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Abstract

AIM: To observe the levels of TNF-q, Caspase-3
and TGF-B1 mRNA on the acute hepatic failure
induced by D-GalN and LPS, and to observe
efficacy of rosiglitazone intervention.

METHODS: Male mice were divided into three
groups randomly: the normal group, the control
group and the intervention group. The control
group and the intervention group were injected
with D-GalN/LPS, while the normal group was
injected with saline; the intervention group was
lavaged by rosiglitazone at 2 h before the D-GalN/
LPS injection, while the control group and the nor-
mal group were lavaged with saline. Serum levels
of ALT, AST, the histopathological changes of liver
and the levels of TNF-a, Caspase-3 and TGF-B1
mRNA of the liver were observed.

RESULTS: We succeeded in establishing the
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acute hepatic failure model by intraperitoneal
injection of D-GalN combined with LPS. The lev-
els of TNF-a, TGF-B1 and Caspase-3 mRNA of
the liver in the control group were significantly
higher than the normal group (P < 0.001). The
serum levels of ALT, AST in the intervention
group were significantly lower than the control
group (403.6 * 76.1 U/L vs 3664.8 + 646.1 U/L,
464.6 £ 63.0 U/L vs 3514.0 £ 468.9 U/L, both P <
0.001). The degree of liver injury in the interven-
tion group was significantly reduced than the
control group. The levels of TNF-a, Caspase-3
and TGF-p1 mRNA in the hepatic tissue of the
intervention group were significantly lower than
the control group (0.270 + 0.042 vs 0.459 + 0.072,
0.388 £ 0.033 vs 0.553 + 0.033, 0.261 + 0.031 vs 0.403
+0.042, all P <0.001).

CONCLUSION: Rosiglitazone plays an effec-
tively protective role in the acute hepatic failure
of mice, possibly through down-regulation of
the expression of TNF-o, TGF-f1 and Caspase-3.
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Tumor necrosis factor-a; Caspase-3; Transforming
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KER452 bp. &5 13 Bl TAY TRA
Cikeys'8
1.2 7%
1.2.1 545 T30 P Pisein 45 R EAD-GalN
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AHFE, DI HIEI20 mg/kgh T i &. &
EH/NER60 R, B M IEH 4. X4, +
THA, RE4120 5L, S IRALRIT T3 45 T D-GalN
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°P<0.01 vs WHZ4A.
AST/KPE0 R I 2 PRI (P<0.05, 3R 1).
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DIBEAG W IR e, 0 4 By v o A b ko
AR Y, o BRIEE R A RFE T, E
T AT B B B 57 R4 3 Bl 43 G B 7 2 11 1)

barcl TNF-a TGF-p1 Caspase-3

FE4H  0.086+0.016° 0.23+0.028° 0.140+0.018°
F#ZH  0.270+0.042° 0.388+0.033° 0.261+0.031°
WIBZH  0.459+0.072 0.553+0.033 0.403+0.042

°P<0.01 vs NHR4A.
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