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BE BH: oM ARE @A E(HCMV) B 3 5 20 Bhk s 02 (ACS) B4 e e i, 4531 HCMV B 4 2 ACS & 4 |
KRR . Fik TR 2017 5 5 A ~2019 5 5 g eg Bsym B4 118 4]  MRABR K H 54 ACS 48(n=81)F=i4
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ABSTRACT Objective: To analyze the correlation between human cytomegalovirus (HCMV) infection and the inflammatory medi-
ators of patients with acute coronary syndrome (ACS), and explore the role of HCMV infection in the occurrence and development of
ACS. Methods: 118 cases of coronary heart disease patients who were admitted to our hospital from May 2017 to May 2019 were selected,
and they were divided into ACS group (n=81) and stable angina pectoris (SAP) group (n=37) according to illness condition, another 40
healthy volunteers in our hospital who were selected as control group during the same period. The serum specific HCMV-IgG and
HCMV-IgM were detected in all subjects, and the levels of serum sP-selectin, tumor necrosis factor-a (TNF-a) and high sensitivity C-re-
active protein (hs-CRP) were compared in all subjects. The correlation between serum sP-selectin, TNF-a and hs-CRP levels and the titer
of HCMV-IgM antibody in patients of ACS group were analyzed. Results: The positive rates of HCMV-IgG in the ACS group and in the
SAP group were 81.48% and 78.38% respectively, which were significantly higher than 45.00% in the control group, and the differences
were statistically significant (P<0.05). The positive rate of HCMV-IgM in the ACS group was 40.74%, which was significantly higher than
10.81% in the SAP group and 5.00% in the control group, and the differences were statistically significant (P<0.05). The levels of serum
sP-selectin, TNF-a and hs-CRP in the ACS group were significantly higher than those in the SAP group and in the control group, and the
differences were statistically significant (P<0.05). The levels of serum serum sP-selectin, TNF-a and hs-CRP in patients with HCMV-IgM
positive in the ACS group were significantly higher than those in patients with HCMV-IgM negative, and the differences were statistically
significant (P<0.05). The levels of serum sP-selectin, TNF-a, hs-CRP in the ACS group were positively correlated with the titer of
HCMV-IgM antibody (P<0.05). Conclusion: Chronic HCMV infection may play an important role in the occurrence and development of
atherosclerosis, and acute HCMV infection may increase the levels of inflammatory factors such as sP-selectin, TNF-«, hs-CRP and so
on, and further promote the occurrence and development of ACS.
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NZEE 41 it 5 (Human cytomegalovirus, HCMV ) 7E A\ ¥
R ARE T A RGE SR A R SR S ]
ik 95%L N, HCMV 88 MK, IEH 16 B0 T 7SR 4 itk
2% 4 L 457 G P28 A A L AR B8 e BT AR A, SORT e 3s D e A
TR NBERE AR, AR R B, HCMV &Y AT 521
NSRS SRE R, BLAE S FERE AL TR i 5 & e P 1) 8
FVEM ., 2MlksE £ 9E (Acute coronary syndrome , ACS )J&—
FC R 2B M LR GAE , I A TR Ik AR e B i 2 il g
Jet 5 [ AR TE BT 5350007 ACS (19 BEIELRHZ TR 20 ik s A A
b, Bk R R Z R R AEN T AR T 5 55, fiE
T AER A B B2 22 ARG & R, ACS AYZ T ST B A TR Kk
& HIET ACS S BBl ISR i A 3RO, AR 4 #t
HCMV &L 5 ACS 3 KA BRIAHSCHE , B AEFR 1T HCMV
YLAE ACS KA Rt BRh fER . REWT

1 7R 5 J7

1.1 —fg3H

BIFRBE 2017 4F 5 ~2019 4F 5 HCif p95e 0 B
118 B R IR T SR T 5T X 52, O 12 Wi 52 Gt i 43
KR TR ) T AAE AR, 118 il F iy ACS B
YEH ACS 21, 3k 81 5, FHrfrad& 42 il 2k 0 WUAE ZE (Acute
myocardial infarction, AMI) &I 39 FilA T & BLLZ0H (Un-
stable angina pectoris, UAP )%, ACS 20 3% F 4 48 1], &tk
33 {5, 4R U8 42~78 & P34 (61.37+ 5.93) % FaE B LU
(Stable angina pectoris, SAP)ZH 37 5], Horp B4 24 1], &bk 13
B, 4% 40~77 %, F-141(60.162 5.68)% . I3 e B[] I A E R B
AT (ARG T A0 B A B 40 R R IR A, Hodh BBk 26
1], 4Pk 14 5], 46 40~80 %, F-24(60.84% 6.11)% . 3 4L
He i AR RS H TG R 22 5 (P>0.05) . PR E R EREIEFEZ
ASHMER L . AP GIHERR 0 AT R E e RS
PRE 0 BIFEMEMEE 0 FUOETIREEASE 0 T

HHMERMER 0 HAERFARLMEHR.
1.2 ®iEtRS 7%

T 2 A PR I kL 6 mL, LA 3000 r/min 5.0
10 min 43 B M55, 20 %6 T A B.C =%, T 20°C 44 T 447
R . A R A2 ' Tk v G I i v o 5 4 HCMIV-IgG
HCMV-IgM, i 7] #h ¥k B7 Bl A 42 9 B R IR &) 48 43t
HCMV-IgG>2AU/mL i Bl % HCMV-IgG FH 14 ; HCMV-IgM>4.
2AU/mL BRI HCMV-IgM BEE . B 4 T i, — 0k
Tt EEC e 95 W2 Yok A 1l 37 sP- 3B 3% (sP-selectin ) F1 M8 IR 3t
K -o( Tumor necrosis factor-oc, TNF-o ) 7K, 55— 15 % FH fitg Bk
e BT HCMV-IgM St B, =00 & BRI 56T
YRR BRATE . C 4R FIREFLIG 58 G 28 LU O R A I
1 C- [ W 2% 1 (high-sensitiveC-reactive protein, hs-CRP) 7K,
TR R G 5 RS2 Wi B AR BRA RIRAL, T BrE 1™ 4%
i3 S m | o LS 2 D
L3 SitEHiE

K SPSS23.0 HAF X AW EHEH AT I, HE TR L
(x )3, W HLECR H A0 5G , 24 R HLBCR FH F RS, 3t
BRI, "n(%)" o, HHUBCRH 22 K86 . R spearman A
M43 7 77 B2 48 BT sP-selectin, TNF-ou ,hs-CRP 5 HCMV-IgM
U AR . 0=0.05 R EFRIE , P<0.05 HIh 22 5 A 58

PES -8
2 R

2.1 KLAMF HCMV-IgG . HCMV-IgM &l 45 R

ACS 41 .SAP 41 iy HCMV-1gG [H 1 2 43 51 2 81.48%
(66/81).78.38% (29/37), ¥ W] & & T xI fid 41 1 45.00%
(18/40), ZRAGZI¥E X (P<0.05). ACS 45 SAP 4HHY
HCMV-IgG R 3R b #525 R Iege 123 L (P>0.05) , ACS 4111
HCMV-IgM FH ¥ % 3k 40.74% (33/81), B &5 55 F SAP 411
10.81%(4/37) FIXJ B 5.00%(2/40), ZFA G L
(P<0.05), W1,

* 1 FAMFE HCMV-IgG HCMV-1gM #:ill45 R [n(%)]
Table 1 Test results of serum HCMV-IgG and HCMV-IgM in each group[n(%)]

HCMV-IgG HCMV-IgM
Groups n
Positive rate Positive rate
ACS group 81 66(81.48 )* 33(40.74 )%
SAP group 37 29(78.38)* 4(10.81)
Control group 40 18(45.00) 2(5.00)
X 17.362 21.453
P 0.000 0.000

Note: Compared with the control group, *P<0.05; compared with SAP group , “P<0.05.

2.2 &4AIME sP-selectin, TNF-a & hs-CRP 7k F Lk &;
ACS 4 /2 # 1L 7% sP-selectin , TNF-ae & hs-CRP 7k -3 Bj

T SAP AN IRAL, 25 547 Ge 278 L (P<0.05) . WLk 2.
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* 2 &AIME sP-selectin, TNF-oa & hs-CRP 7K F L (xt s5)

Table 2 Comparison of serum sP-selectin, TNF-o and hs-CRP levels in each group (xt s)

Groups n sP-selectin(pg/mL) TNF-a(pg/mL) hs-CRP(mg/L)
ACS group 81 6483.47+ 734.27*% 58.71% 16.53** 14.27+ 4.32*%
SAP group 37 1611.39+ 123.54 28.34+ 11.65 6.13+ 2.45*

Control group 40 1538.72+ 113.87 27.52+ 9.33 4.82+ 1.93
F - 21.964 15.351 27.649
P - 0.000 0.001 0.000

Note: Compared with the control group, *P<0.05; compared with SAP group, *P<0.05.

2.3 ACS £H HCMV-IgM R F0 B 14 & & M iF sP-selectin,
TNF-o B hs-CRP 7K Lb 3
ACS 2 HCMV-IgM [H 4 g 3 1fil 75 sP-selectin , TNF-o. Az

hs-CRP JK-F-3 0] 2 f5 T HCMV-IgM AR #, 22 54 Geit
FX(P<0.05). W3 3.

% 3 ACS A HCMV-IgM BRMHFA IR £ M3 sP-selectin, TNF-a & hs-CRP 7k F b (xt 5)
Table 3 Comparison of serum sP-selectin, TNF-o and hs-CRP levels in HCMV-IgM positive and negative patients in ACS group (xt s)

HCMV-IgM n sP-selectin(pg/mL) TNF-a(pg/mL) hs-CRP(mg/L)
Positive 33 7155.82+ 787.18 67.22+ 17.69 17.44% 1.68
Negative 48 6021.23+ 569.83 52.86x 12.38 12.09+ 2.35

t - 7.528 4.301 11.242
P - 0.000 0.000 0.000

24 sP-selectin, TNF-a.hs-CRP 5§ HCMV-IgM $ifiiE RIS 1E

% H spearman A 5& ¥ 43 # X ACS 41 2 & 1M 35 sP-se-
lectin, TNF-a ,hs-CRP 7K 3 5 HCMV-IgM i {4 7% BE () 40 3¢ 7
AT M. 45 R Bos ACS 4 B34 17 sP-selectin, TNF-
hs-CRP 7K - 5 HCMV-IgM 4t {4 3% J3 ¥ 52 1F A 3G (1s=0.547
0.453.0.681, P=0.000.0.000.0.000).,
3 PTig

ACS S50k H 1 2URE , 2045 AMI Fl UAP, B B 1Y
FOER, A BRI, 2015 43R E T HIX. AMI FET 5N
56.38/10 J7 , M4 A b X U =k 70.09/10 77, 471 ,.O &R E
BR A ER T (0 23 36 T A )0 i ACS AR S —Fh 2k K AR Y
I BFEE O AR , i NS AE AR A % . AR
BRI F IR HCMV SR 5 ACS 1 & T —E
K&, N Nikitskaya E 5 N\WRSR T 8 Fp A2 8 (HHV )
DNA 7£ ACS H# skl B B (L BE e b A 77 7E S 0, &3
HHV-5(Hl HCMV )&t ——Ff 55 ACS 3 52 0E I e S e i
TR A HHV, A8 HCMV ik 5 ACS 1 &AM .
I 25 Ok 2 A R g 5 56 O (4 D6 R EA TR A
£ 7 HCMV JRYLTE Y HTR A B T RE 2 5 5 o St & A
WEHEERNZE ., HAWR LR, fFEREERR.LE HCMV %
PRSI HCMV e v 38 2o Jin il 96 i 52 07 (5 15 Ak, Fh ik
AJ UL ARSE R R ACS BAE KB HEE 3, K&TF HCMV
TR 2 5 S 2o RS SR TN 2 5 L i R B, AR B L
11T W HT

A WFSEF W0, 253 BE (9 HCMV i 4 0] 15 o 30 koo BTl
FERITII . HCMV-1gG $ifA&—ftfE HCMV gLk A= 2 J]

JE B, HOKSE A g K A AR R B 3~4 S, BIRLE
34 A~ F B 2 B ARl 58 4 2k, HCMV-1gG A4Sl
SERIAME, RO EE T S HCMV & . HCMV-IgM
S HCMV JRge R = (TR, HAG I 45 SR B 1 2 B AR A AL
R B AFAE S 2 2 0 P, AR WF ST ACS ZH (SAP 41 1Y
HCMV-1gG P20 s T R4, {5 ACS 405 SAP 44/
HCMV-IgG MR LTS #2255, RUEH:H HCMV J&
Yo 55580055 1) 0 A 5 , W TIE B 5 etk st o AR R AL A7 A E
Y& (HIFEH & ACS BEIENE . [N, &858 LB, ACS
ZH A HCMV-IgM [ 28] 55 T SAP A AXT JR A, $R 2tk
HCMV YLl E S ACS By LA A % EA T RIS, 7E ACS
14 A sk R e SR RN X bR Sl O A BB ) 2 A T AR
M2 A EE BN, A ACS 4 LI sP-se-
lectin ,TNF-a % hs-CRP 7K F-#1BH i 55 F SAP 4 %l R4l , 32
HHSRE NI FE ACS (%A & et el & /e, S RE A
W P24 . [FIBS ACS 4 HCMV-IgM FA: B 34 1L 7 sP-se-
lectin ,TNF-o0 &z hs-CRP 7KF-3J 8] & 5 F HCMV-IgM A 14
F LR HCMV 2Pk, nl =2 58U iE sP-selectin , TNF-a
J hs-CRP 7K T B ZL K 2K . sP-selectin 1] 25 142 T AL
RAETIN , LT 5 B 240 b v e 240 e e T W 2 1 454
TE AR TP MR AN 5 MR BB . SR IR A AR DI,
AR AT 2, TNF-o 55 ACS )5 2%, TNF-o A3
U ALY 1K= ) A 1813 1K 59195 A in G v e 1 U 37 N
FEEBE AR 1 ) 2 FIR R E ACS R L. K.
hs-CRP J&t—F 4 RE A VEAR RN Y, AT W Fs 250 5 sl kR A
WAL TE A S B 7 10 2235, £ 3845 A ORI RIF 5T 45 HY hs-CRP
IR e U R RE AR S ko 2 S Rl R e SRR i —
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M 5 M 4 BT B R L ACS 48R LT sP-selectin TNF-o ,
hs-CRP 7K-F-5 HCMV-IgM Hi (435 B 1 £ TEARSG , #2758 HCMV
RG] g T R B H HLAK sP-selectin, TNF-o & hs-CRP
K, AT ACS &4 .

Zi BRTIR, 1P HCMV By il RETE S RERE AL Y K AR
KRG EEAER], Atk HCMV E&Gen] fgia i - iamL
{4 sP-selectin , TNF-a \hs-CRP 25 i K F /K7, #E— 4334
ACS [ kAo (HAF — 412, AWF50 b X B4 il v
HCMV-1gG . HCMV-IgM H4 & 5046 1, 278 HCMV 2L IfE
FECACS BAMMEJRR, TRAATEHERSIN R, e S5
T4 SE RIS THI A
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