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Sympathetic Nervous System Mechanism Underlying Exendin — 4 on Inflammatory Response and Multiple Organ Dysfunction in Mice after
Thermal Injury. Ji Xiaojing, Zhang Qinghong, Wang Lixue,et al. Emergency Medicine Center, The First Affiliated Hospital of Wenzhou
Medical University, Zhejiang 325016, China

Abstract Objective To investigate the regulation of glucagon — like peptide =1 (GLP — 1) analogue Exendin —4 (Ex —=4) on in-
flammatory response and organ damage in burned mice and its possible sympathetic regulatory mechanism. Methods Male BALB/C mice
were randomly divided into thermal injury group and sham — thermal group. The thermal injury model was carried out by exposing the back
skin of 15% total body surface area (TBSA) to 93°C water for 7 second, while in sham — thermal model the mice were immersed in 37°C
water. Propranolol (prop) (30mg/kg) was i. p. injected prior to thermal injury, then Ex =4 (2.4nmol/kg) was injected i. p. 30 mi-
nutes after scalding. The survival number of mice was recorded every 2h until 72h. Kaplan — Merer was used to analyze the survival rate.
Levels of TNF —a, MCP -1 and IL - 10 in serum and lungs were determined by ELISA, and changes in ALT, AST, UR and Cr values
were observed. In addition, the expression of NF — kB in purified splenic T lymphocytes of scalded and sham injured mice was detected by
Western blot. Results Treatment with Ex —4 markedly reduced the survival rate and immune function of T lymphocytes in burn mice. In
lung tissues, levels of TNF — o, MCP — 1 and IL - 10 were significantly elevated by Ex —4 in burned mice (P <0.05) , and was restored
by pretreatment with prop. Serum levels of TNF - «, IL - 10 and IL - 10 were significantly increased by Ex -4 (P <0.05), which was
potentiated by prop intervention in thermal mice. Ex —4 significantly increased AST/ALT and UR/Cr levels in burned mice, and was re-
stored by pretreatment with prop. Ex —4 obviously up - regulated the expression of nuclear p65 protein in the splenic T lymphocytes from

burned mice, which was restored by pretreatment with prop. Conclusion Ex —4 can potentiate the inflammatory reaction in burn injury
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and aggravate its organ damage via the sympathetic nervous mechanism.

Key words Burn injury; Glucagon — like peptide — 1 ; Inflammation response; Sympathetic nervous system
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