respectively. Greater percentage of simple
tubular glands were found in the poor
responders. Even if we were able to find
consistency in gland and stroma status in the
group, it was difficult to judge endometrial
development according to dating only.

Less developed pinopodes with long and
erect microvilli were found in the poor
responders. Results from the present study
indicate that endometrial development is
delayed in poor responders than the good
responders. The most important finding value
and dating results later in our study. The lag
in endometrial development allows us to
predict that the implantation window in poor
responders will be delayed than in good
responders. It would be worthy to investigate
the meaning of this delayed implantation
window in poor responders, considering that
embryos at the similar stages(2-4 cell)are
transferred to patient’s uterus in both groups.
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Atge] oi@d A ¥ AZo)A GnRHe) g
F8A9 EA/ SUHEA, GnRHY 1 &
A(GnRH-a)%-°] Atge] dX AT A A
o v g st @S A7t glo]
$o. GonRHE gutdog d¥  MEg
steroidogenesisol] #3l= Aoz de{Hu gl
on Tg ¥ M X9 apoptosisd] ¥ &
€ & ZAeg Rasa vk 2 azld

e A 71ZAL okz dHARA ¢ Aot
Cortisol& X o] o EAsy d¥ A
o] F&A7 e Ao BuHzn g o
HE BA FEEE v 7i%d AY 4%e
e Aoz A a glov, 53] GE A
¥9] steroidogenesis®] #ide ROF HiH
2 gtk 8 glucocorticoids 4 AX Y o
HAQ apoptogenic agentZH FH AEY
apoptosisl 3 B AT} o] fu UGE
AT e &3 J& Aog AZste &
g e APt

Uz fPA G G¥E A¥EE 40% percoll &
Aestd EF NMEES AAT ¥ 10% FBSE
£33 Ham's F-10914 whekebsich.  wids
U¥ M ¥4 FSH, hCG, dexamethasone(DEX),
buserelins & 247 T¥ @7 AHgsld 2 32
2] t)§ estradiol(E2)9 progesterone(P4)2)
Fre Wslg AIgd. a8ln W HA
uicho] Eol gl AX 5 AMNFOIH u
WAzt WE AEES ARG, Y vHA
s wjdE G ¥ A EE acridine orange® ¢
Aty AEY & AFF2ZH apoptosis A
Py A E ZASA

GnRH-a%& ¥x &Ho=2 wigFed ¥x
AEe E29 P4 AL A AFY =3
FSHE GnRH-a9 #4& HAgov hCGE
d3Fo) YAt DEXE AT AEES #2A
A E2¢ P49l BAE ZAAF 2 FSHel ¢
3 FEHAG. oo ZAoA GnRH-aE
AR ¥ NEY steroidogenesisE A dFA] 2t
A E 9] apoptosisgh= AR AR A#L Us A
o2 Algdrl uhd DEXE 94X Al¥Y apoptosis
£ fEAA E29 P4 AAE #A2AIE e
2 Aagd.
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