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[ Abstract])

Objective  To explore the effects of testosterone synthesis in adult leydig cell (ALC) of male rats

exposed by perfluorooctane sulfonate (PFOS) during pregnancy. Methods At gestations 12 day. the pregnant rats
were exposed to PFOS (5 mg/kg, PFOS group) or 0. 5% Tween (control group) by gavage, once a day for 8
consecutive days. On postnatal day (PND) 70, several indexes of male offspring rats were measured including body
mass, testicular coefficient, sperm count, serum testosterone concentration. The mRNA levels of ALC associated
with testosterone synthesis were detected by real-time quantitative RT-PCR. Results = The result showed that
sperm count and serum testosterone concentration decreased in male offspring rats of PFOS group (P<C0.05), and
body mass was significantly lower (P<C0. 001). The expression of steroidogenic acute regulatory factor (Star),
scavenger receptor class B type 1 (Scarbl), Cypllal (coding gene of cytochrome P450 side chain cleavage) and
Hsd1763 (coding gene of 173-hydroxysteroid dehydrogenase) were down regulated (P <C0. 05), no significant
statistical difference was observed on the mRNA level of insulin-like growth factor-1 (Igf1) and insulin-like factor 3
(Insl3). Conclusion Gestational exposure to PFOS can inhibit the mRNA levels associated with testosterone
synthesis, and decrease the ability of testosterone synthesis in ALC of male offspring rats.
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Table Gene sequence and primers

Gene Primer sequence (5" to 3") Size of product (bp)
Rpsl6 F:AAGTCTTCGGACGCAAGAAA R: TGCCCAGAAGCAGAACAG 147
Star F:CCCAAATGT CAAGGAAATCA R:AGGCATCTCCCCAAAGTG 187
Scarbl F:ATGGTACTGCCGGGCAGAT R:CGAACACCCTTGATTCCTGGTA 117
Cypllal F:AAGTATCCGTGATGTGGG R:CATACAGTGTCGCCTTTTCT 124
Hsd1703 F. TTTCTTCGGGAGTAGGGGTTC R: TCATCGGCGGTCTTGGTCG 181
Igf1 F:ACTCTGCTTGCTCACCTTTACC R: TCATCCACAATGCCCGTC 174
Insl3 F:GTGGCTGGAGCAACGACA R:AGAAGCCTGGTGAGGAAGC 102
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Effect of PFOS on body mass of adult male offspring rats

Fig 3 Effect of PFOS on sperm counts of adult male offspring rats (n=10)
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Fig 2 Effect of PFOS on testicular coefficient of adult male offspring rats

Fig 4 Effect of PFOS on serum testosterone concentration of
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Fig 5 The expression of mRNA levels of genes related testosterone biosynthesis in adult male offspring (273ACt n=10)
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