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The effects of ulinastatin on p38 MAPK signal pathway in diaphragmatic damage caused by sepsis”
Zhang Hongmei' ,Liu Pei*” ,Sheng Chunfeng® ,Zheng Hongmei®
(1. Department o f Respiratory ;2. Department of Critical Care Medicine ;3. Department of General
Surgery, Taihe Hospital , Hubei University of Medicine , Shiyan, Hubei 442000 ,China)
Abstract; Objective In order to explore the protective effects of ulinastatin against diaphragmatic damage caused by sepsis, we
investigated the effects of ulinastatin on the p38 MAPK protein expression in the diaphragm. Methods Thirty SD rats were ran-
domly divided into three groups:Group A(Sham-operated group,n=10) ,Group B(Sepsis group,n=10) and Group C(ulinastatin -
treated group,n=10). The rats of Group A were only cut from the abdomen,and then sutured the wound after the anesthetic. The
rats of Group B and C were made into Cecal ligation and puncture model(CLP) ,and then the rats of Group C were treated with uli-
nastatin, All rats were killed at 16 hours after operations, taken the left side of diaphragm muscle to detect the contractile force and
taken the right side of diaphragm muscle to detect the diaphragmatic muscle cell apoptosis rate and the p38 MAPK protein expres-
sion. Results Group B compared with Group A,diaphragm contractility significant drop,the rate of diaphragm muscle cell apopto-
sis, the number of p38 MAPK protein expression was significantly increased,the two groups was significant difference(P<C0. 01).
After the ulinastatin therapy, the diaphragmatic muscle cell apoptosis rate, the number of p38 MAPK protein expression and the
contractile force were resumed obviously. Conclusion Ulinastatin can effectively inhibit sepsis p38 MAPK protein expression, re-

duce the rate of diaphragm muscle cell apoptosis, thereby reducing sepsis diaphragmatic injury.
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