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Antitumor effect of telmisartan on the cell proliferation and tumor growth in
human esophageal adenocarcinoma
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Telmisartan, a widely used antihypertensive drug, is an angiotensin Il type
1 (AT1) receptor blocker (ARB). This drug inhibits cancer cell proliferation, but the underlying
mechanisms in various cancers, remain unknown. The aim of the present study was to evaluate the
effects of telmisartan on human esophageal cancer cell proliferation in vitro and in vivo.
We assessed the effects of telmisartan on human esophageal adenocarcinoma cells. Telmisartan
inhibited the proliferation of these three cell lines via blockade of the GO to G1 cell cycle
transition. This blockade was accompanied by a strong decrease in cyclin E, and other cell
cycle-related proteins. Notably, the AMP-activated protein kinase (AMPK) pathway was enhanced by
telmisartan. Furthermore, miRNA expression was significantly altered by telmisartan in vitro and in
vivo. In conclusion, telmisartan suppressed human EAC cell proliferation and tumor growth by
inducing cell cycle arrest via the AMPK/mTOR pathway.
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