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The multi-level regulatory mechanism of ANO1 expression and its role in tumors
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[Abstract] Anoctaminl (ANO1) is a calcium—activated chloride ion channel, involved in epithelial secretion,

smooth muscle contraction and cellular homeostasis. It is related to tumorigenesis and progression. The

expression of ANO1 in tumors is regulated by multi—level mechanisms: gene amplification. transcriptional

regulation. epigenetic regulation. posttranslational modification. In this review, we focused on the multi—level

regulatory mechanism of ANO1 and its potential value as a tumor diagnostic marker and therapeutic target.
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