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Protective effect and mechanism of probiotics on liver injury in rats with acute intrahepatic cholestasis”
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[ Abstract ] Objective To analyze the protective effect and mechanism of probiotics on liver injury in
rats with acute intrahepatic cholestasis. Methods Sixty juvenile male SD rats were divided into the normal
group,the model group and the intervention group,with 20 rats in each group. Rats in the intervention group
were treated by gavage with probiotics 4. 2 X 10® viable count/kg once a day,while the normal group and the
model group were treated with the same volume of warm normal saline. The model of acute intrahepatic chole-
stasis was established in the model group and the intervention group on the fifth day. The rats were killed at
48 and 72 h after modeling. Blood was collected to detect the total bilirubin (TBIL) ,direct bilirubin (DBIL),
alanine aminotransferase (ALT),diamine oxidase (DAQO) and D-lactic acid (D-LLA). Liver tissues were collect-
ed to detect the expressions of nuclear factor-kB (NF-kB) and tumor necrosis factor-a (TNF-o). Results The
levels of serum TBIL,DBIL,ALT,DAO and D-LA,NF-¢kB and TNF-¢ in the model group and the intervention
group were significantly higher than those in the normal group at 48 and 72 h after modeling,and the interven-
tion group was lower than the model group, there was statistically significant difference (P <C 0. 05).
Conclusion Probiotics can effectively protect liver injury in rats with acute intrahepatic cholestasis. The mechanism
may be that probiotics down-regulate serum DAO,D-LLA,NF-kB and TNF-q expression in liver tissues.
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