5544 55 6 17 R R AR D) Vol.44 No.6
20254 11 H Journal of South-Central Minzu University (Natural Science Edition) Nov. 2025

EREX APAPIFS/NR LW R HY
RIPHLEITA R

EDC IS N VAN A ST
(1 PR =R 2G4 Rl o, 203 E; b ALRREE S0 TR 4041204
2 KIS BUCAIL AP TR T 40800033 HRIRIEAS: 2 X 430074)

B OE N THENRA (mangiferin, MGF) 7E X} Z Bt & L) (acetaminophen , APAP )75 5 1 /N R & 25 W v i 4
L GR VR R B AL K 36 H CSTBL/6 MM /N BB ML 23 B 6 21 : 25 A X HR 41 (Control ) AR FIZH (APAP) | FHA:XT IR 41
(NAC,300 mg/kg) APAP+TE SRR FHRE 41 (25 mgrkg) , APAP+E= R4 rp I 2 (50 mg/kg) , APAP+E ST =57 40
(100 mgrkg) , Bl 6 2. HEH 45T MGF 7 d, i —WUEH 2 h )i, & A1/INRIE 45 APAP 0.5% CMC-Na IR 2 2
PERFAR TR, 12 5 RN RO AR BRI, i 5040 BB IE , FH 25 AL T8 A DU T U 2H 205 30 4% B Keap-1/Nrf2/
HO- 138 J AH G HE UK PRI . 25 R 7R, 5 Control 4 LLAE , APAP 41/ BRI 1 ASTVALT L ALP, JIF41 20 MDA |
MPO /K-l Keap-1 75 1335 .2 T15 , ITF41414 SOD . GSH-Px A Nrf2 [NQO1 HO-1 % 13535 WK ; 5 APAP 4]
Fo , MGF 4 5 4 2H /N BUIMLYE AST  ALT ALP, IF2H 21 MDA . MPO 7K - il Keap-1 45 14128 3k W FRA% , P41 22 SOD |
GSH-Px K F-HI Nef2 \NQO1  HO-1 75 4 2535 B 3542 55 . MGF X APAP i S 10 2 P P 403/ SRR 9P /R FH B B, L1
AT 8 5 9877 Keap-1/Nrf2/HO-1 {5 538 A7 ¢ .

KRR FULIIB G X BRI ; R s S 2k I

FESHES R965 XERER A XEHRS  1672-4321(2025)06-0810-07

doi: 10.20056/j.cnki.ZNMDZK.20250818

Hepatoprotective mechanism of mangiferin on APAP induced
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Abstract To investigate the protective effect of mangiferin (MGF) on APAP-induced acute liver injury in mice and its
mechanism, thirty-six C57BL/6 male mice were randomly divided into 6 groups: control group (Control) , model group
(APAP) , positive group (NAC, 300 mg/kg) , APAP + mangiferin low-dose group (MGF-L, 25 mg/kg) , APAP +
mangiferin medium-dose group (MGF-M, 50 mg/kg) , and APAP + mangiferin high-dose group (MGF-H, 100 mg/kg), 6
mice in each group. The positive group and the low-, medium- and high-dose mangiferin groups were intragastriclly
administrated for 7 days, and after the last administration for 2 h, APAP was dissolved in 0.5% CMC-Na to prepare a dose
of 400 mg/kg, the mice in each group were intraperitoneally injected with APAP to establish acute liver injury model
except for the control group, and 12 h later, the mice were anesthetized and the blood was taken from the eyeball, and the
liver was dissected and removed. The contents of AST, ALT, ALP in serum and MDA, MPO, SOD, GSH-Px in liver were

determined. HE staining was used to observe the histopathological changes. Western Blot was used to detect the protein
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expressions of Keap-1, Nrf2, NQO1 and HO-1 in liver. Compared with the control group, the levels of AST, ALT, ALP,
MDA, MPO and Keap-1 protein in the APAP group significantly increased, and the levels of SOD, GSH-Px, Nif2, NQO1
and HO-1 significantly decreased. Compared with the APAP group, the levels of AST, ALT, ALP, MDA, MPO and Keap-
1 protein in the MGF dose group were significantly reduced, and the levels of SOD, GSH-Px and Nrf2, NQO1 and HO-1

proteins significantly increased. Mangiferin exhibited protective effect on APAP-induced acute liver injury, and its

underlying mechanism may be related to the regulation of Keap-1/Nrf2/HO-1 signaling pathway.
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Fig. 1 The effect of MGF on serum liver function indicators in APAP mice
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Fig. 2 The effect of MGF on oxidative stress indicators in the liver tissue of APAP mice
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Fig. 4 The effect of MGF on the expression of oxidative stress proteins in the liver of APAP mice
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Fig. 5 Mechanism diagram of MGF improving acute liver injury induced by APAP in mice
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