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Relationship between Coxsackie B3 virus infection and the degree of coronary artery disease and inflam-
matory response in patients with coronary heart disease

WU Xiaoflingl ,MA Guo-mei’*,MU Lina' (1. Department of Cardiology . Harrison International Peace Hos-
pital s Hengshui s Hebei 053000,China ;2. First Department of Neurology s Harrison International Peace Hospital)

Objective To investigate the relationship between Coxsackie B3 virus (CV-B3) infection and the severity
of coronary artery disease and inflammatory response in patients with coronary heart disease. ~ Methods Fifty patients
with coronary heart disease admitted to our hospital from September 2019 to September 2020 served as the observation
group,and 49 healthy people who received physical examination in the hospital during the same period served as the con-
trol group. Real-time fluorescence quantitative PCR and chemiluminescence were used to detect CV-B3 infection and ser-
um inflammatory factor levels in the two groups of patients;coronary angiography was used to perform Gensini scores on
the degree of coronary artery disease in the observation group,to analyze the relationship between CV-B3 infection and ei-
ther the degree of coronary artery disease or inflammatory response in patients. Results The CV-B3 infection rate was
24.00% in the observation group and 8. 16 % in the control group. The difference was statistically significant (P<C0. 05).
The CV-B3 infection rates of patients with myocardial infarction,angina pectoris and occult coronary heart disease in the
observation group were 50. 00%,16. 67% and 8. 33% , respectively, and the difference was statistically significant (P <C
0. 05). The CV-B3 gene copy number of HLL-1 cardiomyocytes and mesenchymal stem cells in the observation group were
significantly different from those in the control group at 4,12,and 24 h after infection (all P<C0. 05). The Gensini score of
CV-B3 positive patients in the observation group was higher than that of negative patients (P<C0. 05). The contents of hy-
persensitive C-reactive protein (HS-CRP) and homocysteine 7?7 (HCY) in the observation group were higher than those
in the control group (both P<C0. 05). The levels of TNF-a and 11.-6 in the observation group were higher than those in the
control group (both P<C0.05). Conclusion CV-B3 infection in patients with coronary heart disease can aggravate the severi-
ty of coronary artery disease and enhance the inflammatory response,which is not conducive to the recovery of patients.
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Table 1 The comparison of general data between two groups

i ER RS AILE VT miEEA
Hibl] No. of i3] (%) \/xR) B &R /%)
Group S Sex Age Diabetes  Hypertension ~ Smoke  Dyslipidemia

case (years) (Yes/No)  (Yes/No)  (Yes/No)  (Yes/No)
WHEH 50 34/16 58.15+6.43  10/40 27/23 16/34 15/35
X4 49 32/17 57.92%6.22 8/41 23/26 14/35 13/36
e |
. 0.081 0.181 0.224 0,494 0.138 0.147
oo fif

P 0.776 0.857 0.636 0. 482 0.711 0. 702
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Table 2 Comparison of CV-B3gene copy numbers of HL-1
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R 4L 0 0 0 0 0 0

F§ 218312 241911 3121.45 2802.30  4009.88 354541
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