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Aim To explore the relationship between human cytomegalovirus ( hCMV) infection and coronary heart dis-
Methods  Peripheral blood specimens from 56 CHD patients and 42 controls were detected by PCR for the pr-

esence of hCMV nucleic acid in white blood cell using the hCMV pp71 gene primer pair, and the levels of total cholesterol (TC) ,

triglyceride (TG) , apolipoprotein A (Apo A), apolipoprotein B (Apo B) in serum were analyzed simultaneously.

Results

With the hCMV pp71 gene primer, hCMV nucleic acid was found in 58. 93% of the CHD patients and in 28. 57% of controls, the

difference is significant ( P< 0.01).

toris (UAP) patients is higher than that in the other types of CHD patients(77.27% vs 47.06% , P< 0.05).

The positive rate of hCMV in acute myocardial infarction (AMI) and unstable angina pec-

For the CHD

patients, no significant difference in the levels of serum TC, TG, Apo A and Apo B was found between hCMV positive ones and

hCMV negative ones. Conclusion

patients with hCMV are apt to suffer from AMI and UAP.
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Table 1.  Detection of hCMYV in control and CHD group.
Groups n Numbers of positive  Positive ratio (%)
Control 42 12 28. 57
CHD 56 33 58.93"

AMI+ UAP 22 17 71..27°
Others 34 16 47. 06

a: P< 0.05, compared with others in CHD group; b: P< 0.01, compared
with control group.
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Table 2.  The level of serum lipid in control and CHD group.

Groups n TC (mmol/L) TG (mmol/L) Apo A (g/L) Apo B (g/L)

CHD 56 5.12%1.21° 2.07£1.2" 1.37 £0.29° 0.74 F0. 18
hCMV P 33 5.247%1.20 2.00%1.16 1.39 %0.27 0.73 %0. 19
hCMV N 23 4.93%1.23 2.17%1.28 1. 34 £0. 31 0.76 %0. 18
Control 42 4. 50 %0. 87 1.10t0. 34 1.26 0. 20 0.79 0. 12
hCMV P 12 4.31%0.72 1.01 %0. 30 1.28 0. 19 0.76 0. 12
hCMV N 30 4.57%0.92 1. 14 %0. 36 1.26 0. 20 0.80 0. 12

P: positive;  N: negative.

3 itig

O R R 2 S MR e T, SR ER
BRI 25 AN e 58 4 fif 18 30) Jhk o4 #F i 4K, ( atherosclerosis,
As) BB o JEAER, 1R 2211 PR AN SEER T FU N A B G
BRl 2= (A0 i R AR AR VT2 i Bl [ 1 IR ) 5 3))
JOK S A BB AL 0o 1) R0 A 0%, 9 DA 4 i s 25

a: P< 0.05, b: P< 0.01, compared with control group.
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