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Role of transcription factor KLF14 in atherosclerosis,type 2 diabetes,and tumor progression”
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Abstract: As one of the transcription factors, KLLF14 can specifically bind to target gene sequences,reg-
ulate the transcription of target genes,and participate in human physiological and pathological processes. At
present, KLF14 plays an important role in adipose tissue,and participates in the progression of atherosclerosis
and type 2 diabetes diseases. In addition,it participates in tumor development as a tumor suppressor.
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