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[ME] B& Hif A48 25 %1 (herpes simplex virus—1, HSV-1) Bk ¥% K ifit & 40 ffd 26 B BB 7 -1
(soluble vascular cell adhesion molecule-1, sVCAM-1) & # C /& Jif & 4 ( hypersensitive C—reactive protein
, hsCRP) 5 & 1 .0 WUEE 5 (acute myocardial infarction, AMD) Z BB R . 3% R ELISA Jr kgl 72
Bl AMI &85 5 79 4| IE % %f 8 3% 1o 7 & HSV-1 Hiék & sVCAM-1 5K ¥, R FIBUSS He vk 3 46 3 hsCRP 7K
E; HAFROFAERERZRE, &5 AMIA HSV-1 LG Hilh Rtk % (73.61%) ZER Tx B4
(39.24%), B £ S B G312 E X (P<0.05); AR T LR AR B RAG , HSV-1 1gC Hik R 5 AMI 8y
HiRE#H (OR'=4.41,P<0.01;0R%= 4.82,P<0.01;0R*= 3.52,P< 0.01) ; AMI 41 sVCAM-1 .hsCRP 7k
WETFMEE, BERYERITFEL(PH<001), &t HSV-1 &t sVCAM-1. hsCRP A 5 53)
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The study on the correlation among HSV-1 infection, sVCAM-1 .hsCRP and AMI
KAN Xiu-mei, YANG Ming—-hua, LUAN Cong-ying, et al. Department of Laboratory, Children’s Hospital of
Harbin, Harbin 150010, China

[Abstract) Objective To study the correlation among herpes simplex virus-1(HSV-1) infection, solu-
ble vascular cell adhesion molecule—1(sVCAM-1), hypersensitive C-reactive protein(hsCRP) and acute myocar-
dial infarction (AMI). Methods HSV-1 IgG antibodies and sVCAM-1 of 72 patients with AMI and 79 normal
controls were measured by ELISA. The levels of hsCRP were determined by nephelometry method.Meanwhile,
the risk factors of coronary heart disease were investigated. Results The positive rate of HSV-1 IgG antibody
in AMI group(73.61%) was significantly higher than in control group(39.24%) and the difference had statistical
significance (P< 0.05). Before and after the adjustment of cardiovascular risk factors, IgG antibodies to HSV-1
had correlation with AMI (OR'= 4.41, P/< 0.01; OR’= 4.82, P’< 0.01; OR’= 3.52, P2< 0.01). The levels of sV-
CAM-1 and hsCRP in the AMI group were all higher than those in the control group (P all< 0.01). Conclusion
There is significant correlation among HSV-1 infection, sVCAM-1, hsCRP and AMI. HSV-1 infection may be
involved in the pathogenesis of atherosclerosis (AS) and AMI by inducing and accelerating coronary artery in-
flammation.
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5 125 (coronary heart disease, CHD)J2 B 5 it
EENEERAKNCUER, K E CHD ¥ & %5k 2
75 B, CIERRERERTERSE A,
FRECEHTHA EEEFRAER". ZEHE
BR, M f9 CHD fER A R BEFR REL O8
T s O IURR R R B L IR R LS RORE R
& b RS ILAE L LR (VRO BB B B PR 9 4E R

FAIANE, BAEKE 12 HERIKERR R
EHARE SRFAXMRIEL XN ERER
o GRAFEHLERIMHERADOEZRMAEE, EF
KEMRERR, RSS2 4.0 UHE (acute myocar-
dial infarction, AMI) MK RBE X, HITEIEHF
B, MRKEK. WEESHIKHBEREL
(atherosclerosis, AS) F1 AMI gy et fa e A+, H
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v B4 4 55 5 J 7% (herpes simplex virus, HSV ) Bt 5
AMI H VIR,

HSV mT 434 1 B (HSV-1)#1 Il & (HSV-2)
Fi HSV-1 3 B2 00 o WP IRGE | B Aok FKG % D) 4%
GG RIS RAE A AR Y, HSV-2 FEHFAET
LHEE B PIE SRR K B B 2 R E AL,
Bl REMBRIEMBEHFERHEY, C-REE
H (C-reactive protein, CRP) J& — Ft Ak 5F 7 1 4 A b5
B, I8 4 R Y43 F—1 (soluble vascular cell ad-
hesion molecule-1, sVCAM-1) BT HBERELAHRX
AL B, X Fx CD106, E R ML, & C R &
A ( hypersensitive C—reactive protein , hsCRP) fl sV-
CAM-1 ZE 2 HE kL &4 (acute conoary syndrone,
ACS)BEHHI B, MEL ST ACS RARK
IS PR EEEA . AR R AMI B K&
fi Bexs BB 2 I % HSV-1,VCAM-1 hsCRP /K -3 5
WHE AMI B4 & RN,
1 HZMsEH&®
L1 EERER #2005 4 11 A F 2006 4£ 3 A
TEMG /RIE BB R RS B 55 — B B0 BE AR WA 9P iR JB (E
BEih T B9 AMIL B3 72 B, 744 (59.68+9.90) % , 1
55 40 ], 2 32 il i Wi bR 4R TR 1999 4F 3% E L
RS 27 S AR, 7E O AL B SRR Bh Bk % L0 WLAR A
Y mARRI 3 KReWitr F4 2 &£ L HHR
LW AMIL, IE % X B2 A B A R 0 B B A
K& 79 F, £k (56.97+10.90) % , b 5B 42 {4 , &
374, &G R A HBR CHD BRI B IMLE & i
36 E RSB
1.2 FE
121 MBFRARE FTA AEE B RES E &K
I, PABS 4% 10 em, 3000 r/min &0 15 min, 4355
Mg, EB-70 CHKERFEEH.
122 W HSV-1 Hiik K 8% H
ELISA ¥, B & hBEERFLRRRMAERA
m ML, sVCAM-1 KK SR H ELISA ¥, iR &
i % [E BPB v Al 24t . hsCRP ¥ W 57 A 6 E
Beckman Coulter /A 5] IMMAGE £ B 2471, %
FRECST MR R . vk =g b & 0 LEE CK-
MB #; il 37 F H A& OLYMPUS 5400 4 4k 43 #7143, %
P STt il . DA - SR 3 Pk i & i e
F#T.
1.23 [FERE S—HiTHEHTREE, AEQ
FEEWR MR R ERR R U EE ke % —
SRS L X% CHD RiE s FEIRB S RAE S RE S

mIEE %, HEAAHEGE .
1.3 Seibsab s piFH SPSS 8.0 #K {43 k17 R
Git. HEBIER s 2R FEESUHRR, ES
ARPARAR LB B WSS ETER
FEEAHMGR; FANROHERBY BER;
HAE SRR R S CHD WX R R F £ 7T Logistic
BIFT. P<0.05 HEREFKITFEE L,
2 g7
21 AMIASE® X4 CHD i N & 4 #r
B 1.2 6] 0L, BRI AR 4 2 RS i 2# B L
(P>0.05)5h, B/l & kg5 (CHD Kk & B8 IR
SMEMELEFRESE CHD kKR EKRKNE, B
HEFHFGHITFEBE L (P<0.05), AMI LT
BOH M =R OB S K T 5 IE R B LA B
7, ES IR G ¥ E L (P 19<0.05),

#1 AMIA5E# %4 CHD 21 H K 5 #i[n(%)]

PORE::! AMI 4

fekrix n=79 n=72 P
TER(H ) 42(53.16) 40(55.56) >0.05
A ES 20(25.32) 35(48.61) <0.01
BRI 4(5.06) 12(16.67) <0.05
% 4 s 15(18.98) 45(62.50) <0.01
2318 1(1.26) 11(15.28) <0.01
E3:34 0(0) 9(12.50) <0.01

£2 AMIE5E %% R CHD 16 B & 4M7 (as)

Xt B AMI 4
PASTESE P
n=79 n=72
Eik (%) 56.97+10.90 59.68+9.90 >0.05
1R & 58 (kg/m’) 23.71£2.70 25.06+3.50 <0.05
1L (mmol/L) 4.96+0.76 8.09+3.42 <001
TG (mmol/L) 1.15+0.80 1.69+0.71 <0.01

22 AMIZES5IE# A B4 HSV-1 R it
AMI 2 HSV-1 IgG PR 8 & FIE % 3 R4 (=
7.07,P< 0.01),HSV-1 IgG R BF & FIE % X B4,
EZRAERITFE L (P<0.01), 0% 3,

23 WEHEARKREEN. 5,HSV-1 &S5 AMI
FIHXHE fREXRAERH. 5 HSV-1 Rigy
AMI B A 8 4 4 (P $9< 0.01) ,0R (95%CI) 4% Bl B
4.41,4.82,3.52 W% 4,

24 AMI 415 % 3 A AR K RN R I 45 8
HIELE  AMI 40 sVCAM-1 hsCRP ¥ B & FIE%
MRM, R RAERITFEL(PI<0.01,£5),
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#3 P HSV-1 Huik B i 3 R4 1 o BE 49 HL 3% (as)

AR i3 PUARER(%)  HEEERD)
AMI 4 72 53(73.61)% 68.0738.69*
X B 79 31(39.24) 21.28+23.34

o SR, P#< 00!
x4 FHBALEZEN.JE HSV-1 R 5 AMI fAH X4

#H 5 OR(95%CI) P
14 4.41(2.20,8.71) <001
24 4.82(2.10,10.70) <0.01
34 3.52(1.32,8.30) <0.01

T 4RI B AT 2 4 A BB RS 53 4
A R RORAR R RS LR L H o SR A
BER

F 5 AMIZ45IE % X B M 36 & R A R IS R (xs)

45 Bl sVCAM-1(nmol/L) hsCRP(mg/L)
AMI #H 72 30.03+25.86* 23.80+33.44%
bop:iich 79 5.53+5.37 2.10£1.79

¢ 53t B4 L, P< 0.01

3 g

FIETROKS ,CHD L Bl B ER TS
I B & AR 55 b A B IR AE S 40 HSV AT 5|
BBk RAE . Hith. FEUAMK (smath muscle cell,
SMC) A4 R IREY R RESREL/L, 2E AS
MAMIMEES R,

BRYLTE AS KA VKB HBYIPLE A ERE,
AL BB LA T ILA 3 - OB W/E A T i bkee 8
o 03 R v LA A TR RO R RE IR . i AR
B F7= 4 SR AR IR HTE B . BESR RN I
BRIER; QMY £ N ER TR AN E#R G,
MGG, BN E R AREEH S FRRER
ik, 512 AS BEHR R F A AE 40 LR U | AR TE A B
R RE AR QR Rk SR e AT S i /MR TE L
YERI3ESE 2 & B2 KFEFS B E & R
R R B R 7 42 8 i A2 T R (D38 5 38 S48 IR
BREZEVN SN EHRG S RERZE ACS
KA QR e o AE 8 B AR S o T 7= A AS™,

HSV A% K i) DNA %, HSV BN JLE
PR E, Bl e ARG Rk 70%~80%,
HREZR@HRFEE RS rR R, HSV B 5
AMI 7 5% HSV-1 IgG M EF A K E AMI H5E
TR 2 % (0R:2.0,95% CI:1.1~3.6) , HSV-
1 BE7E (R AR YL I % SMC, H 7] $3( SMC A fiE [ B

AR 2 SMC Mk a2, NS 5 AS &
RS AT R AMI 4 HSV-1 B89
MR R B  8 & T RA, EB R T
WA A BRI S MAE EREEEREER
5, HSV Bt 5 AMI 9% 2 3F £ 15 % (OR:3.52,95%
CI:1.32~8.30,P<0.01), #Bf HSV-1 &t 5 AMI &
B A AR DG, 5 SR R GE — B

CRP B —#IERF R RIER &Y , & Fow R
A YRR B B G i R 2 W] RIEUT E& L CRP,
T CRP fi 3 X AT {2 i #h A % B B #1455, AS
£ CHD MEARKER, MEiEH, ERARE—HMIER
MU, RAEFESAEBE SR A9 TE AL 38 K BB /S B
B meIRPEEEENER. FHNMRR
R, FEIEH A CRP kK F#1 CHD B & CRP K
FZEARFIMEE MR, CRP AT LME R RE L
fERMA KA ACS R IR IHAMELA PR
WESE, CRP A] LA 38 38 vk o 40 M A9 15 3, 15 fL 48 LR MA
W12 # CRP AT LUIME Ay A Fa5E 10 20 U3 A A
W —FilERIEdR . APFRER "9,CHD BF M m 3K
hsCRP /K55 R s bR A ™ EREMK, "TL
YERTEH CHD B H RSB ERI M ER. 5
CRP #8 Lt , hsCRP F 2 76 4 ) - B85 7 30 0% . A f
# hsCRP K #IRFFERE, AZNAHREW, 5
FrEMm P M, 485 8B~ AMI B hsCRP B 8 7
7, 38 HSV-1 kit v] G 2 {2 f hsCRP Ft i i) —
MHE.

VCAM-1 B FREREBBRERRA, XK
CD106, F] &k FIE LB P9 2 MR T , 3 0T 1 T
B4 5 9 B A RS B, LG AR A VA4, H &
k8 1% 5 ICAM-1 21l . Ross %A K73 Bk A% 4k
2 Bl B BE X & b R AE B 45 8 RAE- T4 L, X — R
L AR 30 SO T 3, £ 2o BE B U R JR S B o T L
B RRAE. WEEWARERE SMC MiTB Mg
B R AR AN TR R R S 2 KT VCAM
RIfER . AT VCAM x5 ASMRERBA X,

CRP #1 VCAM-1 ZE ACS 2 E T HEAE, K
B AT ACS K A fa i o 144 b i J B AR A,
ABFFIUE L AMI B # A 5 K F i hsCRP 7 sV-
CAM-1, 278 AMI B} 75 #5381 4 4E U , RIS A &
K HSV IgG Hiik/KF, #27R HSV B f ml fE &
RIEHFHEMGEEZ—, RE# HSV Rpge e m]
fE5 AS & AMI KR4 R BA %,

AS BEH  FE i 13 72 B2 4 AE SR R L A2, T I
BRIEMRE Y RREHIIBE M KR, Xt
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A ER A B ML RAESR SR BTR B — 4 T ##
AS B B ARG F R 2. B2, CHD &—FMAssk

BB PERAE , FOR A &R 5 A i I i i B e g

KRB rT BE IR ACS M B, B 2

RAEATEBEHR AR E , AT S B ACS, 5 71 2 Rk e

AT 0 IR T 10 5 20,
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