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Effects of pubertal fenvalerate exposure on androgen receptor and

estrogen receptors in hippocampus of mice
Zhao Yingying' Dai Bo' Wang Hua® et al

('Dept of Maternal Child & Adolescent Health * Dept of Toxicology Anhui Medical University Hefei 230032)
Abstract Objective To investigate the effects of pubertal fenvalerate exposure on the expression of androgen re—
ceptor ( AR) and estrogen receptors ( ERs) in hippocampus. Methods 60 male and female mice in postnatal day
( PND) 28 were randomly divided into five groups: the blank group the control group and fenvalerate ( 0. 02
0.2 2 mg/kg) group. Pubertal male and female mice in treatment groups were treated with fenvalerate ( 0. 02
0.2 2 mg/kg) by gavage daily from PND28 to PND56 while the blank gave nothing and controls received corn
oil. After four weeks the mice were sacrificed then hippocampus was excised. Protein expression of AR  two estro—
gen receptors( ERa and ERB) in hippocampus were analyzed by Western blot. Results In males the protein ex—
pression of AR in hippocampus was markedly upregulated in pubertal fenvalerate exposure. In females the protein
expression of AR in hippocampus was of no statistically significant differences between groups. There was no statis—
tically significant difference of the ERa and ERB protein expression among all the sexual groups. Conclusion Pu-—
bertal fenvalerate exposure disrupts AR expression in hippocampus of mice.
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Effects of trichloroethylene on the expression of

liver PPARa and PPARYy in mice
Hou Feifei Shen Tong Wang Jin et al
( Dept of Toxicology School of Public Health Anhui Medical University Hefei 230032)
Abstract  Objective To investigate the effects of trichloroethylene( TCE) intake via drinking water on liver per—
oxisome proliferator activated receptor ( PPAR) o and PPAR<y in mice. Methods The female BALB/c mice were
randomly divided into blank control group vehicle control group 2.5 g/L TCE group and 5.0 g/L TCE group
and were exposed to TCE via drinking water. On the 2nd 4th 8th 12th week blood was collected for liver func—
tion examination liver tissues were taken for HE staining. The PPARa and PPAR«y expression in liver were meas—
ured by RT-PCR and immunohistochemical staining. Results The levels of ALT in 2.5 5.0 g/L TCE treated
groups increased significantly compared with control groups on the 2nd 4th week( P <0. 05) ; HE staining showed
inflammatory cell infiltration and liver cell degeneration in 2.5 5.0 g/L TCE treated groups the damage was most
obvious on the 4th week; compared with control groups PPARa and PPARy mRNA expression in liver of TCE
treated groups increased significantly on the 4th 8th 12th week ( P <0.05 P <0.01); in the nuclei of liver
cells the expression of PPAR«a and PPAR+y was positive in 2.5 5.0 g/L TCE treated groups and the levels of
PPARa and PPARYy expression in nuclei increased significantly compared with control groups on the 2nd 4th 8th
12th week ( P <0.05) . Conclusion The results suggest that TCE intake via drinking water can upregulate the ex—
pression of liver PPARa and PPAR+y in mice.
Key words trichloroethylene; PPAR«; PPARYy; hepatotoxicity



