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Summary Volume-regulated anion channels(VRACs) are chloride channels activated in response to osmotic
stress to regulate cellular volume and also participate in other cellular processes, including cell division and cell
death. Studies have demonstrated the abundant expression and pleiotropy of VRACs in cardiac atrial and ventricu-
lar myocytes, vascular smooth muscle cells, and endothelial cells. This article reviewed the research process of
VRACs and highlight the recent advances in the study of VRACs in the cardiovascular system and discuss their
critical roles in myocardial hypertrophy and congestive heart failure, ischemia/reperfusion injury, atherosclerosis

and vascular remodeling during hypertension to discuss the possibilities of VRACs as a new target to treat cardio-

vascular disease. We made a point that we should explore more specific molecular mechanisms of VRACs in cardi-

ovascular disease. Meanwhile, more credible VRACs molecular could be detected in the future.
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