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Research progress on acne pathogenesis and medicine intervention based on

mTOR signaling pathway
LIU Zhiwei, HU Zhenlin, DING Xiaolei, WANG Juan(School of Medical, Shanghai University, Shanghai 200444 China)

[Abstract] The mechanistic target of rapamycin (mTOR) is an important signaling functions as a central regulator of cell
growth, proliferation and metabolism. Dysregulated mTOR signaling has been implicated in various inflammatory and
hyperproliferative skin conditions. Emerging data suggest that mTOR signaling is tightly associated with acne pathogenesis. The

regulatory mechanisms of the mTOR signaling pathway in the pathogenesis of acne were summarized and the current progress of

therapeutic targeting mTOR pathway for acne were discussed in this paper.
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