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Obesity and type 2 diabetes are the major risk factors of cardiovascular disease,
and it is essential to elucidate the underlying mechanism. Transcription factor KLF6 promotes adipocyte
differentiation, and heterozygote KLF6 knockout mice were resistant to high fat-induced obesity and fatty
liver. These findings indicate that KLF6 is involved in the pathomechanism of obesity and type 2
diabetes.

Hepatocyte-specific, adipocyte-specific and macrophage-specific KLF6 knockout mice were fed high-fat

diet. Heﬁatocyte—specific and adipocyte-specific KLF6 deletion resulted in suppressed weight gain and

reduced hepatic fatty change compared with control group. KLF6 indirectly promoted the expression of PPAR

glghabin hepatocyte. These results could also provide a new insight for the treatment of obesity and type
iabetes.
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