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Abstract

AIM: To study the expression of Heme oxidase-1
(HO-1) mRNA and its significance in hepatic
tissues in arsenic exposed mice.

METHODS: Forty male mice were randomly
assigned to control group and sodium arse-
nite group (iAs’* group). The iAs’* group was
given sodium arsenite per day. The mice were
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sacrificed after 10 mo for liver function and
pathologic examination. The RNA was extract-
ed by the TRIzol-Phenol-Chlorofor method
from the other part of the liver tissues. Then,
its density and purity was determined using
ultraviolet spectrophtonetric method. The ex-
pression of HO-1 mRNA was detected using
real time fluorescence quantitative PCR, and
the result was controlled with 18S gene.

RESULTS: The serum levels of ALT, AST and
GLB in the iAs’ group were higher than those
of the control group (61.5+5.5 U/L vs 38.0 £ 5.6
U/L,530.9+39.0U/Lvs1183+9.1U/L, 2715+
41¢g/Lvs209x0.6 g/L,all P <0.05). Pathologic
examination indicated notable inflammatory
cell invasion and liver cell necrosis involved in
arsenic group. The mRNA expression of HO-1
increased in the iAs3+group compared with the
control group and a statistically significant dif-
ference was detected (t = 5.393, P < 0.05).

CONCLUSION: High expression of HO-1 in-
duced by long-term exposure to sodium arsenite
may lead to excessive stress response, thereby
participate in liver injury and liver fibrosis.

Key Words: Arsenic exposed; Liver fibrosis; Heme
oxidase-1
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