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The effects of cathepsin L on cardiovascular system
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Summary Cathepsin L is an intracellular protease with high potency, which belongs to cysteine cathepsin
family, It plays an important role in the pathogenesis of part of vascular diseases. cardiac dilation and prognosis of
coronary heart disease. Elucidating the role of cathepsin L in cardiovascular diseases is erucial to the diagnosis and

treatment. This review summarizes the current researches about the effects of cathepsin L. on cardiovascular sys-
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