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Apoptosis

theca cells
granulosa cells

Fig. 1. Schematic of follicular development, depicting the stage-dependent events of initiation, growth, selection,

and ovulation.

Table 1. Developmentally-regulated expression of ovarian follicular factors.

Initiation Growth Selection Follicle Rupture | Oocyte Maturation Luteinization
c-kit/SCF IGF-1 SF-1 PGS-2 hypoxanthine PACAP (?)
WT1 TGF-§ IGF-1 I1-1 PDE3B prolactin R
activin EGF NGF MIS progesterone R
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NGF PACAP (7)) collagenase GnRH P450scc
Agll PAF bFGF P45050m
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Table 2. Follicle survival and death factors.

Survival factors Death factors
LH/FSH TNF-a
IGF-1 androgen
GH GnRH
EGF 11-6
bFGF IGFBP
activin Agll
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