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[ ABSTRACT]

effects of ambient temperature changes on atherosclerosis, and then introduces the effects of various methods to induce adi-

Adipose tissue browning may affect the progression of atherosclerosis.  This paper first introduces the

pose tissue browning on atherosclerosis, finally introduces the role of iron metabolism in adipose tissue browning and the
new idea for the treatment of atherosclerosis by regulating adipose tissue browning through iron metabolism, and summarizes
the research progress of the relationship between adipose tissue browning and atherosclerosis.
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