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Testosterone for the Prevention of Cyclophosphamide -Induced Ovarian Toxicity
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For in vitro analysis, immortalized granulosa cells derived from a primary
human granulosa cell tumor, COV434 cells were treated with CPA in presence or absence of
testosterone. Cell viability, apoptosis and expression of pro-apoptotic protein in COV434 were
examined. For in vivo analysis, Balb/c female mice were treated subcutaneously with testosterone or
saline, and cyclophosphamide (CPA) was administered. Number of primordial follicles, atresia,
apoptosis of granulosa cells, serum AMH levels in mice. Ovaries in mice treated with testosterone
had significantly less atresia and reduced apoptosis compared to those exposed to CPA alone. The
serum AMH levels was significantly higher. Current study demonstrated the protective effect of
testosterone for the prevention of ovarian reserve during treatment with cyclophosphamide.
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