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Effect of obesity and hypoxia on TNF« secretion by primary adipocytes in mice

MA Xiao—fang, TONG Jing—kai, NIU Wen-yan

(Department of Immunology, Tianjin Medical University , Tianjin 300070, China )

Abstract Objective: To explore the effect of hypoxia on adipose tissue inflammation by culturing primary adipocytes from lean and obese
mice under normoxia or hypoxia condition and measuring the TNFa levels in the culture medium (conditioned dedium, CM). Methods: 4—
week old C57BL/6 male mice were fed with high fat diet (HFD) or chow diet (LFD) for 16 weeks, then body weight, intraperitoneal glucose
tolerance test (ipGTT) and insulin tolerance test (ITT) were performed. The epididymal fat pads were taken and primary adipocytes were
isolated and cultured under normoxic or hypoxic condition for 24 h. The levels of tumor necrosis factor-o  (TNFa) in CMs were determined
by ELISA. Results: HFD increased body weight and caused insulin resistance. Adipocytes in obese mice secreted higher level of TNFa
than normal mice. Hypoxia treatment increased the level of TNFa secreted by adipocytes in normal mice. However, hypoxia did not affect
TNFa secretion in obese mice. Conclusion: Both hypoxia and obese up-regulate TNFa secretion from murine primary adipocytes, but

hypoxia does not further increase TNFa secretion from adipocytes of obese mice.
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Fig1 The effect of HFD on ipGTT and ITT of mice (n=10)
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