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Protective effect of glutamine on acute hepatic injury
WANG Wei-giang, REN Cheng-shan ( Department of Gastroenterology, Xingiao Hospital, Third Military Medical University, -
Chongging 400037, China)

Abstract; Objective To explore the roles and clinical significance of glutamine ( GLN) in carbon tetra-
chloride (CCl,) inducéd acute hepatic injury. Methods The SD rats were divided into model group, GLN
pretreated group and control group. The animal model was established by CCI, intraperitoneal injection. GLN al
dose of 1 g/kg was intragastrically administrated for 7 d before intraperitoneal injection of CCl, in the rats of
GLN pretreated group. The rats were executed 4, 8, 12, 16, 24 h alter injure. To evaluate the hepatic injury,
the serum alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST) were detected by automatic
biochemistry analysator. The liver tissue was observed by light microscope and transmission electron microscope
(TEM ). The expression of nuclear factor-kB ( NF-kB) was detected by immunohistochemistry and the tumor
necrosis factor-a (TNF-ov) was detected by reverse transeription polymerase chain reaction ( RT-PCR). The
apoplosis of hepatocyte was detected by TUNEL. The oncosis index was detected by TEM. Results  The levels
of ALT, AST, NF-kB, TNF-a mRNA in model group were apparently elevated as compared to control group (P
<0.01), but those in GLN pretreated group were lower than model group (P <0.05). The confused structure
of hepatocytes and inflammatory infiltration were observed by light microscope. Compared to the model group,
the hepatic injury in GLN pretreated group were apparently attenuated, Under TEM, the apoptotic hepatocyles
showed endochylema atrophia and karyopyknosis, but the oncotic hepatocytes showed endochylema swelling and
karyolysis. Both the apoptosis index and oncosis index in GLN pretreated group were apparently lower than
those in model group (P <0.05). Conclusion GLN can control the level of ALT and AST, inhibit the ex-
pression of NF-kB and TNF-oe mRNA | reduce the apoptosis and oncosis of hepatocytes. GLN plays a significant
role in the CCl, induced acute rat hepatic injury.
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