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[ Abstract] Chronic heart failure (CHF) is the common manifestation of every kinds of end-stage

cardiovascular diseases. Many cytokines attend the course of the clinical syndrome in a complex interac-
tion. Fas and Fasl. are cell surface protein which are closely related to the immune regulation, devolep-
ment and differentiation of body. There are certain relations between Fas/FasL. system and CHF, such as

participating in immunal reaction ,inducing apoptosis of cardiomyocytes , promoting the hypertrophy of car-

diomyocytes and aggravating myocardial ischemic-reperfusion injury.
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