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Estradiol- 17 beta influences expression of synapsin I in primary cultures of fetal rat

hypothalamic cells through estrogen receptor and MAP kinase
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In our previous study, we showed that estradiol-17 beta and endocrine disruptors, nonylphenol and bisphenol A (BPA)
increased a synapsin I-positive area in primary cultures of fetal rat hypothalamic cells. In this study, we investigated the
possible pathway through which estradiol-17 beta induces synaptogenesis, using two chemicals; tamoxifen, an estrogen
receptor antagonist, and U0126, a MAP/ERK kinase inhibitor. Tamoxifen and U0126 suppressed the increase in the
synapsin I-positive area induced by estradiol-17 beta, suggesting the involvement of the estrogen receptor and MAP

kinase in synaptogenesis induced by estradiol-17 beta.



