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Expression of INFo and its role in insulin resistance after severe scald-

ing in mice

Wang Zhanke, Xu Linshui (Department of Biochemistry, Third Military Medical University, Chongqing, 400038)

Abstract Objective: To clarify the mechanism of the role of overexpression of TNF« m RNA in insulin
resistance after severe scalding. Methods: Tn the mice inflicted with 3% TBSA full-thickness skin scalding,

the dynamic changes of TN F& mRN A expressionin the liver and the activity of insulin receptor tyrosine pro-—

tein kinase (InsR-TPK) were determined. Then the reinstatement of Ins R-T PK activity by injecting TN F—
McAb for 3 days was also observed- Results: The expression of TN Fe& m RN A in the liver was markedly in-
creased in the first 3h post—scalding and remained high for 5 days. The activity of InsR-TPK in both the liver

and skeletal muscle with or without insulin stimulation was greatly reduced as compared with the control. In

addition, these disorders of InsR-T PK activity of muscle can be ameliorated through neutralization of the cr-

culatory TN Fe by administration of TNF-McAb. Conclusion: The suppression of insulin receptor signal

transmission due to the overecpression of TN F-e mRN A and elevated circulatory TN Fe level may be the

molecular mechanism and central stage of insulin resistance after thermal injury-
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