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Abstract

The purpose of this study is to
examine the changes of steroidogensis in
caprine corpora lutea throughout the
estrous cycle by using in vivo and in vitro
strategy. To achieve this program, two
experiments have been devised. The
mature, female Taiwan native goats are
selected for this in vivo studies. The serum
progesterone concentrations and DNA
fragmentation of Iuteal cells will be
determined in different stage of estrous
cycle.

By using in vitro technigues to

examine the luteotropic (or luteolytic)
substances responsiveness, as well as the
contents of 22R-OHC and pregnenolone. -
Our studies demonstrated that grandotropin
could act directly on luteal cell line to
reduce apoptotic death in culture. By doing
so. we may understand the cell growth,
proliferation, and cell death in caprine
corpora lutea throughout the estrous cycle
as well as the mechanism of apoptosis of
lutzal cells in goats. Our results suggest
that the interaction of grandotropin may
play important roles in regulating the

- growth and regression of luteal cell, thus,

determining the life span of the luteal cell.
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