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Role of AHR signaling pathway in vitiligo and diabetes

Li-feng Zhao, Jian-ying Shen, Yu-qing Tan, Yang Wang
(Beijing institute of Chinese Medicine, China Academy of Chinese Medical Sciences,
Beijing 100029, China)

Abstract: Aryl hydrocarbon receptor (AHR) signaling pathway is a key pathway mediating cell oxidative
stress (OS). AHR is a ligand-activated transcription factor that is highly expressed in multiple organs and tissues. It
regulates the biochemical reactions including inflammation, metabolic disorders and cancer. It also participates in a
variety of diseases caused by OS. This review focuses the vitiligo and diabetes that caused by OS response, trying to
clucidate composition and function of the AHR signaling pathway. Better understanding AHR signaling pathway lays
the foundation for the treatment of vitiligo and diabetes.
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