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e RO (Fi30) © Insulin-like growth factor (IGF)#&#& 4 787 E 3 (IGFBP3) %,
IGF1 -5 PSRV B MR LS %37 % DNA ARk AE Al 2 B L 72, TGFBP3 mRNA FEBLI3 estradiol (E2)
X transforming growth factor a (TGFa) 2 & ¥ #Iiil 47z, IGFBP3 O3 f#H# LB 2 Hivd
Matrix metalloproteinase MMP) 3 &tV v 75 7 —FKallikrein (K1k1l) OISERZ gty L7=,
MMP3 mRNA F&HLiT TCFallZ K it X1, K1kl mRNA ZEBUT E2 IC L VRS D Z & &R LT,
MMP3 <> K1kl OPEARIINE, 1GFBP3 DiyfiEzAede L, IGFLEH 2T 5 L5165, v v
AFENBIZEBWTIE, E2 X° T6Fall £V IGFBP3 OF B &4, IGFL{EAMEIRE D
ZEERLI,

MR R OB (J3C) : IGFBP3 inhibited IGF1-induced proliferation of endometrial cells. 1gfbp3
mRNA expression in the endometrial stromal cells was decreased by estradiol-178 (E2) and TGFo.
MMP3 and Kallikrein (Klk) 1 degrade IGFBP3. Mmp3 mRNA expression was increased by TGFa., and
KIk1 mRNA expression was by E2. Enhanced production of MMP3 and Klk1 decrease IGFBP3 levels in
the endometrium, resulting in the increase in free IGF1 levels. E2 increased Igfl mRNA expression.
These findings provide the possible regulatory mechanism of endometrial stromal cell proliferation that
E2 stimulates IGF1 production, while E2 and TGFqdecrease IGFBP3 level, leading to the stimulation of

endometrial cell proliferation.
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