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Progress in the research on neuroprotective effects of

puerarin in the central nervous system

LIU Ben-juan, CAO Bao-ping, WU Min-yao*
(College of Life Science, Shanxi Normal University, Xi‘an 710062, China)

Abstract: Puerarin is one of the major isoflavonoid compounds isolated from Radix FPuerariae, which has been
used in traditional Chinese medicine for centuries. The compound was found to inhibit neuronal apoptosis,
protect nerve cells against hypoxic/ischemic injuries. Thus, puerarin may be used to treat brain traumas and

neurodegenerative diseases. This article reviews the recent progress in research onneuroprotective effects of

puerarin and the related mechanisms.
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