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[ Abstract] MicroRNA-155( miR-155) participates in the process of vascular cell biology including endothelial dysfunction, smooth
muscle cells proliferation, migration and phenotypical transformation. It is also involved in the activation of renin-angiotensin-aldosterone-
system and sympathetic nervous system,which play an important role in the development and progress of hypertension. Furthermore , miR-155
contributes to the injury of heart and kidney in hypertension. S-amlodipine and metformin exert cardioprotective effects by regulating both miR-
155 level and its related signal pathway. Therefore, miR-155 is expected to be a novel target for anti-hypertensive drugs development. This
review focuses on the effects of miR-155 on the pathogenic mechanisms and treatment of hypertension, and aims to provide further
understanding of hypertension, which may contribute to develop novel anti-hypertensive drugs.
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