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Effect of nitric oxide on the pancreas and kidney organ damage in rats with acute hem-

orrhagic necrotizing pancreatitis
REN Xiao-bao, HE Zheng ping WEN Liang (Department of Emergency Sewvice, Southwest Hospital, Third Military Medical University, Chongqing 400038,
China)

Abstrat: Objective To detemine the wle of different doses and time of nitric oxide (NO) on the pancreas and kidney organ damage in rats
with acute hemorthagic necmotizing pancreatitis (AHNP). Methods Afier the model of AHNP was established by injection of 5% sodium taur-
cholate into the biliary-pancreatic duct in rats, the charges of amylase creatinine, ureanitrogen, endotoxin, No in blood and NO in pancreatic and
kidney tissue and blood flow of pancreas and kidney were observed in AHNP model treated by different doses and time of I-arginine, and the moitali-
ty was analyzed. Results Concertration of amylase and the mortality was decreased blood flow of pancreas and kidney was improve in AHNP model
treated mmediately by low deses of Irarginine but high doses of [-arginine could induced severe pancreatic and renal histolcagic damage and the
mortatity was incereased. Conclusions  Effect of NO in the pathogeness of pancreas and kidney organ damage in rats with AHNP which is positively
correlated with time and doses.
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Construction and preliminary identification of human telomerase reverse transcriptase
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