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The mechanism of chemotherapy-induced ovarian toxicity and the development of
its preventive treatment
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Cancer treatment including chemotherapy induces ovarian toxicity such as
infertility and the early menopause. At this stage, there is no treatment or prevention against
ovarian toxicity. In this study, we focus on the microenvironment in the ovary, and explored the
mechanism of chemotherapy-induced premature ovarian insufficiency (POl). We established the
chemotherapy induced premature ovarian insufficiency mouse models. We showed that the protein
expression of cellular senescence markers were increased in the ovary of POl model. It suggested
that the treatment of senolytic drug can be a good candidate for the treatment or prevention of
chemotherapy-induced ovarian toxicity.
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