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Effects of oxidative stress on cadmium-inhibited testosterone

biosynthesis in mouse Leydig cells
Zhu Wenxiang Liu Biyong Liu Hongmao et al
( School of Public Health Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effects of oxidative stress on testosterone biosynthesis inhibited by cadmi-
um in mouse Leydig cells. Methods TM3 cells were treated with 20 pmol/L CdCl, and collected the cell and the
culture supernatant fluid in 4 h and 8 h after CdCl, exposure. Testosterone was detected by ELISA assay. The ex—
pression of heme oxygenase- ( HO-) superoxide dismutase 1( SOD1) superoxide dismutase 2( SOD2) superox—
ide dismutase 3( SOD3) glutathione peroxidase( GSH-Px) and catalase( CAT) mRNA were detected by RT-PCR.
The expression levels of HO- and heme oxygenase2 ( HO2) proteins were examined by Western blot. Results
TM3 cells were incubated with 20mol/L CdCl, for 4 h or 8 h. The testosterone levels in the culture supernatant
fluid were significantly lower in Cd-exposure groups ( P <0.01) than that in the control group. The mRNA expres—
sion of SOD1 SOD2 SOD3 GSH-Px and CAT were all decreased compared with the control group. Cadmium up-—
regulated significantly the expression of HOd mRNA in TM3 cells ( P <0.01) . Correspondingly the protein ex—
pression of HO- was increased markedly in time-effect course in Cd-exposure group( P <0.01) . Conclusion
Cadmium inhibits the synthesis of testosterone in TM3 cells and oxidative stress may play an important role of tes—
tosterone biosynthesis in mouse Leydig cells.
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