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Abstract Objective: To observe the effects of Fenofibrate and Benazepril on DCM (Dilated Cardiomyopathy)
with chronic heart failure. Method: The 62 patients with DCM and chronic heart failure were divided randomly into
A group (control group, n=31, only treated with digitoxin, g receptor blocker and Benazepril) , and B group (test
group. n =31, treated with Fenofibrate more than A group). Result: After 120 days of treatment, NYHA., LVEF,
LVEDD, TG and BUA are improved more significantly in the patients of B group than those of A group. Conclu-

sion:Fenofibrate and Benazepril could improve the prognosis of the patients with DCM and chronic heart failure
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Expressions of I1L.-27 in the coxsackievirus B3-induced mice viral myocarditis
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Ohjective:’l‘() investigate the expression of interleukin-27 (I1L.-27) in the coxsackievirus B3-induced

. Method : BALB / ¢ mice were intraperitoneally infected with CVB 3 for establishing
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