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[ Abstract] Cordycepin,an nucleoside antibiotic isolated from Cordyceps militaris. Cordycepin has obvious effect
of anti-renal fibrosis. The pathological mechanism of renal fibrosis was studied. The researching of Cordycepin describes

that they can regulate the expression of various cytokines from cell molecular level. They can mediate signal path,impede

signal transmission. The seven pathways are interrelated, they can prevent renal fibrosis, delay the progress of chronic

kidney disease.
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