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Protective Effect of Extract from America Ginseng and Hovenia dulcis
Thunb against Acute Alcohol-induced Liver Injury in Mice

LI Zhiman', ZANG Aimei’, SHA Jiyue', LI Shanshan', SUN Yinshi""

(1.Institute of Special Wild Economic Animals and Plants, Chinese Academy of Agricultural Sciences,
Changchun 130112, China;
2.Gaomi City Bureau of Agriculture and Rural Areas, Weifang 261500, China)

Abstract: Objective: To study the preventive effects of American ginseng and Hovenia dulcis Thunb (AGH) on alcohol-
induced acute liver injury in mice. Methods: After one week of adaptation, ICR mice were randomly divided into normal
group, model group and AGH (I ,1I,1l) groups. After giving the mice a continuous intragastric administration of AGH
(100 mg/kg-bw) for 14 days, all groups except the normal group were given three times of alcohol (5 g/kg) within 24 hours
to induce liver damage. After the third alcohol administration for 6 hours, the mice were sacrificed. The activities of
Aspartate aminotransferase (AST), Alanine aminotransferase (ALT) and the content of Triglycerides (TG) in serum were
tested. The activity of Glutathione peroxidase (GSH-Px), Superoxide dismutase (SOD) and the contents of Glutathione
(GSH) and Malondialdehyde (MDA) were detected. Pathological changes of liver were observed by H & E staining. The
expression of p-ERK, p-JNK and p-P38 protein in liver tissue was detected by WB method. Results: Compared with model
group, AGH could significantly reduce the activities of AST and ALT in serum (P<0.05), decreased the level of TG in

i EEE: 2021-04-15

HETH: $HEFRZER A (20200708070YY ) ; P 40 s A B B A AFAT L 4% £ (125161034-2021-016, 1610342020018 )
EEBNT: Fx9 (1991-) %, AR A, BIEFFE R, AR5 @ A543 = S o fkkif A, E-mail: 1zm091215@163.com,

*BIEIEE: W95 (1980-) , B, LA R4, BFR R, R 4 6): A S 25 7 S B4, E-mail: sunyinshi2015@163.com.


https://doi.org/10.13386/j.issn1002-0306.2021040159
https://doi.org/10.13386/j.issn1002-0306.2021040159
mailto:lzm091215@163.com

- 376 - £ Tl B4

20224 1 A

serum (P<0.05) and MDA content in liver tissue (P<0.01). Meanwhile, AGH could also increase the activities of SOD and
GSH-Px in liver tissue (P<0.01) and improve the level of GSH in liver tissue (P<0.01). Pathological observation showed
that the main degeneration was fat drops, and some inflammatory cells were infiltrated in model group. AGH group had

different degree of improvement on the pathological changes of the liver in mice. AGH significantly inhibited the
expression of p-ERK, p-JNK and p-P38 (P<0.01) and inhibited the apoptosis of hepatocytes. Conclusion: AGH has obvious

protective effect on acute alcohol-induced liver injury in mice.
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