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The effects of captopril on myocardial ionic pump functions and

sodium and calcium concentrations in mice with viral myocarditis

CHEN Jian ~ bin et al
(Department of Internal Medicine, College of Clinical Medicine, Chongging Medical University)
[Abstract] Obyjective : To explore the changes of myocardial ionic pump functions and sodium and caleium con-
centrations in mice with viral myocarditis, and to observe the intervention effects of captopril on them. Methods :
The male Balb/c mice were randomly divided into three groups: infected coxsackie By virus (CVB; )group (1IG),
infected CVB; and treated with captopril group (ICG) and control group {CG). The activities of myocardial
Na*,K* — ATPase and Ca’* — ATPase, the concentrations of myocardial sodium and cation as well as the my-
acardial pathologic changes were investigated in different periods. Results : As compared to CG, the activities of
myocardial Na* ,KK* = ATPase and Ca’* — ATPase of IG declined (P<0.01),the concentrations of myocardial
sodium and calcium of IG increased( P <0.01),and these changes were observed prior to myocardial histologic
abnormalities. All of these changes were obviously improved in ICG{ P <0.035), the myocytes necrosis and the
myocytes inflammatory cells infiltration were reduced (P < 0.05). Conclusion: The inhibition of ionic pump
functions and Ca* overload in Captopril can protect myocardial ionic pump functions, reduce concentrations of
myocardial sodium and calcium, ameliorate the myocardial histologic structure and improve the prognosis in viral
myocarditis.
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