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Abstract

AIM: To assess the tolerance of mice with carbon
tetrachloride (CCl,)-induced fibrosis to a lethal
dose of D-galactosamine/lipopolysaccharide (D-
GalN/LPS).

METHODS: A mouse model of hepatic fibrosis
was established by intraperitoneal injection of
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CCl, (in mineral oil), twice a week for 6 wk. At
the end of fibrosis induction, mice were chal-
lenged intraperitoneally with D-GalN (700 mg/
kg)/LPS (50 pg/kg). Normal mice treated in
the same way were used as controls. Mice were
sacrificed 24 h after acute insult. Sera and liver
tissues were harvested for analyses. To evalu-
ate the tolerance of normal and fibrotic mice to
a lethal dose of D-GalN/LPS, survival rate, se-
rum alanine aminotransferase (sALT) levels and
histological changes of the liver were compared
between before and after acute challenge.

RESULTS: The survival rate of fibrotic mice
subjected to a lethal dose of D-GalN/LPS was
significantly higher than that of normal mice
treated in the same way (100% vs 20%). After
challenged by D-GalN/LPS, sALT in normal
mice increased by 455.9 folds (49.2 U/L + 12.9
U/L vs 22429 U/L + 5446 U/L, P < 0.01), which
was significantly higher than that in fibrotic
mice (14.3 folds) [(463.7 U/L £ 109.0 U/L wvs
6630 U/L £ 1675 U/L, P < 0.01). The tolerance of
fibrotic mice to D-GalN/LPS was confirmed by
well-preserved liver architecture as compared
with controls.

CONCLUSION: CCl,-induced liver fibrosis pro-
tects mice against a lethal dose of D-GalN/LPS.

© 2014 Baishideng Publishing Group Co., Limited. All
rights reserved.
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