such as wounding and skin disease. Estrogen plays critical roles in regulating various physiological events via its nuclear
estrogen receptors (ER). Interestingly, it was shown that Sprr2a was significantly up-regulated in utert of ovariectomized
(OVX) mice exposed to 17B-estradiol (E,). Following investigation has shown that E, induces expression of other members
of Sprr2 family as well as Sprr2a in the mouse uterus. Thus, we further characterized the potential actions of estrogen on
the regulation of Sprr2a family in uterus and other reproductive organs in mice,

Methods: OVX mice (6~8 week old) were given a single injection of E; and/or progesterone (P4) at various concentrations
to examine the regulation of Sprr2 family in the mouse uterus by steroid hormones. To examine whether E,-induced
expression of Sprr2 family is ER-dependent, ICI 182,780 (an ER antagonist) was pretreated to OVX mice 30 min before E,
injection. To investigate whether endocrine disruptors with estrogenic effects can also induce expression of Sprr2 family in
the mouse uterus, 4-tert-octylphenol (OP) or bisphenol A (BPA) was given to immature mice. Mice were sacrificed and
uterine horns were collected for RNA extraction and immunohistochemistry at 6 and/or 12 h after injection. RT-PCR with
appropriate primers for all members of Sprr2 family was performed.

Results: Expression of Sprr2a, 2b, and 2e, which showed E, dose-dependent regulation, was significantly reduced by
pretreatment with ICT 182,780, an ER antagonist, suggesting the ER-dependent regulation of estrogen on their expression.
In contrast, ICI 182,780 pretreatment was not able to efficiently inhibit estrogen-induced expression of Sprr2c, 2d, 2f and
2g in the mouse uterus. Immunohistochemistry showed that expression of Sprr2a protein, which is mainly localized in the
epithelial cell compartments, is also effectively inhibited by ICI 182,780 pretreatment in the mouse uterus. A single injection
of P, as well as E; rapidly up-regulated the expression levels of Sprr2c, 2f and 2g mRNAs while P, did not significantly
enhance or antagonize the action of E, on the expression of Sprr2 family. OP and BPA were able to induce mRNA
expression of Sprr2 family, suggesting that Sprr2 family members are truly regulated by estrogen. In addition, RT-PCR for
Sprr2 family in reproductive organs of immature and adult mice showed that they are mainly expressed in adult uterus but
not in others in our analysis.

Conclusion: E, dose-dependent regulation of Sprr2 family is mediated via genomic and/or non-genomic actions of

estrogen signaling pathways mainly in the mouse uterus.
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Results: Cytokeratin®} vimentin- OT% } 2lghstod A A} 95% ool Al PAdUHES LERI ] Al
EG NANEE AeHer Ze¥ASS o}"“} e AuMae NAMEE 247 g gAY
S Fet % progesterone} estrogenty 5‘3‘46}‘4 TGE~B1¢}> 48-2-1,-2, integrin-B3, prolactin mRNA 2&-& FA}SH
A} ehsufoko Al B8 mRNAZE W 4] gk Tl ol A& progesterone -4 874 Y 2§ TGF-+-&4)
28 AQg BE A?} UFEEF0l o, estrogen F-MIFHH oA TGF-5-8-429} prolactin®] H s A %o}
TGF-p1¢] &A 3ol T3 paracrine factor®] QAL o & AUk 71FAE 3] wfedo| A 712} progesterone

hry ”?-i: - TGF-p1< % 7hato] -"-%*M WS Ak A, 7 gHEolA FEA-1T 2
| 3rzrelo] AA LS} /) AAALE T FEle] progesterone $-Al 2ol A TGF-B1-&
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& estrogen FAIE-S yHE 3 4841 7F ot woFsiol wjkehile] HGFS s (mean = SD)E AT A%, T2
B TY (157432) B0} progesterone (2107+486)3 estrogen (41261407) $-A|13H4 oA & HGF ¥ %7} Yeht
AgUsA £7121A4¢] HGF 3o gaitite] stol§hs o 4 Sdvh AF 24127] wlotE ke o,
Hjghettsl, ghehutsl f1o Apbgufuba e}l Suje vt v gol A= 2polrt giRloy, Fahe g
shel MzEeke] Fulek (92%)0] vk (58%) 3 vlEetubst Aokl FulY (62%)Hrt w& FIHES Y
CRAAL} (p<0.05). 288 gebubs} (82%)9) miste s} (78%)Atolo]l 2folE UlEhA] edfkAIR, W}
st Aazope] FujgFol M FYUAIZTF it ghds] WL e ] g HElE FAS HAYYHE HEE
T ATk wiges, vigehtst S0 wrehust JglluAlEete] e el A T3kl AR e AEF
(mean = SD)2] THAIA ICMI=iz 747} 13.83£0.51, 17.93104, 17941052702 ©hupslo] BAQlo] Fufoks
Eufe] ICM 7 Bkow (p<0.001), FEM A= 247} 49.2340.77, 57.5610.67, 72.63+0.8670 2 Hehuts

Az} Ffeksl sEule] o]l =7 e Ao el p<()0()1)

Conclusion: g WUtz 2o A Aujdlel 7]A M #uidh & ohA] Fujedslod progesterone -$-A118H7 ol
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P-22 Ongoing Pregnancy after Vitrification of Human Qocytes
Nae Young Youn, Joon Gyo Lim, Gwang Su Ghil, Kyu Young Lee, Choong Ku Kang

Sanborn Jeil Hospital

Objectives: We report the ongoing pregnancy after vitrification of oocytes which was retrieved from infertile couple
failed obtain sperm on day of IVF.

Methods: Oocytes retrieved from a polycystic ovary syndrome patient undergoing ovarian stimulation using GnRH
antagonists. Those oocytes were exposed to DPBS supplemented with 1.5 M of ethylene glycol for 5 minutes and DPBS
supplemented with 5.5 M of ethylene glycol and 1 M of sucrose for 20 seconds in consecutive order. Oocytes mounted on
EM grids were plunged into liquid nitrogen. For thawing of the vitrified oocytes, EM grids were transferred sequentially to
DPBS + 10% SSS supplemented with 1| M, 0.5 M, 0.25 M, and 0.125 M of sucrose at intervals of 5 minutes.

Results: A total of 41 oocytes retricved from patient were vitrified. For fertilization using intra-cytoplasmic sperm

injection (ICSI} technique, sixteen oocytes was thawed. Fourteen oocytes morphologically survived after thawing and
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