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Effects of Qishile on mmunological liver njury n m ice

Jiang Hui"?, Wu Furong', XiaL unzhi?, et al
(* School of phamacy, AnhuiM edical University, Hefei  230032;
? The First Affiliated Hopital of Anhui College of Traditional ChineseM edicine, Hefei  230031)

Objective: To study effectsof Q3. on mmunological liver injury inmice M ethods Themodel of mouse immunological liver injury was
induced by injection of BCG and lipopolysaccharide (LPS) fram tail vein The nitric oxide (NO) level in serum and alondiadehyde (MDA )
content , superoxide disnutase (S0D) activities in liver hamogenate were assayed by gectrophotometry NFK Bp65 in hepatic tissueswas
detemined by themethod of mmunohistochemistry Results mmunological liver injury was succesdully induced byBCG +LPS QS oould
decreae NO level in serum and MDA, INOS, NOS contents and prevented the reduction of SOD activity in liver hanogenate M earwhile,
Q3. were found o inhibit the expression of NFK Bp65 in liver tissue Conclusion: The results shoved that Q3. have significant protective
action on mice mmunological liver injury. ltsmechanisn might be related o depleting oxygen free radical, suppressing cell lipid peroxidation
and accommodating the path of NFK B , diminishing mediaiors of inflanmation
Key word Qishile immunological liver injury; lipid peroxidation; nuclear factor keppaB



