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Abstract Transmembrane protein 16A (TMEMI16A) is a voltage-dependent calcium-activated chloride channel that is widely expressed
in cancer cells. In a variety of cancer types, TMEM16A regulates the proliferation, invasion,and metastasis of cancer cells and is corre-
lated with the prognosis of cancer under treatment. In recent years, TMEM16A and its inhibitors have been intensively studied in cancer
treatment. This review summarizes relevant studies conducted over the past 10 years, aiming to provide a novel therapeutic strategy for the
clinical application of TMEM16A inhibitors in future cancer therapy.
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