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iNOS participates in obesity—induced insulin resistance by regulating Rab8

LI Han—qi, NIU Wen—yan

(Department of Immunology, School of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070, China)

Abstract Objective: To investigate the relationship between the regulation of Rab8 by iNOS and insulin resistance. Methods: Wild—type
and iNOS™ mice were fed with chow diet and high—fat diet for 12 weeks, respectively. Intraperitoneal glucose tolerance test (ipGTT) and
insulin tolerance test (ITT) were performed separately at thel2th week. Body weight and epididymal adipose weight were measured. The
protein level of Rab8 in skeletal muscle was detected by Western blot. Results: High—fat diet induced insulin resistance and obesity in
mice. Compared with wild —type mice, iNOS™ mice had significantly lower body weight, epididymal adipose weight decreased by
1036 g and 0.29 g (P<0.001 ), and insulin resistence was significantly improved while Rab8 protein levels in skeletal muscle were

significantly increased, increased by 2.14 times. Conclusion: iNOS may regulates Rab8 in insulin resistance induced by high fat diet in mice.
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Fig 4 Level of Rab8 protein in mice skeletal muscle
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