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e RO EE (330) : We identified that Telmisartan, a hypertensive medicine and is
effective in preventing cardiovascular events in high-risk patients, could activate human
coronary artery endothelial cells (HCAECs) by modulating mitochondrial function.
Telmisartan improves endothelial dysfunction through the upregutation of AMPK signaling,
a key regulator of cellular energy adaptation, in HCAECs. In vivo, Telmisartan also

improved endothelial dysfunction in KKAY mouse model.
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