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ABSTRACT Objective: To explore the expression of CCL4 in viral myocarditis and to investigate the mechanism. Methods: Male
Balb/c mice were randomly divided into control group of 15 cases and viral myocarditis group of 25 cases, viral myocarditis group was
injected intraperitoneally, and the control group was injected with Eagle's culture solution. 15d mice were sacrificed and the pathological
changes of myocardium were observed by HE staining. CCL4 and mRNA levels of pro-inflammatory factors were observed through
RT-PCR, and changes of CCL4 protein levels were observed by blotting Western. Results: Compared with the normal control group, the
survival rate of mice with viral myocarditis was decreased, and the survival rate was decreased significantly.severe infiltration of
myocarditis in mice with viral myocarditis, and the levels of CCL4, IL-1, TNF-a, mRNA and were significantly increased, and the level
of CCLA4 protein was significantly increased, and the concentration of CCL4 and protein expression were positively correlated with the
score of myocardial lesion. Conclusion: The expression of CCL4 is significantly increased in viral myocarditis, and correlated with the
degree of myocardial lesion.
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Table 1 The survival rate of the two groups

Viral myocarditis group

Control group

Mean survival time Median survival time 1 month survival rate

13.4 15.4 -

Survival rate over the ~ Confidence interval of

Survival days

day survival rate
tj s(t) «=0.95
1 0.960 0.748~0.994
4 0.920 0.716~0.979
8 0.880 0.673~0.960
11 0.800 0.584~0.911
15 0.800 0.584~0.911

Mean survival time Median survival time 1 month survival rate

15.0 15.5 -

Survival rate over the ~ Confidence interval of

Survival days .
day survival rate

tj s(t)
15 1.000 -

a=0.95

Note: by Kaplan-Meier product-limit method.

R 2 EFREBHRIERS

Table 2 Hypothesis test for comparison of survival rates

Early stage cases

Actual death number

Theoretical death number

Survival days Variance V
Viral myocarditis group Control group Viral myocarditis group Control group Viral myocarditis group Control group
1 25 15 1 0 0.6 0.4 0.23
4 24 15 1 0 0.6 0.4 0.24
8 23 15 1 0 0.6 0.4 0.24
11 22 15 2 0 1.2 0.8 0.47
15 20 15 0 0 0.0 0.0 0.00
Totals - - 5 0 3.0 2.0 1.18

Note: by Logrank test.
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Fig. 1 HE staining of cardiac muscle cells in two groups
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Table 3 The ratio of heart weight/body weight and the score of myocardial lesion in two groups

Score of myocardial lesion

Groups n Heart weight/body weight
Infiltration Necrosis
Control group 15 3.23+¢ 0.72 0 0
Viral myocarditis group 8 5.8+ 0.69 2.53% 0.49 2.83%+ 047
t 8.27 - -
p 0.000 0.000 0.000

2.3 AR CCLA, IL-18, TNF-a mRNA HJFRiE

TNF-o 30035 5 T X R, 22 54 Seit27 8 L (P<0.001), WLIA]

SERE fE PCR AN A B, OHLRA/NEA CCLA IL-18, 2,
0.8+ e 400+ I 30+
g Ak
g g g
g 0.6+ 2 300+ §
§ E ‘é' 204
Y -t Y
« 0.44 'p/d 200+ ;1
2 [
% T B g 104
3 0.24 ~ 1004 s
g A i
O E
0.0 T 0 T 0 T
Control Viral myocarditis Control Viral myocarditis Control Viral mvocarditis
group group group group group group
2 > ANBA LR CCL4,IL-18  TNF-o mRNA BJFRIE( ***P<0.001)
Fig. 2 Expressions of CCL4, IL-1, TNF- and mRNA in cardiac muscle( ***P<0.001 )
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P<0.001), W1 3, AAGuil= X
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HE—7E 8 H K RN CCL4 |33 , Western blotting
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Fig. 3 The content of CCL4 in serum
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Fig. 4 Expression of CCL4 protein in cardiac tissue
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