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[ Abstract ]

Cardiovascular diseases constitute a substantial health and economic burden worldwide. Kruppel like

factor 2 is a key cardiovascular-protective transcription factor and is involved in the pathophysiological processes of

cardiovascular diseases, such as atherosclerosis, stroke,

myocardial infarction and heart failure. This paper reviews the

biological functions and mechanisms of Kruppel like factor 2 and research progress in cardiovascular diseases.
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Ful. KLF2 Jm T XA ZEE A K%, H1 Anderson
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