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[ Abstract)
en members (TRAF1-TRAF7) that can function as signaling adaptors in various pathophysiologic processes.

Tumor necrosis factor receptor (TNFR ) -associated factor (TRAF) family consists of sev-

Among TRAF members, TRAF3 was first identified as a protein interacting with CD40 cytoplasmic domain.
Recent studies have shown that TRAF3, a new metabolic regulator, participated in the regulation of liver lip-
id metabolism, including promoting the accumulation of liver lipid, causing the occurrence of inflammatory

response of hepatocytes, and promoting insulin resistance of hepatocytes. TRAF3 will become a new target
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for the treatment of NAFLD.
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