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0-3 Effects of GnRH Agonist and GnRH Antagonist
on the Steroidogenesis and Apoptosis of
Cultured Rat Granulosa Cells

BJ Jung, MS Kim, JS Kim, HJ Song

Seoul Wome's Hospital
Background & Objectives: The purpose of this study was to evaluate the effects of GnRH agonist and
GnRH antagonist on the Steroidogenesis and Apoptosis of Cultured Rat Granulosa Cells.

Method: Granulosa cells were collected from immature rats, and cultured for 24 hours with GnRH
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