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Abstract: The CIDE (cell-death—-inducing DNA-fragmentation—factor-like effector) family proteins, comprising
three members, CIDE-A, CIDE-B and CIDE-C, mouse CIDE-C is known as FSP27 (fat special protein 27). Recent
studies have shown that animals with deficiency in CIDE-A, CIDE-B and FSP27 all display lean phenotypes with
higher energy expenditure and are resistant to diet—induced obesity and insulin resistance. CIDE family has an
effect on triglyceridemetabolism including triglyceride storage, degradationandsecretion through localization
on the surface of ER (endoplasmic reticulumlipid), lipid droplets and mitochondria in adipocytes and hepatocytes.

Though it was studied as a factor of apoptosis, it plays an important role on the balance of lipid metabolism and
lipid metabolism—related diseases such as obesity, hyperlipemia, liver steatosisand insulin sensitivity. Inthis
review, we introduced the study on CIDE family in triglyceride metabolism and the molecular mechanism of the
regulation.
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