cultured monolayer of endometrium. Addition
of EGF to the growth media modulate the
duration of endometrium to reach confluence,
but there were no microscopic differences
after  confluence  between  endometrium
cultured with EGF and endometrium without
EGF, However, EGF
_ trophoblast-endometrium interaction in vitro.
Within 12 hr of with EGF,
cytotrophoblast cells were begin to adhere to
form the clups of cells. After 28 hr culture,
endometrial stromal layer began to detach
from the bottom of dishes and After 28 hr
culture, endometrial began
stromal layers were destructed. However,
endometrial epithelial layers were intact until
48 hr culture with cytotrophoblast. Three out
of 21 samples of stromal layer showed about
50% destruction. Collagenase (0.1%) aadded
to the endometrial monolayer destructed both
stromal and glandular epithelium within 24
hrs. These interaction between
cytotrophoblasts and endometrium suggests

influence the

culture

stromal layer

.in vitro

the possibility that EGF is playing role in
implantation process and embryo may invade
glandular epithelium and stromal layer using
different mechanisms.
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Pinopodes formation in the poor

and good responders in human
IVF program.

Infertility Medical Center, CHA General
Hospital, Yeoksam-1-dong, Gangnam-gu,
Seoul 135-081, Korea.

KA Lee - SY Han - DH Choi - WS
Lee - HR Sung - TK Yoon - KY Cha.

Despite progress in human IVF, the
majority of IVF attempts remain unsuccessful,
most likely on the basis of implantation
failure. If we were able to manage the
implantation window, we could significantly
improve implantation and pregnancy rates in
human IVF. The present study was conducted
to evaluate the endometrial development in
IVF patients related to their plasma level of
estradiol(E2) on the day of hCG injection.
Patients stimulated by either FSH/AMG/hCG
or GnRHa/FSH/hCG were included in this
study. Included patients grouped
according to the plasma level of E2 measured
on the day of hCG administration as the poor
responders(n=6, E2<600 pg/ml} and good
responders (n=6, E2>600 pg/ml). Endometrial
biopsy was accomplished two days after
oocyte retrieval on the tentative day of
embryo transfer in patients who had no
embryos available for due to
fertilization failure of the all oocytes aspirated.
Two-dimensional structure of the
endometrium was analyzed by hematoxylin
and eosin staining, while three-dimensional
pinopodes  formation, of the
endomefrium was assessed by examining
through scanning electron microscopy (SEM).
Half of the biopsied endometrium was fixed
in 10% formalin and processed further for
paraffin section. Luteal phase assessment was
performed by dating the endometrium
according to the standard criteria by Noyes et
al. The other half of the biopsied endometrium
was rinsed thoroughly with saline and
immersed in 25% (w/v) glutaraldehyde
containing 2% paraformaldehyde solution in
PBS. Specimen was fixed in 1% (w/v)
osmium tetroxide and dried in a critical-point
drier, and then examined by SEM after
coating with gold palladium. Mean level of
plasma E2 was 3952 * 663 and 13280 *
2152 pg/ml in the poor and good responders,
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transfer

structure,
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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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apoptosis?} steroidogenesisol] 0]Jx|+=
GnRH-agonist®} cortisol?| ¢}

9 Apalst, dgusta 4oy
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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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