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Abstract: Objective:

In order to observe the therapic effect on the insulin resisitance and hyposecretion of the
scalded mice by treated with sCD14 and sTNFR-P55. Methods: The levels of dead rates, HOMA-IR,HOMA-3 ,Fasting
glucose,Fasting lactic acid of the scalded mice treated individually by infusion with sCD14, sTNFR-P55, and both the
Results:The levels of the HOMA-IR,
Fasting glucose,Fasting lactic acid of the treated scalded mice were all lower than that of the control scalded mice, and
the levels of the HOMA-@ of the treated scalded mice were higher than that of the control scalded mice(/Z <0.01). It was
also found that the levels of HOMA-IR, Fasting glucose,Fasting lactic acid of the treated scalded mice with both sCD14
and sTNFR-P55, were lower than that of the treated with the single sCD14 or sSTNFR-P55 . The dead rate of the scalded
mice treated with both the sCD14 and sTNFR-P55 was lower than that of the control scalded mice (/2 <0.05).Conclusion:
The treatments with sCD14 and sTNFR-P55 could contribute to ameliorate the insulin resistance and the insulin
hyposecretion in the burned or scalded states, the therapic effect of the treatments with both the sCDI14 and
STNFR-P55 was better than that of treatments with single one.

sCD14 and sTNFR-P55, were examined compared with that of the control mice.
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