i E I BTSN R 19 1] (19.39% ) |
i JE B4 79 61 (80.61% ) . HilJa A K5 fils K4
ORI PE S AR SRR L Ann Arbor 4 1 H TG
R 25 (P>0.05) . 5ilfg RIFAL, Bl AR
20 IPI £ 0 W & | 5 fG, STAT3 ik £ R FH M |
LMR B 8 1% (P<0.05) . Logistic [f] 5434 45 5 v]
M1 IPI % 9% 7t 25 STAT3 FHPE £ 35 . LMR {H R (%
J& DLBCL filJ5 AR e N &R, ZRARIT¥E
X (P<0.05), W3 2~3,

®2 PMERF ARAMKZLRLE (2(%), (xs) ]
Table 2 Comparison of clinical data between good and poor

prognosis groups [n(%), (x+s) ]

TS AN K20 T RLAF4H

Hx (n=19) (n=179) X P
N 5 39 10(52.6) 29(36.7) .
tES) & 59  9(47.4)  50(63.3) 1,621 0:296
- <45 42 8(42.1)  34(43.0)
R () >45 56 11(57.9) 45(57.0) 0005 1.000
D <14 50  6(34.6)  44(55.7) 3565 0.059

>14 48 13(68.4) 35(44.3)
PI ﬂi&ﬁﬁ&fﬁl 78 10(52.6) 63(86.1) 8,588 0,003
LS 200 9(474) 11(13.9)

Ann Arbor  IT~TTH] 59 9(474)  50(63.3)

1.621 0.296
ol M~IV#H 39 10(52.6) 29(36.7)
H 27 6(31.6)  21(26.6)

B# 0.192 0.776
L Tc 71 13(684) 59(73.4)

STA"fFS FH-P: 61 18(94.7) 43(54.4) 6.076 0,015
#ik Bk 37 1(53)  36(45.6)

LMR 98  7.66+1.02 9.14%1.67 —3.6670.014

2.3 LMR STATS3 ik §upl 554 10l i /5 A R
ROC [ £k 53 #7

LMR STAT3 ik Bl 1565 w00 3l j5 A B R
B K 89.5% . 94.7% . 89.5% , ¢ 5 i K 60.8% .
45.6% .79.7% , LMR Wl 7l j5 AN K BH1E o 8.745.
4 K,

2 5] n LMR STAT3 FHIEFR L s
hseen 98 8.85+1.66 61(62.2) 3 it
X 2 42 9.64x1.78 5(11.9)
Flefi -2.502 20.899 DLBCL J& Iffii PR & UL 4= B PR M, T 3z
ull bon oo SR UGS 2 A2 T . DLBCL W @
x3 MEARSEZSH
Table 3 multivariate analysis of poor prognosis
B S.E. i Wald & A Exp(B) 95%CI P
LMR 0.742 0.237 9.832 1 2.101 1.321~3.342 0.002
g 1 STAT3 %3k 2.202 1.094 4.047 1 9.041 1.058~77.323 0.044
=7 IPI 1.967 0.726 7.338 1 7.146 1.722~29.648 0.007
W -6.641 2.140 9.631 1 0.001 0.002
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F 4 LMR.STAT3 RizBM5EKEHNFE R R ROC
B TmEHR
Table 4 area under ROC curve of LMR and STAT3

expression alone and in combination to predict poor prognosis

o4 2R

=N
Ap i

AUC S.Effi ?E]g WURE FR 5 95%Cl  PAE

LMR  0.765 0.050 0.503 0.895 0.608 0.666~0.864 0.000
STAT3 ik 0.702 0.057 0.403 0.947 0.456 0.589~0.814 0.007
i 0.845 0.048 0.692 0.895 0.797 0.751~0.939 0.000

1.0 —F—

A 1 2L 1 152
08 — T L 4 LA 2 L
/ STAT3

B Bh
B 00 -5%%
E ;

0.4

02 ||/

0 02 04 06 08 10
L-HES

Bl LMR.STAT3 RZBMEKSTAUTEIR
ROC %
Figure 1 ROC curve of LMR and STATS3 expression alone

and combined to predict poor prognosis
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Relationship between liver and kidney function, myocardial markers and total bilirubin
in neonates with hyperbilirubinemia

ZHANG Zhan, GUAN Rong, XUE Xiaoxia, XU Xueli*

(Department of Pediatrics, the Second Affiliated Hospital of Nanjing Medical University, Nanjing, Jiangsu,
China, 210000)

[ABSTRACT] Objective To observe the relationship between total bilirubin (TBIL) and liver and
kidney function and myocardial markers in neonates with neonatal hyperbilirubinemia (hBN) , and to explore
whether hBN newborns are accompanied with liver and kidney function and myocardial injury. Methods 106
newborns with hBN treated in the Neonatal Department of Pediatrics, the Second Affiliated Hospital of Nanjing
Medical University from February 2018 to January 2021 were selected as the research objects. According to the
level of serum TBIL, they were divided into the mild group (34 cases), the moderate group (34 cases) and the
severe group (38 cases). In addition, 30 newborns with normal physical examination in the same period were
selected as the control group. The levels of total bilirubin (TBIL) , myocardial markers, liver and kidney
function were measured and compared among the four groups. Pearson correlation was used to analyze the
correlation between myocardial markers, liver and kidney function indexes and TBIL. Results There were
significant differences in TBIL, liver function indexes (AST, alt, TP, GGT, ALB), myocardial markers (CK-
MB, CK, TNT, LDH, myo) and renal function indexes (Cr, bun, Cys C) among the four groups (P<0.05).
Each indicator increased with the severity of the disease, and there was significant difference among the four
groups (P<0.05). Pearson correlation analysis showed that there was a significant positive correlation between

myocardial markers, liver and kidney function indexes and TBIL (P<0.05). Conclusion The liver and kidney
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function indexes and myocardial markers in children with hBN increase with the increase of TBIL, suggesting

that children with hBN have liver and kidney function and myocardial injury. Therefore, clinical treatment and

preventive measures should be taken as soon as possible.

[KEY WORDS ] Hyperbilirubinemia; Liver and kidney function; Myocardial index ; Total bilirubin
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Figure 1 Comparison of TBIL levels in four groups
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Table 3 Comparison of renal function indexes of newborns

in each groups (x+s)

2H 5] n  Cr(pmol/L) BUN(mmol/L) Cys C(moL/L)
HIEH 38 78.97+15.64 5.12+0.61 1.29+0.51
RS 34 67.89+14.74° 4.6120.57 1.0820.31¢
REELH 34 59.47+13.45% 4.0320.54 0.79+0.11¢
YTHRZH 30 47.81+10.24%  3.7420.28™ 0.5420.09"

FiE 917.363 444.122 182.429

P{H 0.001 0.001 0.001

e HE A, P AE<0.05, 5 EA L, P E<0.05, 5%
2 LA, P (E.<0.05,

25 DNLFREY B DrReds ds 5 TBIl AH ¢ M:
v

FI AR &40 Hr0F5E TBl 43 5 #l CK-MB, CK,
TnT, LDH, MYO, AST, ALT, TP, GGT, BUN,
ALB, Cys C, Cr 4t 13 i Z [a] () AH X &, (i H
Pearson F5¢ R FR R A K R PR 15 0L . TBil
5 CK-MB, CK, TnT, LDH, MYO, AST, ALT,
TP, GGT, BUN, ALB, Cys C, Cr Z [d] ¥J /£ 7E i
FIEMFRE R (P<0.05), WFE 4,

R1 ABEFEILCAFREDELE (rxs)

Table 1 Comparison of neonatal myocardial markers in 4 groups (x+s)

415 n CK-MB (/L) CK(ng/mL) TnT (pg/mL) LDH (ng/mL) MYO(ng/mL)
HEH 38 33.25+5.23 390.12+85.64 0.21+0.09 480.36+90.37 39.12£15.23
2 34 30.58+5.84° 331.25+81.24° 0.09+0.03° 448.97+99.64° 37.45x12.34°
BRE 34 25.02+6.13® 281.48+79.85® 0.05£0.02 421.36+101.35® 34.29+10.6°
PUPLEE| 30 19.39+1.27< 193.49+11.27 0.03£0.01¢ 398.37+98.47 29.57+80.12

FAi 45.747 2916.300 79.491 1703.311 341.774

P 0.001 0.001 0.001 0.001 0.001

TE: 5B AL, P (H<0.05, 5 EELLLLEE, P R <0.05, 5L UL, P fH<0.05.
F2 WAFEILIFHEEIEIRILE (v£s)
Table 2 Comparison of neonatal liver function indexes in four groups (x +s)

215 n AST (/L) ALT(p/L) TP(g/L) GGT(p/L) ALB(g/L)
HAEA 38 70.23x13.01 19.63+5.41 121.36+20.13 161.38+33.67 80.12+15.64
g 34 50.12£11.23° 16.37+6.57° 103.65£12.35° 115.69+36.87° 75.56£12.24¢
R 34 42.36+12.34° 12.67+5.94< 94.23+10.24% 87.36x30.68" 60.13£10.34°
XJ IR 2 30 32.87+13.87" 10.38+4.05™ 76.87+9.74™ 37.83+12.34 48.64+90.45"

FiH 83.366 409.443 317.358 841.442 187.012

P1H 0.001 0.001 0.001 0.001 0.001

S E Y, P (H<0.05, 54 A, P (E<0.05, 524 L #R , P {1 <0.05,
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Table 4 Correlation Analysis between myocardial markers,

liver and kidney function indexes and TBIL

e TBil
T br n A P
CK-MB 130 0.658 0.001
CK 130 0.549 0.001
TnT 130 0.577 0.001
LDH 130 0.643 0.001
MYO 130 0.761 0.001
AST 130 0.657 0.001
ALT 130 0.672 0.001
TP 130 0.772 0.001
GGT 130 0.691 0.001
Cys C 130 0.630 0.001
ALB 130 0.705 0.001
BUN 130 0.609 0.001
Cr 130 0.648 0.001
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Value of NLR, PLR and NT-proBNP in predicting new onset atrial fibrillation after emer-
gency PCI in patients with acute coronary syndrome

LUO Qin'*, LI Jiao®, ZHOU Guozhong', HUANG Wenjun'

(1. Department of Cardiology, Pingxiang People’s Hospital, Pingxiang, Jiangxi, China, 337000; 2. B-mode
Ultrasound Department, Pingxiang People’s Hospital, Pingxiang, Jiangxi, China, 337000)

[ABSTRACT] Objective To study the value of neutrophil/lymphocyte ratio (NLR) , platelet/
lymphocyte ratio (PLR) and N - terminal proBNP (NT - proBNP) in predicting new onset atrial fibrillation
(NOAF) after emergency percutaneous coronary intervention (PCI) in patients with acute coronary syndrome
(ACS). Methods ACS patients who underwent emergency PCI in our hospital from January 2019 to
December 2020 were selected as the research object. They were divided into NOAF group with NOAF after PCI
(n=31) and non NOAF group without NOAF (n=123). The differences of clinical data between the two groups
were compared, the influencing factors of NOAF were analyzed by logistic regression model, and the predictive
indexes of NOAF were analyzed by ROC curve. Results The levels of NLR, PLR, low density lipoprotein
cholesterol, cardiac troponin I, NT-proBNP, SYNTAX score, GRACE score and Gennisi score in NOAF
group were higher than those in non NOAF group (P<0.05). Logistic regression analysis showed that NLR,
PLR, NT-proBNP, SYNTAX score, GRACE score and Gennisi score during PCI were the influencing factors
of NOAF after PCI (P<0.05). By ROC curve analysis, the levels of NLR, PLR and NT-proBNP at admission
had predictive value for NOAF after PCI (P<0.05). Conclusion The increase of NLR, PLR and NT-proBNP
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at admission is the influencing factor of NOAF in ACS patients after PCI. The detection of NLR, PLR and NT-

proBNP has predictive value for NOAF.

[KEY WORDS] Acute coronary syndrome; Percutaneous coronary intervention; New onset atrial

fibrillation ; Neutrophil/lymphocyte ratio; Platelet/lymphocyte ratio ; N-terminal proBNP
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BEFE 2019 4F 1 H 2 2020 4F 12 A WRIEH £ 1
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P AFRE . DFFA ACS Wb IE" ;s @ lahizz 2
12 PCL; Qi R TR 23 ; WHUS 32105 F g T4 28
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Bt AT 2200 FE W 3P i O L PR A R B0 s B )

1.3 IR TR IR

R DI SE A ZH ACS BB B LU R I IR 7EK) .
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IMLAE ) s @I ZEF5 5 - FH A T14% (white blood cell,
WBC) . Ifil /N # 31 %k (Platelet, PLT) . Ifil £T & 1
( hemoglobin, Hb) . & AH [& % (total cholesterol, TC) |
H i = BE (triglyceride , TG) X% B A5 25 1 AH [ st
(low density lipoprotein cholesterol, LDLC) . /& % &
fig £ F JIH [ 5 (high density lipoprotein cholesterol,
HDLC) . JILAF (creatinine, Cr) .0 JLILES 2 13 1(car-
diac troponin I,cTnl) \NT-proBNP, i1%. NLR .PLR;
GPCI AR HVIE L : [ TERE B (2O 8 E AR
B R 1) 2 UKD 5K (I 1)) . SYNTAX PF4)
GRACE 147 . Gennisi P43, PEr ¥ 2 B E 4 57
TRBIIKA AT TR R 2012 (/1A )™ 47
1.4 GEiteEirik

R 11 SPSS 21.0 A s A Bt | THEC9E R
n (%) Fom AT K5 1F 2 BORH e AT IE SR
5, A BRI R ORI D (v £5) Fon A
() AR FH ST AR AR ¢ K0, A5 B w2 o3 AR 1 T
TR M(Qus, Qo) Fn (P EL R HAES %k
FRA U £ 5 s NOAF 152 1 A 25 R F logistic [l 14
4173 #1 s NOAF B9 il 5% 1 ROC £k 73 #r . P<
0.05 ZmA G B L.

2 #R

2.1 NOAF 41 51 NOAF 4 — Rk b
NOAF 4 5E NOAF i PE 5 AE iy \BMI W A
DL SR IE R PR R s R A ILE A B AL
ZF TG EE L (P>0.05), WLEK1,
2.2 NOAF % 53F NOAF 4 A B I 5256 25 45 i Y
L
NOAF 4 5 4 NOAF 4| A B¢ if WBC, PLT,
Hb . TC.TG .HDLC .Cr /K- 1 LL 82 , 22 5 oGt it
= L (P>0.05) ; NOAF 4 A B hf NLR \PLR .LDLC ,
cTnl \NT-proBNP {4 /K35 5 T3 NOAF 41 , %
Gt L (P<0.05), W32,



STEWER T 20214E12 0 45134 45128 T Mol Diagn Ther, December 2021, Vol. 13 No. 12 - 2053 -

*£1 NOAF/H5IENOAFA—ARILLE: [n(%), (xxs)]

Table 1 Comparison of general information at admission between NOAF group and non NOAF group [n(%), (x+s) ]

4151 n PN/ A () BMI (kg/m*) WA BRI e I 124 JI L AE

NOAF 41 31 17/14 67.63x14.38 23.89+6.92 18(58.06) 14(45.16) 22(70.97) 23(74.19)

JENOAF 4] 123 71/52 63.57x10.32 23.01+6.38 57(46.34) 40(32.52) 69(56.10) 69(56.10)
VL 0.084 1.798 0.675 1.362 1.738 2.265 2.568
P 0.772 0.074 0.501 0.243 0.187 0.132 0.109

®2 NOAF 4 53F NOAF BBt L 16 EHEARAT LL 32
[(x+s),M(Q25, Q75)]
Table 2 Comparison of laboratory indicators at admission
between NOAF group and non NOAF groups
[(x£s5),M(Q25, Q75) ]

gE| NOAF %41 JENOAF#H wUME P1H
WBC(XI0L)  10.633.28 0774231 1.691 0.093
PLT(x10"L) (125.240,1589.4) (114.1.5%85271.3) 1.3090.138
Hb(g/L) 132.84424.48  13027+22.39 1402 0.163
NLR 5.3541.27 4132094 5989 0.000
PLR 107.96£1322  96.05:14.81  4.084 0.000
TC(mmol/L) 5.05+1.31 556£1.08  1.719 0.088
TG(mmol/L) 2.48+0.94 2274046 1.781 0.077
LDLC(mmol/L)  3.93+0.89 3524091 2202 0.029
HDLC(mmolL)  1.05:0.24 1145027 1.694 0.092
Cr(pmol/L) 1002042238  103.12¢2127 1428 0.155
(Tnl(ng/mL) 1032233 5584227 3225 0.002
NT('EQ’SNP 1648£132 5342106 3.866 0.000

2.3 NOAF 4 54 NOAF 4 PCIAE LY L4

NOAF # 5 JF NOAF #H # ] Bk i [] b 45
% 5 6 43T % 3 L (P<0.05) ; NOAF 41 11y
SYNTAX ¥ 4% . GRACE i¥-4} . Gennisi ¥ 43 2 &
T9E NOAF 41, 2 7 A 4t it 2% & X (P<0.05)
W33,

%3 NOAF £ 53E NOAF 4 PCIERMILL B (v +5)
Table 3 Comparison of PCI condition between NOAF group
and non NOAF group (x+s)

3] , [IEREfE SYNTAX  GRACE  Gennisi
- (min) iP5y P4y w4y
NOAF 4l 31 67.32£11.42 32.5526.85 105.57+21.28 99.28+13.52
JENOAF 4 123 62.85+13.77 28.74+4.57 95.41x11.57 91.32x11.74
eI 1.667 3.716 3.604 3.270
P{E 0.097 0.000 0.000 0.001

2.4 PCIJ5 NOAF 5% K 2 1 logistic [F1JH 43 Hr

Pl PCI J5 42 75 & 4= NOAF i [H 78 2, LA 2.1~
2.3 AL ] LA STt 27 24 5 14845 NLR \PLR
LDLC . cTnl,NT-proBNP , SYNTAX -4} . GRACE
PE43 . Gennisi W43 b A A8 &, 78 logistic [F] 5 45
I v 3 47 4> #F AT %1 . NLR , PLR | NT - proBNP

SYNTAX 143 .GRACE 147 . Gennisi PF/0 42 & 4=
NOAF 5200 [H 2 (P<0.05) . WL 4.

4 PCIJ3 NOAF #2Mm[E & 1Y logistic EVF 53 #7

Table 4 Logistic regression analysis of influencing factor of

NOAF after PCI
A B OR{H 95%CI Wald {8 PA{H
NLR 5123 1.576  1.109~6.866 8.692  0.002
PLR 0.294 1.285 1.028~123.576  4.575 0.013
LDLC 3483 1.083  0.679~7.695 1.032  0.132
cTnl 0.675 1.027  0.385~15.574 0.838  0.183

NT-proBNP 0475 1226  1.057~42.382 6.123  0.007
SYNTAX #F4> 1.029 1.304  1.093~22.174 5.332  0.009
GRACE #£4)  1.754 1.172  1.037~34.586 4.586  0.013
Gennisi W43 0.475 1.207 1.131~4.474 7.786  0.004

2.5 APBERf NLR .PLR .NT-proBNP 7K fiiil] PCI
J&i NOAF 1) ROC £k 43 #r

ABER} NLR . PLR \NT-proBNP = Il & b 24 %
PCI /& NOAF H 5 i il #v A , R 5 % 53 5
52.85% .61.79% . 63.41% , & 51k 53 5l K 77.42% |
74.19% . 74.19%(P<0.05) . W5 K1,

%5 ABEE NLR,PLR,NT-proBNP 7k FFiill PCI J5
NOAF ) ROC #i £k 53 #7
Tabel 5 ROC curve analysis of NLR, PLR, NT-proBNP on
admission in predicting NOAF after PCI

b AUC  95%CI  REE(%) ¥F571E(%) PIE

NLR 0.770  0.671~0.869 52.85 77.42 <0.001

PLR 0.731 0.633~0.829 61.79 74.19 <0.001
NT-proBNP 0.701 0.592~0.809 63.41 74.19 0.001
100r NLR 100 F pLR 100 NT-proBNP
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&
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Figure 1 ROC curve of NLR, PLR, NT-proBNP on
admission in predicting NOAF after PCI
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LA R R R AR 15% . AT IR
FEUESE ,NOAF & PCLIRYT I ACS & TS A R 1Y
M7 2, RN PCLS B AN KO L =
P A BT [HIE, £ % PCI i NOAF i
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PCI Ji NOAF B4 %% A 5.0 B tfi P 3 4 405 %%
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B SAEAME A R-6/8 LT R -y K
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NOAF [ &A= PIFHE™ . A58 DA SE I 2 A
SR YIS R I NOAF H 50 [K] 25 K% H 1 7
WF-B, SRR IRFR PRI PLATE T AR5 S R ]
A58 R M B ASHI JSURE e B8 ¥4 SRy f A, A
5 18 O S PG AT . NLR AN PLR J& P4k R AE
S5 AR T IR AR B, R A R /N AE
SiE 27 840G el A A4 B S A T LA B AR AE Y
UK L 200 7 S P0a], PH 26 80 4 NLR \PLR H T o
A 2000 M4 9T IESE , NLR \PLR J& ACS &
PCLIRYY T M 520 PR 2 e TN ™, ARHfF 5%
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NOAF ) & A 5.0 L N5 00 BLEEAR G, 0 D)
REVEAR S O WL 2 e W LR B2 — |, A B
FEARGE PCI R 2200 % 5 L /0 BUAAIRE PCIS NOAF
SRV 5 P N = oW N~ 1 12 4 0L UL R 1S
TR O BN B B ER 4 202 PCLE 3 TRIEFE AT
SE GER L ol RS A DRI 3 — QR S )
PCI J& NOAF (M f A FR . NT-proBNP & J Bt.L»
it s R B85 , 760 DI BRIGR () fE ol =
255 00 far B 0 LA AR 32 B 1 A2 I B iR
it BNP, NT-proBNP J& BNP & i R RE iU A2 v i
RI= Wy Fa @ PEUL T BNP, BEGS BT Jy yEAA 114 F e
DIREVAE AL . &4 W95 3 , NT-proBNP X
ACS B3 PCUIR YT WU HAT TOm A fE > o AF
SEOHT T %48 k85 ACS 3 PCI i NOAF ¢ &
Al : 54E NOAF (8 # 3t , NOAF B35 A Be it i1
NT-proBNP W] & 3 i1, ix— &5 5 5 REAE 2 T Dy dE
8B 5 PCI 5 NOAF % & UHRIE —3% .

bR T LR =R AR AN, ARWF G 43 AT T HoAlh
S E R IR AR S PCIAR il L 5 NOAF X &

59k NOAF # 3 4: ,NOAF H3# A BEif ) LDLC
cTnl 7K-F & PCI R #1(#) SYNTAX -4 .GRACE T
43 Gennisi PF4r YW 0N . i — 2P 34T logistic
8] U5 43 #fr 7] %0 . A B NLR . PLR , NT-proBNP 7K
- K PCI AR " SYNTAX ¥ 43 . GRACE ¥ 4 |
Gennisi PF 43 J& ACS £ # PCI J5 NOAF 1) 52 i
K. OH Z W58 5256 ko 28 R 5 B0 Lk I
i SRR E B9 0 2 PCI i & 2 NOAF Ry 5% i
R X H5AWFSE & B PCL R h 2 5
NOAF G 25 W) &, (H 5k kol 722 75 B 1 S 4K
11T PCT AR v 1) 5 Jik s 52 45 3R, Jo i 78 PCT AR Hip
FUHPEAL NOAF (1 KUK I 4T T, 25 G Ao
logistic [A] )5 (K 4045 5, NLR .PLR \NT-proBNP =
TFE bR /& NOAF (1520 K 28 H BB 7E A Be i #E 1 746
N, ST R A8 Ao 15 1) SO0 Aty R o) 2 1 2 2%
it LAAS B 5% 3 3 ROC {1 £k 23 B 173X = 3004 n Xof
NOAF 1y F I # {8, 45 5 5 7 A Beif NLR \PLR |
NT-proBNP % PCI Ji7 NOAF H.A5 Fil il A .

25 TR, ACS # 3 PCI Jii NOAF ) % 4= 5
HE VLI O D BEIGR | ek ks A8 i A G
A BE If NLR, PLR . NT-proBNP J} & K PCI A rf
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NOAF HA i 18 .
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(# E] B HHEUE A S HOE (CMPA) LI TgE Kb U 40 i 2E (0 52 K 75 .
Fik BEH20184F 5 H 2 2020 4F 5 H AR5ET AR EBEi21H B9 64 6] CMPA (LI 38 {51l {d B A JLFE AY
s RGBT 44T, Hod CMPA J8 L% 37 A o B0 40 falt B A JL B 38 37 At REAE , 2 R FH B0 2 Ll il i
55 2 A0 B AR S e Bk AR 1 SOk LA A . SR MUY IgE J1gG R TR R, Z R Gt
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H2& (r=0.588/0.785/0.759 , P<0.001) . ROC Hl £ 43 #7 .7 , [gE .CD," . CD;"CD;" .CD,"/CDyy" .CD1"CDy"
CD19 2l CMPA (1) AUC {4351 24 0.997 ,0.741 .0.752 ,0.805.0.998 ,0.960 , (P<0.05), Z5i& IfL¥F IgE 1E
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[REIA] A UiEH S EUE; IE; U 240 AW ¥

Determination and significance of serum IgE and lymphocyte subsets in children with
milk protein allergy

HUANG Wanwen', DI Xiaohua®, GUO Shuwen *, GUO Xiaofang', YUAN Huizhen**

(1. Department of Pediatrics, No.2 Outpatient Department, Dongguan People’s Hospital, Dongguan, Guang-
dong, China, 523000; 2. Department of Pediatrics, Section 1, Dongguan People’s Hospital, Dongguan,
Guangdong, China, 523000; 3. Department of Child Care, Dongguan People’s Hospital, Dongguan, Guang-
dong, China, 523000)

[ABSTRACT] Objective To investigate the determination and significance of serum IgE and
lymphocyte subsets in children with milk protein allergy (CMPA). Methods The clinical data of 64 children
with CMPA and 38 children with healthy physical examination who were diagnosed and treated in Dongguan
People’s Hospital from May 2018 to May 2020 were selected for analysis. The children with CMPA were set up
as the allergy group and the children with healthy physical examination were set up as the control group. The
immunoturbidimetry and flow cytometry were used to detect immunoglobulin and lymphocyte subsets. Results
The IgE and IgG in the allergy group were higher than those in the control group, and the difference was
statistically significant (P<0.05). The comparison of IgA, IgM, C3, and C4 between the two groups was not
statistically significant (P>0.05). CD;" and CD;"CD," in the allergy group were lower than those in the control
group, while CD,/CDys", CD,,'CD,;", and CD,," were higher than those in the control group. The difference was
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statistically significant (P<0.05). Pearson correlation analysis showed that CD,;*, CD,;"CD;" and IgE were
negatively correlated (r=—303/-0.389, P<0.001), and CD;'/CD,,", CD,,", CD,,'CD,;" and IgE were positively
correlated (r=0.588/0.785/0.759) , P<0.001). ROC curve analysis showed that the AUC values of IgE, CD,",
CD,"CD;", CD;"/CDy*, CD;,"CDs*, CDy" to diagnose CMPA were (0.997, 0.741, 0.752, 0.805, 0.998,
0.960, P<0.05). Conclusion Serum IgE is highly expressed in children with CMPA, and the increase in its

level will affect the proportion and function of lymphocyte subsets.

[KEY WORDS] CMPA; IgE; Lymphocyte subsets
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®1 MAREKREARRK (x£s5)

Table 1 Comparison of two groups of immunoglobulins (x +s)

45 n IgE(g/L) IgG(g/L) IgA(g/L) IgM(g/L) C3(g/L) Ca(g/L)

S HUEH 64 165.02+46.32 9.05+2.12 0.78+0.15 1.31x0.41 0.99+0.15 0.23+0.07

X 2 38 48.52+15.25 8.25+1.85 0.83+0.18 1.24+0.23 1.02+0.21 0.21+0.05
1l 15.003 2.026 1.509 0.965 0.839 1.542
PAi <0.001 0.045 0.134 0.337 0.404 0.126

x2 FWAKBHEMBIELLR (vxs)

Table 2 Comparison of lymphocyte subsets between the two groups (x+s)

21 n CD; (%) CD;'CD; (%) CD;'/CDy" (%) CD,,'CDy' (%) CD19'(%)

I UE L 64 49.23£12.02 18.92+6.25 19.718.02 12.32+4.10 15.23+2.05

Xt HE 41 38 64.28+17.32 29.55+8.65 12.25+4.32 3.55+1.46 10.39+1.11
i 5.17 7178 5.289 12.695 13.415
P1E <0.001 <0.001 <0.001 <0.001 <0.001

2.3 FHIAES Y

Pearson A ¢ 43 #7 i 7~ , CD,* . CD,*CD," 5 IgE
B AH (P<0.001) , CD;"/CD,," .CD19" .CD,,"CD»;"
5 1gE £ IEM(P<0.001), W3 3,

&3 IMiE IgE 5tk 4R B Y18 K 1k 3 A
Table 3  Correlation analysis between serum IgE and

lymphocyte subsets

i IgE
izt i Pl
CD;" -0.303 0.008
CD;"CDy -0.389 <0.001
CD;’/CD, 0.588 <0.001
CDy,'CDs’ 0.759 <0.001
CD19" 0.785 <0.001
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Figure 1 ROC curve analysis of CD;"/CD,,", CD,,'CD.;" and
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Table 4 Analysis of diagnostic efficacy of serum IgE and lymphocyte subsets

K g A AUC e 95%CI cut-off {H EOR SR BUgE  FRRE P
IgE 0.997 0.004 0.990~1.000 83.985 0.984 0.984 1.000 <0.001
CDy’ 0.741 0.052 0.639~0.843 72.065 0.500 1.000 0.500 <0.001
CD,"CDy 0.752 0.051 0.652~0.852 16.000 0.500 0.500 1.000 <0.001
CD,'/CDy’ 0.805 0.043 0.720~0.890 14.720 0.578 0.734 0.844 <0.001
CDy,'CDy’' 0.998 0.002 0.995~1.000 7.255 0.969 0.969 1.000 <0.001
CD19' 0.960 0.004 0.990~1.000 12.930 0.906 0.906 1.000 <0.001
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— FFF T 5 I {3 PR A v AT (R T AR K 119 8 699 44 2, R FH ' G cobas %6 )t € & PCR #E 17 HPV 43
UG, I i) Aot B8 74 200 28 47 97 35 )2 A B A I (TCT) |, 43 BT 7 € 368 43 e 1K fe o A4S B 1) HPV
B, &R ORI 3 W R R o Hl X fE T HPV A 8 BH A R O 12.29% (1 069/8 699) ;2017
AFE F 2019 AFRHAFE AR N B 0, HPV HME B R 088, 22 5 R4 B X (P>0.05) 5>50 % iX
— AR BT Y B M R T H AL R B, 22 5 G2 3 L (P<0.05) ; HPV16 . HPV51  HPV52
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Y5 E ASC L I, HPV16 5 8 5401 i 2 58 A7 46 45 A G (P<0.05) o &1 3 2 %) B 5 35 40
DX A JFE AR A A HE 19 HPV 9 0 2 | ik F LR YL RV AR B Rk AR R e Ik L B S0 I S e PR SR A T, Oy
RER Rl PR 5 HPV BRIGHALEE S1EH .

[Eg2iE]  AFLRGTE; HPV 43R S8 B atiIX

Analysis of human papillomavirus infection in healthy women in Nanjing

ZHANG Yan, RONG Guodong, ZHAO Hong, XU Ting*

(Department of Laboratory Medicine, the First Affiliated Hospital of Nanjing Medical University, Nanjing,
Jiangsu, China, 210029)

[ABSTRACT] Objective To investigate the female papillomavirus infection in the population
undergoing physical examination in Nanjing area and to provide guidance for the vaccination and scientific
prevention and treatment of HPV in Nanjing area. Methods From January 2017 to July 2019, 8699 women
who underwent physical examination in the Health Examination Center of Jiangsu People * s Hospital were
selected for the detection of HPV typing by using Roche Cobas fluorescence quantitative PCR, and at the same
time, exfoliated cells were taken for liquid-based thin-layer cell test (TCT). The HPV infection status in the
health examination population in Nanjing was analyzed. Results The results indicate that the total positive rate
of high-risk HPV in Nanjing is 12.29% (1 069/ 8 699) , and the infection rate is relatively low. Among them,
HPV16 is the high-risk type that needs to be paid attention to. The average HPV infection rate for people >50
years old is higher than that of other age groups, the difference was statistically significant (P<0.05). HPV16,
HPV51, HPV52, HPV66, HPV45 and HPV99 were significantly different in different age groups (P<0.05).
TCT results showed that HPV16 infection grade was above ASC. Conclusion The study of HPV prevalence
rate based on infection characteristics, annual characteristics, age characteristics and cervical cytological
characteristics in this region can provide guidance for scientific vaccination and HPV prevention and treatment.

[KEY WORDS] Human papillomavirus; HPV gonoty ping; Cervical cancer; Nanjing area

Ve i KEARSH—WEERAR S, T, d % 210029
*BAZVE A 1R 4% , E-mail : xu_ting85@sina.com



STEWER T 20214E12 0 45134 45128 T Mol Diagn Ther, December 2021, Vol. 13 No. 12 - 2061 -

B U 2 R WL IR R R S A
s — AP E AL TR R, 452018 4F 42 Bk
SESETT : BRI WLER ) , B SR A 5 U K i L
F14) i R A 2 P I R A T R 5 O R D AL, 4 N
860 Ji 8 & Bl Y 6.6% FIAE 420 J7 5ET 3% il o
5 7.5% ", FEAR/A AN 26 & R 45 %0 (Human Devel-
opment Index , HDI) # [X. , ‘& £ 7 L V968 i 4 9
ARMPETARERAL TGS ., 7051 0 18.2% 1 2.0%
N FL 3k 9% 9% B ( human papillomavirus , HPV ) J&—
Fhig b 5z 2H 2419 BUBE PR 4R /)N DNA g 55, 223k 2N
4.5% B 95 KE BT K e B 5 HPV LA G . 1642
1k FE 2P AR A E R I 2 25 40 Fh HPV 3 R AU, AR
P BRI S e R ARG A, Hoh s i ANk
I B (AR L PR A 7 | S P S 1) T 2 1A

AR, N FL Sk R 0 7 8 1 1 B Fh g
R HPV o5 B IR LA OC i n e A2 . HAT—
B a4 UL HPV B2 RG22t iy, (H 25
PR bR i A R AR T EAORZ A
W) b X 2 [B]FF 7 PR RN 25 28 5% O T B9 A -4
HPV 2% e HAG AR 58 1 3t 3, HPV 4377 119 b 35
25 55 Al RE 252 ) HPV 52 1 7EAS [R A [) 4 1%
B A Rt i ma i XN FL SR TR 7
{149 5 PR A 5 JE e 1 40 i R E AT R T R B BB X HPV
PE T N RL2AHE TR 5 HPV 40 2, X RE 50 X8 35
T I T B R R T A B R L

1 BAREFE

1.1 — R

YEHL 2017 4F 1 H % 20194F 7 A 7R st E R
25— B = B g B AR v O R AT MR R AR A 1) 8
699 % ek SEBAEIS (42.121.67) % o G AFRIE
OKWEE TR R QT H & &G s 5
LAl ; T FEVIBRFAR K EHFA 8 @il R
TeRb R, HERRAR M QAEA T R 7E
MRS 6 ™ H ; OF A & R e 5w M 4t
% A FEVIBRF AR K E T F AR L ;DI Rk
ANTEHEST . R T 5 Y4 X R A )
I 2B B 2E A PR B A TF o v
1.2 ARACRAE Sk

il i B A R I GE B sk 28 0 ok 2 i
LT A eSO L 200wy R L
I 0P B 20T 44 i R B 2 R SR A, 40 A AR S R 2
T —20CH-AF o HUBET% 41 B A 4R 55 372 J5 in A 40 it

PR (LR B RAEW D ARA IR AT, K
J5i % J§ ROCHE cobas4800 4 H sl % iR 4 41 2 5t
PCR 7 #T & Ge #E47 HPV 43 B AZ R &G I, ] A6
HPV-16 \HPV-18 DI Jz HoAl 12 Bl & 1 HPV (31/
33/51/52/53/58/66/35/39/45/56/59 ) J& 4 .

WA, B A R 2 1 [ B 4 R i )25 4
Kl ( Thinprep Cytologic Test, TCT) . fi F§ TCT %
1069 44 75 1 HPV FHAE A 2o P gE A7 i Ax , 12 Wibr
2% Bethesda R4, G AR WL I J K2 (No
intraepithelial lesions or malignant lesions, NILM) .
A LR B3R 41 At ( Atypical squamous cell, ASC) Ik
B g5 R I B2 N 9% ZE (Low grade squamous intraepi-
thelial lesions , LSIL) . /& B£ @Ak | B 4% 4% (High-
grade squamous intraepithelial lesion , HSIL ) .

1.3 Geitsiabs

Bl K i o SPSS 22.0 JR AR HEFT 4 HT 5 TR
B (%) 3w, R RS DA P<0.05 254
it m Lo

2 R

2.1 HPV EYLIHM

8 699 4% filt FfE PR A Lo vE AN BE R 3R 1 069 4
HPV & f& 3k AL &G I o8 B P, B o &R
12.29% ., H:ip HPV16 &I 0l BHYE AN B 107 A,
BH M % g 1.23% ; HPV18 Y B BH 1 A %0 38
N, BHE R R 0.44% 5 FoAth 12 7Y &5 A5 BH M Bk
849 A\, FHYE# 4 9.76% ; HPV16 .HPV18 LA }2 HPV
HoAthy 12 Py fi B R NBCR 75 N R
0.86% ; HPV-16 %1 Bl BH 4 % 5 T HPV18 H4 #gih
FHPEZR, DL 1,

10

PR %1%

B 1 HPV EIZIPE
Figure 1 The Positive rate of HPV types
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Table 1 Positive rate of high-risk HPV infection in different age groups

ARy 2017 4 fH % 2018 4F fH % 2019 4F % BifH Pl PAE
<30 % 10.53(19/171) 11.33(46/406) 12.75(38/298) 11.77(103/875) 2.31 0.1258
31~% 13.42(95/708) 12.34(175/1 418) 9.67(127/1 313) 11.54(397/3 439) 0.24 0.0784
41~% 10.88(73/671) 13.77(163/1 184) 12.94(103/796) 12.79(339/2 650) 2.58 1.2144
50~% 13.92(70/503) 11.53(86/746) 15.46(75/486 ) 13.31(231/1 735) 5.87 0.0237

F2 HPVELBEZFIRERIIMAMLL (%)
Table 2 The constituent ratio of HPV subtypes in different age groups (%)

HPV i A HPV16 HPV18 HPV31 HPV33 HPV51 HPV52 HPV53 HPV58 HPV66 HPV35 HPV39 HPV45 HPV56 HPV99 4if

<30% 1748 1942 583 777 097 874
31~40 % 2645 1965 605  4.53  4.03 428
A~50% 2448 1711 767 295 11,50 413

>50 % 14.02 1028  3.74 467 405 280

718 10.51  3.64 3.49 1.25 597  0.14

1.94
3.02
5.60
4.67
3.47

3.88 8.74 4.85 291 9.71 4.85 291 100
7.30 3.78 3.27 4.79 4.79 4.53 3.53 100
5.01 1.77 3.24 5.90 4.42 3.24 295 100
4.05 343 2.18 4.67 2.80 3.12 748 100
15.66 1.58 2.49 3.59 2.16 3.44 5.99

P 0.0001 0.1247 10.5422 1.5521 0.0211 0.0022 0.0688 1.6841 0.0219 3.5427 4.6213 0.0001 2.3466 0.0241

R3 TCTHRES5HPV Bif®E
Table 3 TCT results and HPV infection rate

HPV16 HPV18 HAth 12 %1 HPV

TCT 454 Bk 2 PR % FRPE R

NILM 10.53(90/826)  4.12(34/826)  84.99(702/826)

ASC 14.00(21/150)  4.67(7/150)  81.33(122/150)
LSIL 13.04(3/23) 4.35(1/23) 82.60(19/23)
HSIL 33.33(2/6) 0.00(0/6) 66.67(4/6)
718 10.21 6.44 8.77

P1E 0.001 5.249 0.216

AT B X N LK TR 7 A9 B 1 £ 28 A i 5
L P9 Z2 A [ AR AV AT O T B35 4 2 s 1 2L Y
NSRRI IL AR, SR 1
AR AT R AL 4 R RO MM X B 2 B T
BEfa s A LU LA T, R a2
T R oKV B B2 i e 6 2N L Sk R T iR e
FFEET B R A 7 A 5 W 1) S0t L B 39 By
PE HPV S 18 B R MU A . HPV /Y L A7 1R
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Figure 3 Annual HPV positive rate based on age
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Figure 4 HPV-16 infection rate based on cervical cytology
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BEEFXF HPV-18 1Y 0 A M T 5 .
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HPV JE YL =7 e 19 JRL R, 3% AT BB i H AR Lotk 4
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AL, I FLRf A A0 K ILIARTE B HPV e 5ERE 1 T
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SR UL R 5 o M DX N L Sk 9 o JeR
Yu KA XK . HPV-16 & HPV-18 B4 i HPV
JaR e v (1 S B 0 R A L R R 1 I 7 I LA
P, A [ AF i B L o B B VR BN [W] HPV B
WEI, JG HXF>50 2 A 18 19 15 L 75 4 ) Jn o B 5
FE R A . A58 2R ROCHE cobas4800 4= H 3l
KR 32 46 [ 56 PCR 43 HF R G 47 HPV 43 U A%
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EARIR RO ) 5888 A IR NT-proBNP . cTnT HIMb
AFAL B LI A BB Z W i P

B FTEEAY AR R

[ ZE] B® HICEEE MO 5 B N AN B BRI A4 K AT K (NT-proBNP) .0 LIS
M T(cTnT) JILAE A (Mb) KT X =FH K GEWHIE. FiE 7201745 7 5 2020 4F 5 7 kg BAE
PO 27 e B Ja I B A 7 28 A P MO T 302 a (0 S8 38 P R AR R B AL 8 82 B4 A WL A, U sk R sf
BEHEAT B AR A A AR AL 36 191 R AR YR 5T BT B2 o G EL 458 4[] NT-proBNP ¢ TnT il Mb 7K - 2%
Fo GR WELA NT-proBNP .cTnT Hl Mb 7K F- 1 2 5 TX R, H AR O IR AEG0I & =048 bR /K7
B, 2 A S E L (P<0.05) ;ROC 124347 , NT-proBNP ¢ TnT F1 Mb B & 12 Wi ARG M0 5538
SRR RS K 78% , R 5 N 83.3% , I HI AL (AUC) 4 0.819, 2 Wi #i {5 T NT-proBNP . Mb HLilt
LW, ZF A5 FE L (P<0.05), &t BEEH0 ) IR E#E NT-proBNP . cTnT Al Mb K P T4 A
ELBEOIIREZES - THZ A5 T 5  NT-proBNP . cTnT .Mb KA 12 Wik AR 8 M0 ) S0 A BB,

[&siAm]  18M.0 )W ; NT-proBNP; ¢TnT; Mb; 2WHi

Changes of plasma NT proBNP, ¢I'nT and MB in elderly patients with chronic heart fail-
ure and their combined diagnostic value

GU Gongshan, HE Jinzhou*, FENG Jun, TAN Liang

(Department of Cardiology, Affiliated Hospital of West Anhui Health Vocational College (Lu’an Second
People’s Hospital ), Lu’an, Anhui, China, 237000)

[ABSTRACT] Objective To investigate the changes of precursor of type B natriuretic peptide (NT
proBNP) , troponin I (¢TnT) and myoglobin (MB) in elderly patients with chronic heart failure and whether
the combined diagnosis of the three was valuable. Methods Eighty two elderly patients with chronic heart
failure treated in our hospital from May 2017 to May 2020 were selected as the observation group, and 36
healthy people who came to our hospital for physical examination at the same time were selected as the control
group. The differences of NT proBNP, ¢TnT and MB levels between groups were detected and compared. The
patients in the observation group were classified according to the grade of cardiac function, and the differences
of three indicators in patients of different grades were compared. The sensitivity and specificity of NT proBNP,
c¢TnT and MB were analyzed. Results The levels of NT proBNP, ¢TnT and MB in the observation group were
significantly higher than those in the control group, and the higher the grade of cardiac function, the higher the
levels of NT proBNP, ¢TnT and MB (P<0.05). The ROC curve analysis showed that the sensitivity of NT-
proBNP, c¢TnT and Mb combined diagnosis of chronic heart failure in the elderly is 78% , and the specificity is
83.3%. The area of the curve (AUC) was 0.819, and the diagnostic value was higher than that of NT-proBNP,
¢TnT and Mb alone, and the difference was statistically significant (P<0.05). Conclusion The levels of NT
proBNP, cTnT and MB in elderly patients with chronic heart failure are significantly higher than those in
normal people, and gradually increased with the aggravation of the disease. The combination of NT proBNP,
c¢TnT and MB has higher value in the diagnosis of elderly chronic heart failure.

[KEY WORDS] Chronic heart failure ; NT-proBNP; c¢TnT; Mb; Diagnosis
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11 (Myoglobin , Mb ) | N Z i B U 7] 4 JIK iij 44 {4
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NP) 270 AL O MR I WA — e S BIE R H A
ESHEGREDY . AEFOR AT H NT-proBNP Mb
5.0 WU £ A T (cardiac troponin T, cTnT) ik 7K
RGOS ISR S S W (. BT .

1 AHSHE

11—k

fERIHIREETE 2017 4F 5 A & 2020 4F 5 A Hefi
PO LA BRI 27 BE B s B2 Be iAE 47 & A 18 PR 0 ) 3 v
IR IR E k£ 82 BIVE MR AL, Hodh B 39
B, L 43 ] ; SF-IAERS R (69.08+9.12) % 5 T
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2.1 WX A5 NT-proBNP . cTnT il Mb % ik
KA b
WLEZE 2 5 % NT-proBNP . ¢TnT Fl Mb = i 45

PR IB K B e B s, 2 A i B

M (P<0.05). W1,
2.2 WA A [R] .0 B E 5 9 Z [H] NT-proBNP
cTnT 1 Mb $8¥5 L5

ASTA) 45 9% 0 D BE B % NT-proBNP ., cTnT $8 45
DL K Mb b5 be A, 22 50 et L (P<0.05) .
W32,

FR1 FHHAITS NT-proBNP.cTnT 1 Mb F3AK FE L8[ R (U4 AEEES) ]
Table 1 Comparison of NT proBNP, ¢TnT and MB expression levels between 2 groups

4151 n NT-proBNP (ng/L) cTnT(ng/L) Mb (ng/mL)
WL 82 735.36(537.71~125.32) 25.27(21.30~38.23) 86.34(75.08~119.93)
X 2H 36 529.61(433.13~626.41) 20.18(18.07~21.54) 79.91(77.24~82.83)
Z1{a —4.436 -5.310 -3.209
PAH <0.001 <0.001 0.001
T2 AEOINEEEREE NT-proBNP.cTnT F1 Mb o o
iiz7qu (;is) 0.8 = 7:’.;:2;0BNP
Table 2 Comparison of NT proBNP, ¢TnT and MB 06 ,1\:4'%3%
expression levels in patients with different functional grades E 04 *
(xxs) 0.2

T
L%Fjiﬁhb n  NT-proBNP(ng/L) c¢TnT(ng/L) Mb(ng/mL)

19 41 546.31+132.62 21.6524.16  79.62+12.52
M4 23  1301.51+462.21°  30.69£6.62°  91.64=19.87
M2 11 2461.32+821.97" 174.12+20.37% 210.27+33.98"
V%% 7 5461.36x1896.12" 362.33+38.98™ 370.19+46.48"
F{H 121.676 1477.012 402.398
PH <0.001 <0.001 <0.001

5 TR, P<0.05; 5 1 9 HHE, P<0.05; 5 M I AL, P<
0.05,

2.3 NT-proBNP . cTnT £l Mb 1§ ¥ Fi T2 Wi & 4F
P8O 258 A (B 43 B

€ NT-proBNP , cTnT Fl1 Mb 4§ A —.JT Logistic
[l BRI AT AT BE 1150 A7, SRAS = TR AR I A 4L
Wi o #S7 ROC Hh 2R 4 #7455 : NT-proBNP . cTnT .
Mb 5 =38R G2 W2 PO ) 5 9 s Bl
R (AUC) 43514 0.757 .0.808 .0.686 .0.819( P>
0.05), W&3 K1,

%3 NT-proBNP.cTnT #1 Mb 5 =5 iREE RIS BT £ 12
40 1 TR R R EIELRE
Table 3 Efficacy of NT proBNP, ¢TnT and MB combined

with three indexes in the diagnosis of senile chronic heart

failure
Bty AUC  FrifEdfi  RAEE fRE  PHE
NT-proBNP  0.757 0.043 0.646  0.889  <0.001
¢TnT 0.808 0.039 0.707  0.944  <0.001
Mb 0.686 0.048 0585 0972  0.001
“HIE 0819 0.038 0.780  0.833  <0.001

0 02 04 06 08 LO
145

B 1 NT-proBNP.cTnT #1 Mb 3 58 & ROC B4k
Figure 1 single and combined ROC curves of NT proBNP,
cTnT and MB
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[ ZE] BRY KA A 452 R (LDH) 2B I F 05 58 1 2 RE AR 56 B0 A2 1k, o0 b o2
Mo AR BENC20194F 1 7 3 2020 4F 12 A A48 B A6 A R EE BEE A SMEHIA 123 4] LDH &5 1E 8 W
SR, AL 51 [R) B A A (3 3 A R X R o L RSP AL Il H RS AR AR BE M DI RE R bR . AR WA
RBC ,Hb /K V-3 i I T X HR AL, MO JK -1 F AT B4, 22 53 G112 8 L (P<0.05) ; L4 PLT K-
TXFHRA, (H 22 I RG24 78 L (P>0.05)  MEL 4] APTT PT Fib /K F i K T X HE A, 22 R LA Geit
2474 L (P<0.05) ; Fib \PT . APTT .Hb £ F iR AUC ¥5>0.7, 8 — E 2 Wil BE (P<0.05) . 45t KL
AL B B I T AE K SF- , %t T LDH 2 WA r A s 38 .

[ ]  IEMEMmI AT F A BEMIIRE; 2 WibsifE; Ih IR E X

Changes and significance of blood routine and coagulation function in patients with lum-
bar disc herniation

ZHONG Xueren, BAO Yongzheng*, WU Qiang, XI Xinhua, HU Konghe, XIONG Yinghui, LU Linjun,
HU Yongyu, LUO Yingchao

(Department of Spinal Surgery, North Guangdong People’s Hospital, Shaoguan, Guangdong, China, 512026)

[ABSTRACT] Objective to detect the changes of blood routine and coagulation function in patients
with lumbar disc herniation (LDH) and analyze its significance. Methods 123 patients with LDH treated in
our hospital from January 2019 to December 2020 were selected as the observation group, and 41 healthy peo-
ple in the same period were selected as the control group. Blood routine indexes and coagulation function index-
es were compared between the two groups. Results the levels of RBC and Hb in the observation group were
significantly lower than those in the control group, and the level of Mo was higher than that in the control group
(P<0.05) ; The PLT level in the observation group was higher than that in the control group, but the difference
was not statistically significant (P>0.05); The levels of APTT, Pt and Fib in the observation group were signifi-
cantly lower than those in the control group (P<0.05); AUC under FIB, Pt, APTT and Hb curves were >0.7,
which had certain diagnostic efficiency. Conclusion the detection of blood routine and coagulation function
level has important guiding significance for the diagnosis and treatment of LDH.

[KEY WORDS] Lumbar disc herniation; Routine blood test; Coagulation function; Diagnostic crite-

ria; Clinical significance

[ #E [A] £ %€ H SE (Lumbar disc herniation, J& T EHERE N, S BORARE R A2 B Ran L, 51 &
LDH) , ZIf IR LR & WEHERZ —, 28T BR800, — 0 s8R BORRAR
AR NHER, BRI IEMEN £ A0 R A RS —RONIGRIER . IF5E o, 4Rk, X
RATHE AR f5 I AN TR RAEH T MEM AR A AR R AR S S, B R R B AF Lk,
A, BEAL A SN R Z Ab o b (B ) TSP BB IR A6 e TAE™ . ik, Bii i LDH J&

AAR A X T A A RIR A (Y19019)
Ve fdi . ) R B RARERAAEI, T &K, 38X 512026
*iBAZAEH P, E-mail : doctorbao@163.com
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I H AH S 50 A b B 358 i D) RE 38 b KSR AL
HITE AT LDH 2 Wi (8 K I RIG I7 (A

1 BREFE

1.1 —seR

PEHL 2019 4E 1 A 3] 2020 4F 12 AT R4 %1k
N B EE BB FEAMRRICIE 123 41 LDH £ 21 Jy Wi g
4,5 82 %, L 41 B ; AT 1 (51.86+£6.93) %
36 AL {51 [ S0 1A A fgkt R A Ak B2, 55 28 ]
213 B AR -1 (50.56+6.87) % . PSR4
FL TR 2R G- L (P>0.05) . ABF5EL
ARBEARHEZE bR,

PABRUE : OFF A L FESMREHE A Pp 2 12 1)
(NASS I iiE lIfi R 48 B ) rf % T LDH 12 Wi (3
Q1% 20~70 % . QI H K@ M R Y, %
BRI E ., HEShRE . OFF 5 TE 2 RE A
RH . QF ML, TER AR,
QA =L il A AR DI RE R
@A o MBI , B PR s B v e . 4T IR
KfiFL AL
12 Fik

i IR 32 A6 3 VRS U AT 12 h FRER AR 1 B8k,
WA 4 G RS B VE LR ) e . AR,
fii 18 M EDTAK HUEEE RAE AR R RS
BRI 4 mLo AT H AR BRI 3 R BB X4 M
ALE G HERAE K, & I8 Ak
— Ui A B2 SR, MR REACR A S eI, S
ko o0 B EWIMRPLEEE 145 2 mL M, — 41 H
T A I, — 4 - L D) REHE ARSI . Ay ik
G ARG I 3 A o I VB AS B S  R ae R Y 7
KR MR AEA G 2 h PR 58 BCIALE FUA I« 1 b A
KA , 58 B R B0 ) B2 i 44 R RS, 90 AR A T A
5. % BC6800 /3 HT {5 B & A 1 TAH 56

ILH BT, A AALFE LT A (red blood cell,RBC)
P | I 41 & A (hemoglobin, Hb) 7% & | B 4% 41 fify
(monocyte , MO) %5 A Ifil/M (platelet, PLT) (i,
PRAEZER AR FLHLAR UL 1530517 o

G M ) R Br W D - W) 22 P A 90 o 1% Uil 4%
SR PR G 6 458 A B3 2R A K 5, 0 H 1 ] 35 )
Coatron 3000 4= [ 2 #E Il 73 7 4 17 &€ 1 D) g+
B W, T1 H 445 125 27 4 2 1 )R (Plasma fibrino-
gen, Fib) | &t Ifil. i )L 5} [8] (prothrombin time , PT) |
#E 1ML % M BF [B] (Activated partial thromboplastin
time , APTT) , A5 ZOR A2 IR LA U W F it 47
1.3 Suit2rabig

R G 5 SPSS 22.0 3 47 K4 43 BT b
B RH n (%) 2R AT K 5 5 1H 59k
H (x+s) Fom AT ekl o @57 3208 TAERHE
(ROC) Hfi £ 43 F RBC . Hb MO, PLT, APTT ., PT,
Fib 7K A8 4L Fit il LDH & 9 (2 Wi v {5 . DA P<
0.05 AERAGIE L,

2 #R

2.1 LI E BB A

53t R4l g, W EE 4] RBC  Hb /K34 B i,
TAK, MO K FHI Ty, 22 R A Gt 2 L (P<
0.05) s WLELZH PLT /K- T-XTHRAT , 22 % TE4e 1177
B (P>0.05), W1,

x1 WARRWNRMERDIILE (x+5)
Table 1 Comparison of blood routine analysis between the
2 groups (x+s)
%] n RBC(T/L) Hb(g/l) MO(%) PLT(x10°L)
WL 123 4.33+0.38  141.59+12.46 6.82+1.72 202.10+47.70
XTHRZH 41 4.56+0.51 153.00£17.59 6.09+1.34 199.30+43.01

i 3.068 4.551 2477 0.333
P{H 0.003 <0.001 0.014 0.739

2.2 THLHEEIMN I REFE bR LR
5% A A, WELLH APTT . PT . Fib /K F i
ETE L ERAGEE L (P<0.05), WE2,

®2 FARMINGEIRRILER (xxs)
Table 2 Comparison of coagulation function indexes

between the two groups (x=s)

2050 n Fib(g/L) PT(s) APTT(s)
WELH 123 3.30x0.77 13.33+0.32 42.72+2.08
popitil 41 2.63+0.71 12.75+0.21 39.90+2.23

18 4.915 10.860 7.384

P1a <0.001 <0.001 <0.001
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2.3 ROC HiZksr#r

## 37 RBC.Hb MO . Fib,PT,APTT 4% H i
H TAERHE (ROC) &, 73 #7145 2R 5l 7K Fib \PT
APTT Hb £k F 1 f2 AUC 25>0.7, Bf —E L W
R AE . PT Cut-off {8 & 3.67 I 15 I #r {4 % =
(AUC=0.927, H &% B2 . %% 5 1 40 %1 4 0.919,
0.878) ; H?k iy APTT, Cut-off {H N 41.89 it (AUC=
0.830, BUREE HESFPE530 R 0,691 .0.902) 5 FRIK Z
4 Fib, Cut-off {4} 225.69 i} (AUC=0.736 , i &%
B RS PE 2 514 0.439.1.000) ; Hb Cut-off {H N
153.66 B} (AUC=0.723, #7858 55 Pk 4 50 &
0.911.0.561), WLFE3 . E 1,

*3 ROCERERELR
Table 3 ROC best bound result

= AN YA 8%
$8FF AUC ggg HURPE F5 % Cut-off  95%CI é% P

RBC 0.668 0.053 0.772 0.561 4.58 0.564~0.771 0.333 0.001
Hb 0.723 0.054 0911 0.561 153.66 0.618~0.828 0.472 <0.001
MO 0.628 0.046 0.423 0.902 7.73 0.538~0.718 0.325 0.006
Fib 0.736 0.044 0.439 1 3.67  0.650~0.823 0.439 <0.001
PT 0.9270.022 0919 0.878 1297 0.883~0.971 0.797 <0.001
APTT 0.830 0.037 0.691 0.902 41.89 0.757~0.902 0.593 <0.001
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gg 0.6 , 'l;l]zr
¢ P
“gﬁ/

—PT
APTT
SH%k

0.4

0.2

A
el
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Fugre 1 ROC curve of LDH predicted by changes of RBC .
Hb MO .Fib .PT \APTT
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X} 7L 2 WAL RE , TR B T4 O 5 LR BB I R BRARR AR P A OG M . S5 R WA%K4H TSGF.PLT.
MPV 1 PCT ¥ & 5 T X HR 41, 22 58 Go it 2% 5 L (P<0.05) . TSGF.PLT .MPV I PCT 2 Wi 3L IR 93 (1)
AUC [ B4 51124 0.992,0.643,0.632,0.621, TSGF 1 PLT 45 TNM 4331 | g K/ ik L 45 2 65 5655
HER2 #3515 LAl Ki67 #2341 I 5 1E 41 56 (P<0.05) , PDW 5 HER2 ik i 1 £ A 56 (P<0.05) ,PCT 5
HER2 A1 LA Kio7 BT 2 IEAHE(P<0.05) . i MRss A KN 5 il /MuS $e g
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Application of tumor -specific growth factors and platelet parameters in the diagnosis of
breast cancer and evaluation of clinicopathological characteristics

WANG Gan*, LIU Mingju, LIU Chao

(Department of General Surgery, Baoding Second Central Hospital of Hebei, Baoding, Hebei, China,
072750)

[ABSTRACT] Objective To explore the application of tumor - specific growth factors and platelet
parameters in the diagnosis and evaluation of clinicopathological characteristics of breast cancer. Methods
From January 2018 to January 2021 in the Second Central Hospital of Baoding city, Hebei Province, 85 breast
cancer patients (observation group) and 37 breast cancer patients with benign lesions (control group) were
selected. The tumor-specific factors and platelet-related parameters of the two groups were compared and the
diagnostic efficacy for breast cancer was analyzed. At the same time, their correlation with the
clinicopathological characteristics of breast cancer patients was evaluated. Results The levels of TSGF, PLT,
MPV and PCT in the observation group were significantly higher than those in the control group, and the
difference was statistically significant (P<0.05). The AUC areas of TSGF, PLT, MPV and PCT in the
diagnosis of breast cancer were 0.992, 0.643, 0.632, 0.621, respectively. Both TSGF and PLT were positively
correlated with TNM stage, tumor size, lymph node metastasis, HER2 expression and Ki67 expression (P<
0.05). PDW was negatively correlated with HER2 expression (P<0.05), and PCT was positively correlated
with HER2 expression and Ki67 expression (P<0.05). Conclusion Tumor - specific growth factors and
platelets parameters can be used as indicators for breast cancer diagnosis and assessment.

[KEY WORDS] Tumor - specific growth factors; Platelet parameters; Breast cancer; Diagnosis;

Clinicopathological features
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P FLIR B S B A A A
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KA 2 AN R E KL 4 mL, 2 mL W 2 G
2 2 AR I o9 AR 5 1 A A R 5 2 mL i

4= [ Bl I 48 A 53 B AL 5 35 I T 8 v BE T A A
PR F] W7 2 Wbl (M) 57 2013 25 2400378 5, Al
5 DH-510 J I 1/l 288 [ /MR 114k (platelet
count, PLT) . Ifil /)» Bz F ] 25 # (mean platelet vol-
ume, MPV) | Ifil /N 43 471 5 J& (platelet distribution
width,PDW) | [fil. /M &R (plateletcerit, PCT) |,
1.4 Gateeiiik

K H SPSS 22.0 Be it i A7 o by 1 & W%
BELL (% +5) 2R, 0] R F Bl ST REAS ¢ 4G 56 5
TSGF 5 IfiL /N2 2 506 LRI 1912 Wi 2% R 1FA FH
ZARFH TAEEE # 2 (ROC) 43 M7 s TSGF . IfiL /M
S5 FURR I I R B4R A 8] A 56 4 2R ] Spear-
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2.1 4 TSGF. Ifil/ MRS H

M%< 20 TSGF.PLT .MPV Hl PCT ¥ i &5 T
XTHRA , 22 7 A Geit 5 3 L (P<0.05) , 541 PDW
L, 2R LG FE L (P>0.05), WiR1,

®1 WATSGFM/MESHLE (x+s)
Table 1 Comparison of TSGF and platelet parameters
between the 2 groups (v +s)

TSGF
I L)

X RZ 37 54.23+5.41 246.37+36.28 10.27+1.34 12.37+2.45 0.2620.05
WAL 85 72.68+5.47 262.35+35.49 10.87+1.26 13.21+2.26 0.29+0.07
tH -17.178 -2.271 —2.372 -1.840  —3.066
P <0.001 0.025 0.019 0.068 0.003

2.2 TSGF 5 Ifi/IMi 2500 2L IR 192 W 43 B
ROC Hi£R45 5 B, TSGF Il FUE A 64.49 U/mL
i, 2 W 8 A (AUC=0.992 , 85U 9 0.929, F;
SR 0.989) (P<0.05) ., W2 K1,
%2 TSGF 5 /M5 83t 2L AR EE RIS B 0 6E ROC B2k
¥
Table 2 ROC curve analysis of the diagnostic efficacy of

PLT(x10%/L) MPV(fl) PDW(fl) PCT(%)

TSGF and platelet parameters for breast cancer

g MUSIE R P
TSGF 0.992 0.982~1.000 64.49 0.919 0.929 0.989 <0.001
PLT 0.643 0.542~0.744 22947 0.193 0.756 0.436 <0.001
MPV 0.632 0.528~0.736 10.59 0.131 0.649 0.482 0.007
PCT 0.621 0.519~0.722 0.32 0.141 0.715 0426 <0.001

AUC  95%CI 5l

2.3 FLELE B H Y TSGF Fl L/ 2505 0 B R
TER KR
TNM 3-8 e A/ bk e 25 2 5 46 88 . HER2
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Figure 1 ROC curve
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Table 3 Relationship between TSGF and platelet parameters and pathological characteristics in breast cancer patients (x+s)

4. TSGF PLT PCT
! tiH  PIH ’ tiH P MPV (fl t{H P{H PDWI(fl tiH P1H t P
1% (UfmL) H P (X10°/L) i PIH (f) «ffi PMA (f) offi PA (%) H PIH
AEE>45 49 72.98+2.58 262.62+23.47 10.55+1.38 13.18+ 2.39 0.28+ 0.05
1.212 0.229 —-0.1510.881 -1.3160.192 -1.5950.114 -0.771 0.443
<45 36 72.26+2.87 263.37+21.58 10.96+1.47 13.97+ 2.06 0.29+0.07
TNM 34 64 71.37+2.14 258.64+25.41 10.65+1.56 13.18+2.14 0.26+0.06
I~1 —5.803<0.001 —2.0280.046 —0.7440.459 -1.2500.215 —3.858<0.001
M~V 21 74.64+2.53 270.94+24.63 10.93+1.28 13.87+2.36 0.32+0.07
iR NN
(cm) 58 69.46+2.82 200.49+23.54 10.67+1.57 12.94+2.05 . 0.28+0.06
< =7.413<0.001 -0.3020.763 -0.7100.479 -0.7310.467 —-0.682 0.492
=2 27 74.21£2.59 262.19+25.37 10.93+1.57 13.28+1.87 0.29+0.07
v ot HLAS
M&;/Zm 48 74.46+2.86 264.86+25.46 10.62+1.62 . 12.72+2.09 0.25+0.06
R 2 7.962 <0.001 0.668 0.506 —1.9650.053 —1.8960.061 —5.365<0.001
i 37 69.85+2.34 261.37+21.64 11.27+1.36 13.55+1.88 0.32+0.06
ER P 60 72.57+2.68 264.67+24.53 _10.60£1.62 12.96+1.98 0.28+0.07
—0.306 0.760 0.786 0.434 -1.5330.129 —1.844.0.069 -1.248 0.216
[ 25 72.76%+2.43 260.19+22.49 11.17+1.41 13.85+2.14 0.30+0.06
PR A 57 72.64+2.59 262.67+25.34 10.75+1.65 13.15+2.16 0.28+0.06
—0.893 0.374 —-0.3300.742 -1.5530.124 -1.6440.104 —-0.733 0.466
Bk 28 73.16x2.38 264.56+23.67 11.32+1.46 13.94+1.91 0.29+0.06
HER2 [H: 32 74.82+£2.51 _ . 268.46+24.38 10.54+1.64 . 12.65+1.94 - 0.27+0.06
7.300 <0.001 1.554 0.124 -1.8180.073 —2.1570.034 -0.612 0.542
5k eh 53 70.86+2.37 259.81+25.16 11.17+1.49 13.68+2.24 0.28+0.08
Ki67<14% 23 74.69+2.21 267.19+23.49 10.47+1.66 12.76x2.17 0.29+0.07
5.998 <0.001 1.287 0.202 -1.2430.217 -1.1370.259 -1.477 0.144
=14% 62 70.98+2.64 260.31+21.28 10.93+1.46 13.33+2.01 0.31£0.05
4 TSGF.IM/NMRSH 5 FLARE I K IR FFAE RO M X 4
Table 4 Correlation analysis of TSGF, platelet parameters and clinicopathological characteristics of breast cancer
TNM 7348 JifrEg R/ YW HER2 Ki67
r{f PAE r{d PAH r{H PAH r{d Pl r{H PAH
TSGF 0.474 <0.001 0.626 <0.001 0.474 <0.001 0.291 0.007 0.268 0.013
PLT 0.525 <0.001 0.355 0.001 0.362 0.001 0.471 <0.001 0.378 <0.001
PDW 0.013 0.904 0.110 0.315 0.192 0.078 —0.241 0.026 —0.098 0.374
PCT 0.008 0.426 0.100 0.362 0.071 0.517 0.221 0.042 0.215 0.048
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AR N (W IR ) , P i 58 21 45 S AR e B0 809 (UAP) 35 32 1l (UAP 41) , 20t ST Brdf =i 0 UL
(STEMI) # 45 | (STEMI 41 ) , 2P ST Bt =0 IS JE (NSTEMID 5 55 il (NSTEMI 41) o HLEAS A A
# CK-MB .NT-proBNP } CRP /K-, 43477 PR F/K P X ACS BB HUG A R YT, 4% CK-MB,
NT-proBNP }2 CRP 7K ¥ : STEMI 41 >NSTEMI 41 >UAP 20 >%} M40 , 22 5394 G127 5 L (P<0.05) , 132
Bl ACS 3, Tl f5 R4 98 fl, T J5 A R 34 (9, Horp ZE T 20 fl . U5 R 420 CK-MB \NT-proBNP }&
CRP ¥ BALTFHG A R4, 274578 L (P<0.05) . ROC ML 25 R s, = F BAHK A1)
Mk F AL (AUC) M 0.863, #if CK-MB . NT-proBNP & CRP 7 ACS & &k 3%, n k5 ACS
BERE UG B VIR, AT 134 PR KOS B T 9PAf R TS .

[SEsIA ] WURR R T SRR KRR BAE SRSk Ei A1 C R EH

Expression and clinical significance of CK-MB, NT-proBNP and CRP in elderly patients
with acute coronary syndrome

LIU Xiaojing'*, ZHANG Hongli', BAI Yanyan', ZHOU Xiaojing *

(1. Department of Comprehensive Cadres, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038; 2. Department of ICU of Comprehensive Cadres, Beijing Shijitan Hospital, Capital Medical
University,, Beijing, China, 100038)

[ABSTRACT] Objective To analyze the expression and clinical significance of Creatine kinase
isoenzyme (CK-MB), N-terminal pro-brain natriuretic peptide (NT-proBNP) and C-reactive protein (CRP) in
elderly patients with acute coronary syndrome (ACS). Methods The clinical data of 132 ACS patients
admitted to Beijing Shijitan Hospital of Capital Medical University from January 2018 to January 2020 (study
group) and 52 healthy elderly people (control group) were collected. In the study group, there were 32 patients
with unstable angina pectoris (UAP) (UAP group) , 45 patients with acute ST segment elevation myocardial
infarction (STEMI) (STEMI group) , and 55 patients with non - acute ST segment elevation myocardial
infarction (NSTEMI) (NSTEMI group). The levels of CK-MB NT-proBNP and CRP in different populations
were compared, and the predictive value of the above-mentioned factor levels for the poor prognosis of ACS
patients was analyzed. Results The levels of CK-MB, NT-proBNP and CRP: the STEMI group > the
NSTEMI group > the UAP group > the control group, the differences were statistically significant (P<0.05).
Among the 132 patients with ACS, 98 patients had a good prognosis, 34 patients had a poor prognosis, and 20
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patients died. CK-MB, NT-proBNP and CRP in the good prognosis group were significantly lower than those in

the poor prognosis group, and the differences were statistically significant (P<0.05). ROC curve analysis results

showed that the area under curve (AUC) of the three joint inspections was 0.863. Conclusion CK-MB, NT-

proBNP and CRP are abnormally expressed in ACS patients, which may be closely related to the condition and

prognosis of ACS patients. The detection of the levels of these factors can help assess the prognosis of patients.

[Key words] Creatine kinase isoenzyme; N - terminal pro - brain natriuretic peptide; Elderly acute

coronary syndrome; C-reactive protein
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138 B IR R o A . AR Ty 1™
& Fe FRUE I AT
1.2.2 W i iE

ACS BHE AT 1 AEHL TG BE DT (Pl 7 s 8] L 2
2021 4F 1 H ), DU B A K0 L5 S -4 M T
JE AN BB FIWhs o, B RG A O BIPESE T CAEEL
HEAE O WUEESE AR ZAEME L S 520
1.3 Gtk

K H SPSS 22.0 B AT i1t 434, T i Bk

K1 BE—BEBLER[(Fxs),n(%)]

Table 1 Comparison of general data of each group [ (x+s),n(%) ]

o e A " s P s
215 n e (B 14) TR () RE IR (kg/m?) LR s
UAP4H 32 20/12 65.62+9.14 24.62+3.78 6(18.75) 3(9.38)
STEMI H 45 28/17 64.89+8.96 23.82+2.96 9(20.00) 5(11.11)
NSTEMI 4H 55 33/22 66.12+9.32 23.44+2.36 10(18.18) 6(10.91)
X B2 52 30/22 64.63+8.59 23.51+2.42 11(21.15) 9(17.31)
FlyH 0.320 0.220 1.320 0.190 1.950
P 0.989 0.925 0.263 0.996 0.745
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K H (e xs) KR, dLIE LERCR H ¢ K 56, Z2 20 U R
5 2565 T HBOR n( %) 3R 17 2 K065 R
FH ROC i1 £k 3 BT CK-MB . NT-proBNP }2 CRP 7K
X AT ACS FiUE AN R A A 5 L P<0.05 4
ZRGIERE L

2 #R
2.1 4 CK-MB NT-proBNP }z CRP /K- H 45

i 75 41 CK-MB .NT-proBNP } CRP 7KV
T4, 2R AGITFEL(P<0.05), W3E2,
%2 T4 CK-MB.NT-proBNP % CRP /K ELL S (x+s)

Table 2 Comparison of CK MB, NT proBNP and CRP

levels between the two groups (¥ +s)

#H% n  CK-MB(ug/L) NT-proBNP(ng/L) CRP(mg/L)

WFFE4l 132 50.05+2.56 135.65+15.24 6.25+0.72
XHHR4] 52 4.04+0.26 45.74+4.08 0.71+0.08
t{H 126.128 41.892 56.421
P{H <0.001 <0.001 <0.001

2.2 XA 5N [FEAE TR ACS 35 CK-MB
NT-proBNP J CRP /K- Fb 45

CK-MB NT-proBNP % CRP 7K~f-: STEMI 41>
NSTEMI 20 >UAP 4 >Xf M2, 22 R340 Giit 22 &
X (P<0.05), WLFE3,

®3 MNRASAEFERRE ACS BE CK-MB,
NT-proBNP K CRP 7K F Lb#F (7 +s)
Table 3 Comparison of levels of CK-MB, NT proBNP and
CRP in control group and ACS patients with

different lesion degrees (x+s)

CK-MB NT-proBNP CRP
ZH B
o ) (ng/L) (mg/L)
bopiteEEl 52 4.04+0.26 45.74%4.08 0.71+0.08
UAPZH 32 41.06x1.62" 77.22+7.05° 3.53+0.41°

NSTEMI4 55 47.29+1.33"  114.92+13.61"  5.27+0.83"

STEMIZ 45 59.81+3.46™  202.53+24.85™  9.41+1.37™
F1H 668.42 556.74 381.29
P1E <0.001 <0.001 <0.001

T SR 82 *P<0.05;5 5 UAP 41 L %5 °P<0.05 ; 5 NSTEMI 4
% <P<0.05,

2.3 A[FTJE ACS £ # CK-MB ,NT-proBNP
CRP 7K 45

132 ] ACS & & b, Bl J5 B & 98 #i
(74.24%) , )5 AN R 34 4 (25.76% ) , H 561 20
], 5 B 4f 41 CK-MB ., NT-proBNP }2 CRP
R THEANRA, 25 A5 L (P<
0.05). W4,

#4 AEWIG ACS B#E CK-MB NT-proBNP & CRP
KFELLEL (3xs)
Table 4 Comparison of CK-MB, NT proBNP and CRP

levels in ACS patients with different prognosis (x+s)

CK-MB NT-proBNP CRP
ZH 5
4L " (pg/l) (ng/L) (mg/L)

WG B4l 98 4541+2.84  113.82+5.24  3.31+0.12

BEARA 34 63.4242.14  198.56x15.56  14.75%1.09
t{H 33.767 47.031 102.844
P1E <0.001 <0.001 <0.001

2.4 CK-MB NT-proBNP } CRP /K%t &4 ACS
TG AN R A S04 1

ROC i & 73 45 2 .7~ , CK-MB \NT-proB-
NP J2 CRP = & I & i # i AUC B & , iy 0.863
(P<0.05), WE5 K1,

&5 CK-MB.NT-proBNP K CRP 7k Fxf E 4 ACS /g
AR ME
Table 5 predictive value of CK-MB, NT proBNP and CRP
levels for poor prognosis of elderly ACS

T A 7 R AURE FER R AUC 95%CI P

CK-MB 0.81 0.647 0.632 0.708  0.572~0.845 <0.001
NT-proBNP 0.54 0.711 0.702 0.719  0.577~0.862 <0.001

CRP 021 0596 0619 0565 0.398~0.731 <0.001
=HE

o 0.89 0947 0.834 0.863  0.770~0.957 <0.001

10 ik
—CK-MB
08 — NT-proBNP
- CRP
% 06 — SHPA R
B 5%
0.4
|
0.2 7]
1
0 0.2 04 0.6 08 1.0
1-fE5

Figure 1 ROC curve

ACS J&—2H iy kO LB I 5 | 76 A M PR 256
ik, Wik PR R B LA B0 o 2 A i s g i 7R S B
B KA SRR I R RO IR AL T B e S TR
o BACHTIEIAY , ACS HF ) S S i il K e 557
ARBIIK ok B RAE WA 5 o ARG ACS S B AR
PRALAD , B A I A= A AR S , Ty 2 W g
PP BRI 7 SR B S R E R A AT R AR T B L

AR L2 45 b A B S AT AR 2 2
4 ACS JBE A M de i ped i, O LR 2 B TR
JCHE AL, Her L CK-MB U f5 7, o] AR 5
ML L WL 7K P8 A B0 A A 8 20 JILAZ A 1
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o {H Farhan 5558 & 30, 768 5 WL B DRS00
Hi, CK-MB /K-t 4 BT, Lk 25t 959 12 W i
BURENA o DR 45 LAl AR S PR R I 4 B iR A7 3
[[li2 W7 . NT-proBNP j&—F KSR 4= 9 Z ik, B 0
WUAR M G B, 32 A A7 0 B 20, 2 A 00 2
A 2 W0 1 R B R S AR R . ARG B
7~ , NT-proBNP 5 IfiL. % i 4% BK (brain natriuretic pep-
tide, BNP) > il T* [f] — i {4, {H 5 BNP #H [, , NT-
proBNP 2 FEW T Ifi ik AR e, AN AE O B
I T AR TC O DI REN A1) ACS B LT
RSB B T, % ACS RIS W 3697 M FiUS P4
BARERZ X, ARG BN, BFIT4H R
# CK-MB NT-proBNP /K - i 2 = T X R 41, H.
UAP 4 .NSTEMI #4H . STEMI # IfiL i CK-MB NT-
proBNP 7K - 52 4K Yk 14 = #a 5, $2 7R P K 5
ACS B O & BAT — % KR . {H Brede
4 6N K, UAP \NSTEMI i % CK-MB /K *F-
P22 g it 2a X, SRR HGE A —3, 2
MR R AT RE S5 I AREA B b IX 22 53 K
JERE LIV AE ACS Jg B AR F o 5 — S M A7, AT
W BRE B A PR IO S RS K A
Damen 25" W58 W, ACS B3 1L 7 CRP /KF |
TS5 905 17 ™ R AL I A G, 2 T I A =R
KRS T, CRP & —RhELE Ca fEAE M 5
it 58 5 IR TR I R C 2RSS A R A BT, AR
HEFF I P BB AMAR VR T, AT
W, WF 9T 41 CRP /KO & F 6 R 4L, 78 UAP 4 .
NSTEMI 4 . STEMI 21 H H /K- 78 2 AR K I = &
P 5 PR SCRRFREARAT o DR P T BE R ACS
FECE AR A N B AN M543 | ot/ N AR B B B e
417 A B A0 B A Ak TR T RN BRE 43 R 7k
LA | B - AT IR, A R R Atk I 5
AR A T, S BRI R R K TRk T
VR ARAE N, 5 1 8™ B, e M R PP s

I AN AS WF 538 3 i — 25 A BT AS ) B B A
CK-MB NT-proBNP }2 CRP /K % Fi , ¥l )5 K 4
4 AR TP 8 I F RS A R4l ROC il
£E 73 Hr 7’ , CK-MB, NT-proBNP }2 CRP 7K “F- %
ACS B UG AN KAy IR 28 18 AL 4 0 A 0.647
0.711.0.596 , 75 Fil J& PEA% 7 H A B s A E . 5
Popova %5 W HGE S5 AL, [FIE, ARBFIE R I,
BEA R R X% ACS J & 12 W X 1 PEAS
(B e, PT v AR R

2% | itk , CK-MB \NT-proBNP }2 CRP 7 ACS
BHhFILSER  TTRES ACS BEGTE  HUR %1
FHC, R F 3R R 7K B Tl R 1

Sk
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5 G PRI 92 109 ¥ BBt e

IREH Rk R FEI O KERF

[ E] A SRRt SIS HLAGT 20T s o 19 5 5 O IT B X R 22 2R 58 R AME PO
HO R e B RS AR T AR, A R BRI R X AT 002 6T W TUR BT o AN B
X B G M A% B R 3 S S AR I I PR AR B L A B S e R I 4 4 B B R R BRNR T AR A L B L,
ARTONS A B BRI R 19 73 JER B S IR 7 T kAT B A S ik, LIV A B e iR 48 14 i R A

75 RS RIS %

[R88R] A S RPENENSR 5 AL TRIT 5 XAESZRHAYT

Recent progress in the treatment of autoimmune encephalitis
GUO Siqi, ZHAO Linlin, SONG Ling, LI Huiling, ZHANG Jingyu*
(Department of Neurology, the Fourth Affiliated Hospital of Harbin Medical University, Harbin, Heilongjiang,

China, 150001)

[ABSTRACT] Autoimmune encephalitis is an inflammatory disease of central nervous system caused

by the body’s abnormal reaction of anti-neuronal antigen components. It seriously endangers the patient’s mental

and neurological function. If it cannot be diagnosed and treated at the early stage, the prognosis will be very

unsatisfactory. Therefore, the accurate classification of autoimmune encephalitis and the corresponding clinical

manifestations, the prevention and early treatment of autoimmune encephalitis are necessary. In this review,

authors summarized the classification and the treatment of autoimmune encephalitis, in order to provide a

theoretical reference for the early treatment and good prognosis of autoimmune encephalitis.

[KEY WORD] Autoimmune encephalitis ; Immuno-regulation therapy ; Supportive treatment

H B 5o P i 2 (autoimmune encephalitis , AE )
FEFE Sl A SRR SR e R LUK
AT R S0 O R AE R FHE 2 BT A 2 TR
B Mg 3 o BRI, 2 MR S i k3
FLI] PR TG AR S A O T BT B w2 S 2, A
M AE WG 822", I, 45 7 R 2
ERIT B OCE S IR 45 T A I I RRE AR 1) 28
FHiAT RG Rk A S R IR B B e e v
PUAA , A5G FEL 1] Sk s AR kA, DA SORS A i
RVPA ST B, el BRI AE, i7#F 1 5 /S
Xt AE (38 St SR YT, IS T AB IR R,
R R E . (BB B2 B BRI T BOL B
AW RBRMY, BRSPS SR,

AR SCEIRE A B G e ik 436 I B80T E e R AT 25
I, DU A i PR B (41216 S R BE EAl

1 BEREMRRSERERI

WAE A B BT W TR B R B B
P A B UL IR 43 28 5k i L A B R T e
FEAF L, R4 A Hr AL
1.1 PUNMDAR Jfifi %

Il R o f5c & UL AE B 4T NMDAR
( N-methyl-D-aspartate receptor, NMDAR ) Ji§i 4% , Ifij
NMDAR A R 5 18 5 5 fil ] SRR DA G
HEM A2 0 T B0 B2 > AR O R 2R
BUAT DL IRIGR | R M AT S D) RE R A R A

Ve ds b RIFEARFWES W E RN 2 RA, 2 AT, % RiE 150001

*iBAZAE S IRIR T, E-mail : zhangjingyuyx@163.comz
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Ty IO BERF AR o XTI RAEER I 5 L i
NG ILE A A AE, Hd 4= AN 20 Whicie
Bl e L] ARG PR ZRE AR, L EE ) 2240 WL RH
W | S 52 RS iz Bl B I A Sk A B B 4 2 s
By, HUR DL AILEK I 0 S AR

1.2 HL MOG i %

/b 58 Jist 5t 4 Jid B 2 11 (myelin oligodendrocyte
glycoprotein , MOG ) j& — F £ 75 T X #l 28 R 58
REHH MR B B MBS E R s, 2 B
R Ak R A A Y OGB4y o T ISR, BT
MOG btk 5 BEH M AE R E% , K FEWT
SRR A RER NI W T2 R SLER &
2 k™, t MOG I & I IR T2 W&
A 50 O A R AR A R R AT, H S AR AR G,
ATt ARG, 2201 O A s A AR ) L R
= BEAR IR, M R I TT BB AR R
1.3 $UGAD iR

7% & R I R 1§ (glutamic acid decarboxylase,
GAD ) 2K 4% 0 R % Ak 141 i 1 o 228 328 Jo y 2 35
TR PR, A T IR B 4l i rh Hofh G
B, LT 5 R G R AB LR AR /N 3Tk
PRI FEIR RAVEGE A RGBT/ EEE
WE5E B4 BT GAD65 HT 44 Fi Al i 1 [ 5 e e
S RE DG, I R T 22 DL 2 W il 98 R RE AR, L Ah A d
it GADG65 HL AR BH M il 48 2 — Fh #2233 2 , I LA
TR A AR HAZ O AEIR
1.4 HGHENR

TGN ki AR A1 301 AT DA I AR Bl S 8
AL UL AR O A2 P RE IR R BRI |
AL Ly W S s [ Bz BT AR i SR A5 R |
0] DS A AT R S R FUEUIR & VR SRR . 2
W AT A R R B, I S BT LGI Bt ik 4T GAB-
ABR HUIRSEA M R 2 A A58 i I IR
WFIE EE5 6t AE 5951 LGI1 ST AR G iy 10
PRl %, TEIGIR T 2 LI 4 R aE ko 32, HAE
6T 7 AR T U, B ARG YT S A B
RA4f
15 HE

AR, 3 R UL BB /N 22 14T Hu (ANNA-1)
UM R BT Ri (ANNA-2) B ik 52 K @ i Jeg 4
/NMIHAETEST Yo (PCA-1) LMK % , H0 40 i A 5 fih
FEH A FPUARNG R , Bickerstaff’s i T 42 , i 1
HH DG B g8 T i 2R S5

2 BEREMEMERIET

2.1 RPEPETIRSY

W EZ 5 2R (glucocorticoid , GC) , e EREE
SEYYONIRYT AE B R H 12y, H 3 208 1 78 AE
(1) R IDT RIKE AE 1 fif 28458 35 U AT R IR 22 e IR, %
LRI TS &R = 1 Z:05] = =R [ 5 A El| B
Y, SRREIRYTREIR | BUE S AR N T ey Tk A Re
FEAE BEHUE AR . Ferlazzo 4538 1 b 53 |
faili, GC, SRk S5 I K TG YT TE R A
PUATE B SR BN EAR, HAR R AR AT i/ A DG
()4 A VETTREVERT ST, BCZE N b o 75 B — 20 1Y
AR, TEICHEAE [, Newman %5 ™ JRF8 H |, 20k
W R 225 B R I R SR I R — 2R FH 2 mT 7 —
FERRRE FEUTE S GC, e Bk M 25 I R W 2415k
BRI OUT HETE EARAEEAE FIRTTROCR
211 GC

M GC SHIMIN GC ARG G il 41 i i A
Y M R Rk R RO SRl L A2 AR R AR
H TS5 2 R e R BE A 1 e s, AT 30 T 40 M0 FE
vy P Thl 20 M 53-10 , I 5 1R B W40 i ) 5E 25 6L
g R Mok i i T, WFSE R, GC X} AE &
AR VR A0 AR B 25 R an R [R) 8 — T
T, GC Xof 9l /DI 2 v B 41 i K ) 4 e /N Tk
T 4R, L I3 B AR S50 1 5 T A, LL 3%
AR, T X A B R PR N T, IR YT
55 % o GC 5 HAh DA S B 3R 2R 1 B 41 i Ry
A0S W IR YT G WA 25 & A BE T I B IR
JY AE. 75— 7, GC Al g Aol E 5 AR H
1A S B A PR AR, QAR | O B | R 3l AR B e
LRI I RAE ™,

2.1.2 ki 5t e 8 BR 5 A (intravenous immu-
nogloblin, IVIg)

K IVIg(1~2 g/kg) Al it B Srhi i,
FELF FeyR (—F IgGFe 3244 ) i {1k . -1 FeyR 1 B
03 A RMAS | 4 i PR R A M RS S AL
EZFhPr R MR EH . IVIg BAT/E N AE
B2 R YT B T B FE S i GC R 22 5 Bt
HAb S IGIT 25 2 Ja e 5 Z A . I
IR R, IVIg AN R GC /N,

2.1.3 FIZERHL

FZ 8 BT —Fh T X CD20 936 4 A AL

P TEREPUAAR , AT A B T 0 A0 kM
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TG A7 3 0 A O T AR S 4 HE B 40 i R A2 B 41
o A2 BAPUTE 1eGA A SEPRIR YT o Y sk bk
Al E— 20 SCHE R 2 E BT AE AE TR N
IgG4 W HTiAk f7 = 17, WnHt LGI  $T CASPR2
FIHT IgGLNS G 48 o F| Z 5 B g XF CD20 B 1 2
it (B 46 K 5 i 2 A i) JCHE el 7 FH , TR T
AN R e e Y
2.1.4 AWEBERE

TSIl Tk A — 7 000 ) 200 44 B 1 e AR
XF B 4T T 40 M 34545 5200, o] VE b G 55 10 1 711
FHF36 7 1 A i 0™ B A XU 5 R 50
IR ERE 5 AN T A B Rt 4 R 1
IRYT, AR AR AR I ™ EE N B (i i 4
il AN P B % R o 1 e 9 g DR
) o AH S5 HAL LY B in T 29 AR L
B IR AR (15 ) 2215 BT AR E ) 00X I 2 240 it 3
B LRI AR (5 —£R 259 R TR)) Sy HOw AR
R T IE R 256, FIE B e X Mo )
il A B

UG AT UL, B B B R, e R IR T
AE (W8 5 AE AR 2 P 3 MGE 2T
AT AT 58 BEAR (R 2R | (G AT P e i B
AT A7 20 0 AN FHARL, BRI A I DR v R ] 2% 30086
W 2B T R B R S AR I R — 2R FH 24
IR TG RS R B A IR R E— SRR 5 .
2.2 XMEESZRHAIT

BRACSEIRIT AN, I R _E IR AR YR AE (16 R 23
145 T FH L X RE SCRHRYT . JEHAE AE I RAEAR
B, WHBR A& AR AN 2 DL B T e A A
ER , 7RI ARG T H R AR . 45 T PR 259 VR
S SR TR BE S DL L BRSO IR T S F B &
4RI AE B A AE R LI 45 T IR 259
IEF8 B S BUE 258 2N ARG X
AE PG MR A AR, TR A0 S5 16 97 i il | 22
FEPR R AR R RIE T, A BEIE FH BTSN 25
WIERAIRYT BRI, BB T AE P4 150 & A
F14) S5 L B B TR SCRFIRYT o R IR N O T XA
FE R AL 1) AE SEAT AT B2 48, LIRS sl R &
PR 2 A RS AR 3 H T IR
Ry R e S e RN I R Y TN D g R R
VPGSR 7R B SRR T LUK b R A
) AE BRE BLIGIT AN, WRE HRAIT B EE
SEIREPEAE VIR Y AB AR SC PRI 1 AR BSR4

TRPERIT A VUBIR 25 iR, HOLRRS 3
HE TS PR UL A X AE TR T Y B
2.3 JHAh

B L3RR IT RO NI S Y g B AT
48, AE 5 s 8 B G FE 48 H A [F] PR
USRI AE 540 AN 5] A s 2 D AH O, ande
NMDAR il 48 ‘# 1 Fifi i i3 988 , 5t GABABR Jiiki ¢ £
P A it 38 A AR 2 TR T X 2 IR AT G Y AR
BH PR RN IMA T R R FARIGIT . 1 Mark
SEPIRTE AR I8 R B ERYL  UIAH G, DR B
FEAY 1 2 5 2 2 ik 7 (herpes simplex virus,
HSV), Jf-48 t BT 5% 1697 HSV ik %8 A] i 25 ek
45 R A0 B e PR i R B AR YT A AN A
X W TR 2 S5 SRS, ORI R 10
1] B N8 B 1 I AR S5 1 B 8 P i e A I PRV
EK5IRITAR N R R I A B e e R B
AE ] 10 13445 7 — 43877 , 2 B KB R pEih
J7, 9 B FRF I I 1 G2 A, 7F AE B BB il b i
B B, ULEH AE S5 s e B U AH G .

3 l%\gﬁ_li%tﬁ

FI B G2 P il 58 2 — b B S35 I AT 3 1Y
[ NS e E s P € = 9 E AN SO S S
T R H B ] e A — R 2R B A A G
I PRI, 2 22 HH IR & 1 NN s SRS P A T
5 H o H H AT AE 19 B A5 BEAL A N 2R
e THAY S W S IRIT AR A, BoAR SCRIY
T B BEAH G B G P A AR 1 AH SR YT kAT
LR S s, B HRIE AR B4 2R R
S IHE U A it , H 32 B4 5 NMDAR ik 48 |
Pt MOG i & .t GAD i % 55 , 7R M Ilfe R UL, If:
T AW R 22 50k . AN, 7RG R A936 97 7 T
GBEIRYT R IR AN A — 23R Y7 7 i, T AE I
PR s T8 7 4k, A S g TR YT B S A L R
A XHIRE SRR YT, B HOE & E 45 T IR L X
FEIRIT , HE A AR BEAE R R4S 152 Wit
T6IT , D LA B4y (0 SIS T A SO 3 ) R )
RS SRR, S I R LR PR AR TR T HR AL
HigZ%,

5% Uk

(1] SBuivk, AT, SR, 5 . B S G P G 2 AH DG TN
TR RS PR A IG DR AT 5T [T]. o 5 2 e i 4% 35 L 2020, 28
(9):583-587.
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