2019 46 H o [ H A 2 2 R June, 2019
$29% Holl CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 29 No. 6

INVINE ZEEM , £ T 5. WG TR X X O E AL By BUN RS AT S 9 R ] R BE 22 2R 8, 2019, 29
(6): 86 - 91.

Sun XM, Zuo XB, Wang CY, et al. Protective effect of wedelolactone against acetaminophen-induced liver injury in mice [ J]. Chin J
Comp Med, 2019, 29(6): 86 — 91.

doi: 10.3969/].issn.1671-7856. 2019. 06. 014

M W 24 DA T R X 2 P e A Iy 0D B R 4 4
A ORI 1R

INNEN AT EERF MR, RWET  Fawm AT

(1A R EFZ 2 Ak T AR 13201352, MR 2E BB e o T BE 2# Tty JE AT 100039,
3. AR 2E R WL ARLE 0670004, HMERLK2E Fi4 121001)

[WE] HE  FEGEL BT 2B E R 5 HE AN R AR R E R . kR B/ BRUIE i 1
SFEXF 2 T ok AU S A A5, SR 0 L 28 P T et S A B VR . H BALB/ ¢ /N BB LA A %o HE A A2 | 7
WEAG BRI B AR A (n=8) o BT/ UL TE TR IR Bl (ALT) \ R& R IR B (AST) ; JiF
HASPH T [ (MDA) A H K (GSH) A bk H K S ( GSH-PX) FilE AUk W) B AL (SOD ) 46 4% , 1ML
1% ELIA K0l TNF-o IL-6, 25 & A0 ZH U B2 A, WS U5 ML 2 P 5 o) %o & b e 2k s BT U U i R VE . &5
BRI /NI P AST (ALT .GSH MDA IL-6 DA & TNF-o /KK S i T BB 4H ( P<0. 01) , B Gt 8
5 4G PN R AR A ] R SR ZH Y AST ALT DA TFZH R A3 SOD Fil GSH-PX /K- B g B i AR I 4, H.
BT 20573 e MDA GSH 7K LA B2/ BRUALTS R TNF-o IL-6 7K B BAR TAETIZH (P<0. 01) A Gi i 5 X i
1Y GSH-PX F1 SOD 7K 7B W AIL T XT FRZH (P<0.01) , B G223 L, AU #1295 R R -JHZL (hematoxylin and
eosin, HE) FI4NMIJH T 4% 4 ( TdT-mediated DUTP nick end labeling, TUNEL) {7 5 H 25 P 1 m] BH W sk 4 T 2H 2R i I
FEAHT:, G518 WHHAE PR X% 2 Wh a3 B 5 [ i 2k B 5 A B S i B PR

[SE4EiR] 48 MR ; St B s X St L B

[HE5>ZES] R-33 [ X#EFRIRAE] A [ XEHS]1671-7856(2019) 06-0086-06

Protective effect of wedelolactone against acetaminophen-induced liver
injury in mice
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[ Abstract ] Objective  To investigate the protective effect of wedelolactone ( Wed ) against acetaminophen
(APAP) -induced acute liver in mice. Methods A mouse model of APAP-induced liver injury was established. Thirty-two
male BALB/¢ mice were randomly divided into normal, APAP, 10 mg/kg Wed and 20 mg/kg Wed groups (n=8). A
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colorimetric method was used to assay the levels of serum alanine aminotransferase ( ALT), aspartate aminotransferase
(AST), malondialdehyde (MDA ), glutathione ( GSH), glutathione peroxidase ( GSH-PX) and superoxide dismutase
(SOD) in mouse liver homogenates, and the serum levels of tumor necrosis factor (TNF-a) and interleukin-6 (1L-6).
Results In the model group,the serum levels of AST, ALT, IL-6 and TNF-a&,and GSH and MDA in the liver homogenates
were significantly higher than those in the control group (P < 0.01). The levels of AST, ALT, SOD and GSH-PX in liver
tissue homogenates of the low- and high-dose Wed groups were significantly higher than those in the model group (P <
0.01), and the levels of MDA and GSH in liver tissue homogenates and TNF-a and IL-6 in the serum of mice were
significantly higher than those in the model group (P < 0.01). The levels of GSH-PX and SOD in the model group were
significantly lower than those in the control group (P < 0.01). Histopathological examination using HE and TUNEL

staining showed that Wed significantly reduced liver necrosis and apoptosis. Conclusions

APAP-induced acute liver injury.
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Table 1 Effect of wedelolactone on the levels of ALT and AST in liver tissues

215 Groups 314 (mg/kg) Dose ALT(U/L) AST(U/L)
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. SIEWYL L E, ¥ P<0. 01; SHIRIY L, ** P<0.01,

Note. Compared with normal group, ™ P<0. 01. Compared with model group, ** P<0. 01.
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Table 2 Effect of wedelolactone on hepatic levels of SOD, MDA, GSH, and GSH-PX

25 51 FliE (mg/kg) MDA SOD GSH GSH-PX
Groups Dose (nmol/mg.pro) (U/mg.pro) (wmol/g.pro) (U/mg.pro)
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Note. Compared with normal group ,* P<0. 01. Compared with model group, ** P<0.01.
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Figure 1 Effect of wedelolactone on liver tissue pathology in the mice with liver fibrosis ( HE staining)
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Figure 2 Effect of wedelolactone on apoptosis in hepatocytes in the mice with liver fibrosis
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