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Hepatoprotective Effects of Abscisic Acid on Acute Liver Injury
Induced by CCl, in Mice
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Abstract; The aim is to study the protective effects of ABA on acute liver injury induced by CCl, in mice.
Seventy male ICR mice were randomly divided into seven groups: normal control group, vehicle control group,
model control group, bife — ndate control group, three different dose of ABA groups consisting of high — dosage
group, middle — dosage group and low — dosage group(80,40,20 mg/kg). Each group contained ten mice. All of
the groups were administered by IG for 10 days. All groups were given CCl, (10% CCl, in olive oil, i. p.) by
body weight, expect normal control group and vehicle control group given olive oil after 1 h at the last

administration. After 6 hours, animals were sacrificed by bleeding and blood was collected. The levels of ala —
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nine aminotransferase( ALT) , aspartate aminotransferase ( AST) , total cholesterol (TC) , triglyceride (TG ) , high
density lipoprotein cholesterol ( HDL - ¢) were determined in serum and and superoxide dismutase ( SOD )
activities, malondialdehyde( MDA) , GSH — Px contents in liver tissues were determined. The liver pathological
changs were observed. The ABA can improved significantly the dyslipidemia caused by CCl, — induced acute
liver injury in mice. A certain extent of ABA effectively decreased the levels of ALT and AST in serum and
contents of MDA , increased SOD, glutathion peroxidase ( GSH — Px) activities in liver. The pathological changes
were relieved. ABA has a significantly hepatoprotective effect on CCl, — induced acute liver injury in mice.

Protective effect of ABA on the liver may be related to its function of improving the dyslipidemia, scavenging free

radicals and inhibiting lipid peroxidation, reduceing the pathological changes.
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AL - 123.14 £ 44, 73" 96.88 +13.38"
ABA &5l 80 145.12 £30.72 60.46 +7.34 **
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ABA Ik & 4H 20 1.26 £0.097 * 2.20£0.239 % * 2.65+0.626*
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