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Lysosome-related molecule myoferlin on macrophages in adipose inflammation

associated with obesity
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Whereas young MYOF KO mice on a normal diet showed aggravated glucose
tolerance and insulin sensitivity, those on a HFD showed preserved glucose tolerance with an
attenuated gain of body weight, reduced visceral fat deposits, and less severe fatty liver. Adipose
MYOF expression was reduced by aging but was restored by an HFD along with retained expression of
NFAT transcription factors. Knockdown of MYOF in preadipocytes suppressed proliferation and
differentiation into mature adipocytes along with decreased expression of genes involved in
adipogenesis. MYOF expression in preadipocytes was reduced with differentiation. Attenuated obesity
in MYOF KO mice on an HFD was also accompanied with increased oxygen consumption by an unidentified
mechanism and with reduced adipose inflammation due to less inflammatory macrophages. The
multifunctional roles of MYOF involve the regulation of preadipocyte function and affect glucose
metabolism bidirectionally depending on consumed calories.
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