2012 12 28 12

Chin J Public Health Dec 2012 Vol. 28 No. 12

* 1597 -

NQO1 "
: ( PFOS) .
SD 2~21d PFOS( 0. 1.0. 6.2. 0 mg/kg) ; 21 d
( BSP) : 1
( NQO1) LA( CPTIA) . (0%)
PFOS NQO1 -573.-523,-507 3 10%
( 0%) ; CPT1A . PFOS
NQO1 .
: ( PFOS); ; NQOT; ;
1R 114 DA 1 1001-0580( 2012) 124597-03

Prenatal exposure to PFOS alters individual genes NQO1 promoter methy—

lation levels of liver in postnatal SD rats
SHEN Jie XIA Wei WAN Yan-jian et al( Institute of Environmental Medicine Key Laboratory of Education Ministry
School of Public Healih Tongji Medical College Huazhong University of Science and Technology Wuban Hubei

Province 430030 ‘China)
Abstract: Objective
( PFOS) -exposed rat liver. Methods

To examine the possibility of early epigenetic alteration in perfluorooctane sulphonate

Pregnant Sprague-Dawley( SD) rats were exposed to PFOS at doses of 0.1 0.6

and 2.0 mg/kg/d and 0.05% Tween 80 as control by gavage from gestation day 2 to 21. The dams were allowed to give

birth and liver samples from weaned ( postnatal day 21) offspring rats were analyzed for individual genes such as

NAD( P) H: quinone oxidoreductase( NQO1) and carnitine palmitoyliransferase 1A( CPT1A) promoter methylation level.

Results

In PFOS exposed weaned rats compared to the control methylation of critical CpG sites in NQO1 promoter

was found up to 10% methylated in the livers of treated rats. Conclusion Early induced hypermethylation in critical

cytosines within the NQO1 gene promoter region may be a significant biomarker of hepatic PFOS burden though their

direct role in PFOS induced-hepatotoxicity including its potential carcinogenic action needs further research.
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Proliferation and apoptosis of SMMC-7721 induced by cadmium and its

mechanism
WANG Yu FAN Mei GAO Ying-wei et al( Nursing School of Shenyang Medical College Shenyang Liaoning Province
110034 China)

Abstract: Objective To study the effection on proliferation and apoptosis of SMMC-7721 cells induced by cadmium
and its mechanism. Methods SMMC-7721 cells were incubated with 0 40 80 160 pmol/L CdCl, for O —48 hours. Cell
viability was measured by methyl thiazolyl tetrazolium assay ( MTT) . The occurrence of apoptosis was determined by
flowcytometry. Absorption spectrometry was adopted to measure the relative activity of Caspase-3. The expression of
Caspase-3 gene in SMMC-721 cells after treatment with cadmium was determined by the methods of reverse transcrip—
tion polymerase chain reaction( RT-PCR) and western-blot analysis. Results Cell viability decreased in dose-dependent
manner with the dose increase of cadmium. The inhibition ratio of cell proliferation incubated with 40 80 160 wmol/L
CdCl, was 33.94% 48.04% and 68. 54% respectively. Compared with 0 wmol/L cadmium the inhibition ratio in—
creased obviously( P <0.01) . The apoptosis rate of SMMCZ721 cell incubated with 40 80 160 pumol/L CdCl, was
25.77 +4.66% 34.97 £9.25% and 55.14 +£5.67% respectively. Compared with O wmol/L cadmium the apoptosis
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