-512- %tz Drug Evaluation Research 3538% 5581 2015410 B

AB BB TR 5 A RIPE AR

Ziry', &2 &L 2L B 2 akEh, & &l
1. EHE NSRRI, KETEZASE, 5Hh K& 130117
2. B KN TERA, Sh K& 130022

W E:. BE WRASLHRIY) (GE) XHRIEM80 WA 1EH SERNUG. A3 B ICR it/ R 2 IEH X
. BAPE IR (R B R A S BRI & T RFIEL, @SR s, NS 25
YT ig 4525 30 d 5, RBUFIRE, THEIFIEREG W/ RUIE N EREIEE B (ALT) AR LA RE I
Bl (AST) 3571, =BtHM (TG). JTEAH - (MDA) FUARMAMH L (GSH) W&, HE Mg/ BATIER
WA, ZRG TN A S B THRBUN N BURR PRI 505 AR EH - 8858 A S BT HREUY 5 775 20 e B 2 AP RS P T4t
Y/ RIGIFIE &2 (P<0.05). I3 TG A& H (P<0.01), nfBRIEIME+ ALT. AST #§41 (P<<0.05 5 P<<0.01), {H5
IEW 4 ALT. AST i1 25 (P<0.05); AIfE—EFfERE FIREF414ih MDA & (P<0.01), ¥a&/H414it GSH &
H(P<0.0D), BFALURERY . 88 AS BRI 0 E — e O ER, LT Re 5 3T i AR i
iR, AR A G,

XA 4% A2 WIS R ER

HESES: RI6S NEFRERS: A XERS: 1674 - 6376 (2015) 05 - 0512 - 05

DOI: 10.7501/j.issn.1674-6376.2015.05.009

Protection of ginsenosides extract on alcoholic-induced hepatic injury of mice
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Abstract: Objective To investigate the hepatoprotective effects of ginsenosides extract (GE) on alcoholic-induced liver injury in
mice. Methods ICR mice were randomly divided into six groups, including negative control group, positive control group
(Bifendate), model group, and low-, mid-, high-dose GE groups. The model of alcoholic-induced liver injury was induced in ICR mice
by 56° alcohol. The liver injury mice were intervened by GE for 30 d followed by liver weight and liver index. Meanwhile, the contents
of serum alanine aminotransferase (ALT) and aspertate aminotransferase (AST) energy, triglyceride (TG), and malondialdehyde
(MDA) and glutathione (GSH) in the liver were determined. The pathological changes in mice liver were also observed.
Comprehensive evaluation of GE on the protective effects of alcoholic liver injury in mice was performed. Results GE could
obviously reduce the liver weight coefficient of alcoholic-induced liver injury in mice (P < 0.05) and the content of TG in serum (P <
0.01). The levels of ALT and AST in serum could be reduced (P < 0.05 or 0.01), but it had difference from the normal group (P <0.05).
To a certain extent, GE can reduce the MDA content in liver tissue homogenate (P < 0.01), increase the content of GSH in liver tissue
homogenate (P < 0.01) and reduce the liver tissue pathological damage. Conclusion GE has certain protective effect on alcoholic
liver injury in mice. The inhibitory effect of fat accumulation in the liver is more apparent. Ginsenosides could protect liver through the
mechanism of anti lipid peroxidation.
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Table 1 Effect of different doses of GE on body , liver weights, and liver index in mice with alcoholic- induced liver injury

(X+5)

4151 FlE/(gke ™" n A iit/g T /g ST 2 5%

pagist — 10 34.50+4.62 1.37+0.21 3.9640.13

A — 10 34.55+2.69 1.5940.12" 4.6240.19"

GE 0.38 10 35.28+4.02 1.59+0.29 4.414+0.43"
0.75 8 36.92+3.28 1.50+0.21 4.14+031%
1.13 10 33.90+4.20 1.41+0.12" 4.34+0.46"

B R A g 9% 107 8 32.90+2.90 1.36+0.18" 4.124+0.34"

SaHREALIES: TP<0.05, TP<0.01: SEUAILLE: P<0.05, #P<0.01; FEFR
"P<0.05, “"P<0.01 vs control group; “P<0.05, *#P<0.01 vs model group; same as below
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Table 2 Effect of different doses of GE on levels of ALT, AST, and TG in serum of mice with alcoholic- induced liver injury

(X+5)

2H 5 Flk/(gkg ") n ALT/(U-L™Y AST/(U-L™) TG/(mmol-L™")

payist — 10 18.1445.83 68.02+8.06 0.2540.05

iei) — 10 37.65+5.54" 82.06+13.9" 0.374+0.05"

GE 0.38 10 26.3948.09%" 62.08 £7.30" 0.17£0.03%
0.75 8 24.6941.81%" 78.00£7.74% 0.22+0.03%
1.13 10 38.80+8.80" 72.26+16.09" 0.18+0.03%

TR X i 9x107* 8 25.98+8.73" 54.15+21.14% 0.19+0.03%
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Table 3 Effect of different doses of GE on levels of MDA
and GSH in liver tissue of mice with alcoholic-

induced liver injury (x £ s)

41 Fl#gkg) n  MDAfumolg’)  GSH/(umolg)
X — 10 29940.56 841+1.28
it — 10 44010657  3.50%043"
GE 038 10 296+0.92" 1021+1.29%
075 8 3.1440.74% 1025+1.81%
113 10 3.68+0.77 10.63+1.89%
W 9x10™ 8 276+0.46™ 643+2.01%
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