o] ¥sts 4 *I?lﬂ%, T¥ wjote] A 9 b i vy 8% 4TS she Aoz ¥HA Yok
Ghrelin2 ¢l A o] A]%5HE 2] GH-secretagogue receptor (GHS-R)S} @% shed WA A9 somatotroph
Z5E GHY E—Hi% AZe Ao R deA Aok T8 ghelin® AEURH AT, H&E2A A7) AN 5
B A )3l #ojsin, Fite] dAte] ostA Abghe] alge] AO? AZWE A ZE Eeaba L
2 23ttt o] geline] 838 A3e dvtn Ba Hch BMP2E TGF-BY super familyZA] sjobe] 2
A7 A7 | F A Z o A ko] B H, W RpgollA] Bdo] He Zog delA ok B AFoA
E AF AT 2 ALV AAZA M AR =S EET ghrelin FEFO| =7} BMP2 4219t Wntd -7}
o o] Yo om et FFE nx A tigto] Yol i} ST

Methods: BMP29} Wnd -2 x}e] HE o Wb =xy ]bﬂﬂr OVX AHd A2E=Z4 (300 ng/mouse, 1 pg/mouse)
3 T2 AXEE (I mg/mouse), LI AEZA (300 ng/mouse)™ ZLEAAHE (I mg/mouse)S A 2441%F
Ae)g Aol A total RNAS F338}1 cDNAS é}*ﬁ 5 fAAe] wEWslE RTPCR HHE S Esle] 24
B = AH AgolA AHZ WS HMES #£eld F, ghrelin FER]= (107 M, 107 oM 10‘9 M)st L2
~HE (107 M)E 2 2ste] 1097 AZujeks il wush Al3EoA total RNAS F&3}3L cDNAS T4
gk & RT-PCR #HE Fslo] BMP29} Wntd F7% M wE-E BAsHIh

Results: 2457]0] W2 BMP2, Wntd - 42ke] 2HE 2 WA E T (metestrus)ol] H& o] &4 Jebdon ovx
HAH ARolm TEES Aalgh ApFoA2] BMP2, Wntd F-3Rte] W e o] ~EZA (300 ng/mouse)T} T
ZAZEHE (1 mg/mouse)yd 7 A3 zbFol|A o] A Yebdth Ghrelin FEto] =9} ZZAAHES
Aelste] woket A7 A LM Z2AAHES A3 AFFEY ghrelin HEP| =S A2 A
oAl BMP2¢} Wntd - zbe] ’Whdo] =4 Yebrich

Conclusion: BMP2, Wnt4 2 2}8] W& A 97| (metestrus) E A AEZ A (300 ng/mouse)H T Z A2 E]| &
(1 mg/mouse) 7] e 2golA wrdo] A veldth, T2 A2 23 ghrelin HEF)=E Xt ]
G AU AN LA E2ALHES X AFURVIEHEED ghrelin HEPO| S8 A& AT
W71 AAZ M dde] g7 velgrh & A7 47 2622 22T ghrelin HE] S BMP2 3 Wit
Tz Sl GFE A, oliF FHAE AT AAEe] G ER ] Bl FostE AR
AtE Ik
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P-20 Estrogen Differentially Regulates the Expression of Small Proline-rich
Protein 2 (Sprr2) Family in Estrogen Receptor (ER)-dependent and
-independent Pathways in the Mouse Uterus

Hyunjoo Kim', Seok-Ho Hong™", Ji Won Lee®, Hee Young Nah’,
Moon Kyoo Kim’, Haengseok Song’

!Laboratory of Reproductive Biology & Infertility, Cheil General Hospital & Women's Healthcare Center,
Kwandong University College of Medicine, “Department of Life Science, College of Natural Sciences,
Hanyang University, *Department of Obstetrics & Gynecology, College of Medicive,

Ulsan University, Asan Medical Center

Objectives: The Sprr2 family consisting of 11 members (Sprr2a-2k) encode for a series of highly homologous proteins

that are critical components of the cornified cell envelope, an effective barrier against environmental and extracellular factors
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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.

P-21 Progesterone®} TGF-p1°l 2J3 2&%37} =%
AR UebAlZ ] 3214 sl eke] AIF 2-Cell?]
Hhgho]] ml X = T

231z’ Hee? 7Y AnjE® - ol A4’

Objectives: 213 oA} 71 AA X 32 Fufek B3 e FrEolX 7 AR doE,
MZ2E3 TGF-p1Y] g Lolr 1 ABH 2-cellxt B/t g Az 2ok Fujds F8te] W)
ugg, Falg, FEES dotry] fst 9 HAch

Methods: ] A9} 7 g3t} A BRI cytokeratin®} 7] & A E FEAIQIZFQ] vimentin

218 st gy el A3 223 TGFBIE H7iste &

w3} Tt dE S 2Abstn 2 7ol wheb AF 2-celld THlE AL

A gle
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