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Objectives: Aquaporin (APQ)Z 3L Wj9] & o]z Fojdhz dmaz gA) 13F 4§ thydg 2494
e EITh AQP T84 24 o] 9]0l organic transporter A 1 }-‘01 HIEE AQP & AQP73} AQPS,
12) 3 AQP92 Aol AM SertoliFh germ cellol| A #EEC) B A bk} MF ] ARl A AQPT, 8, 99 &
3 FAPSR= $HH A A ukE- (acrosomereactlon ARy 43 AQP7 8, 9«] Uy #skg BAstual gt

Methods: AF2Fe] APAEL AzE 2 A 3 10578 A4 AR EEE PAL vEE YEslo] A& AA F
HTF media®l A AAFE Fpdvh 15%3te] 42 44 & +84 Jde 34E 74, A& FME st
RS FH)Ed ) 60%- vk - calcium ionophore (A23187)% AEldte] M Ay H-L3lot) wjoko] Bt
A2p detoloA] QR HEdto] AFeollA 7R F cold acetone 22 143 TE AQPT, AQPS, AQP9 A S
ol g3t HAYPME Al ‘935& T HANEE dFoaMiel b vkl o] WS confocal microscopy® EQ1EHGITH
Western blot A& 93] QA3 914182 - RIPA bufferE AHE3 }O% el Ag F&3%th SDS-PAGE
$- NC membraned] #o]AlZt}, Wi Mal8]3} 5918k AQP7, AQPS, AQP9 4|9} ECL kit ALE-3le] M52
HESSC

Results: AQP7-> A &}e] ol Al Al -$iol Al chd wrdFla Hahg o] o] Fioll A A&7t HEH A
grkTh WH AQP8S- ARbe] R iyl vl iEviel A ;A W om, YA OHO%I = HOE 3o
& HolA okokrh Abgre] Axboll Ml AQPT, 8 I1v]al 97} 1=l HANEE o] TR ujRoM =7}
G} Westemn blot Aol A AQP79] 45 A Aol A HANSELE T two band 2 AEH L) AQP 8 ¢
izl oF 3T patterntAol Al HANES AF.9] zholvt glRic) AFFE AL Westem blotol M1z AQP72] % - &4
3] F7hehE EES ¥

Conclusion: Western blotol 4] &% =177} Y& AQP7e] AEELE HAuke- 2k H<tol| peptide cleavage
7b A JAAY 71 914k8E W glycosilation 5 3R> W3F7E o AFICE A rte] EAste AQPTH 8, 98 o]
gk modification®] ¥4 Eal Az YA T el wtais A7) 2 AR Aa AlE Ugs
o] 4+t ol% 2HE ¥ oH A S, FATEIE, A 9 gycerol §9 olES 23 tiAtz Mol Hodd
Aoz dAgnh

....4 '

el
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Adult Egr] Deficient Mice
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Objectives: The Egr family of zinc finger transcription factors consisting of 4 members regulates critical genetic programs

- 181 -



involved in cellular growth, differentiation, and function. They are co-expressed in many different tissues, suggesting that
they may have some redundant functions. Egrl regulates transcription of luteinizing hormone B subunit (LHB) in the
pituitary gland and Egrl(-/-) female mice showed infertility due to anovulation resulting from LHJ deficiency. While
Egrl(-/-) male mice seem to have adequate levels of LHp to maintain Leydig cell steroidogenesis and fertility, the roles of
Egr family and their cofactors (Nabl and Nab2) in the testis have not been well-characterized. Thus, we have examined
temporal expression profiles of Egr family, their cofactors {Nabl and Nab2), and Leydig cell markers associated with
steroidogenesis in immature and adult testes of Egri(+/-) and Egrl(-/-) mice.

Methods: Immature (1, 2, and 4 week old) and adult (8 week old) testes were collected from Egri(+/-) and Egrl(-/-)
mice and prepared for histological analysis and RNA extraction. Gross morphology of Egri(+/-) and Egri{-/-) testes was
evaluated. Semi-quantitative RT-PCR with appropriate primers was performed to determine whether expression of Egr
family, their cofactors, and Leydig cell markers is dysregulated in Egri(—/-) testis. Pregnancy rates of Egri(+/-) female
breeders housed with Egrl(+/-) or Egrl(-/-) male mice were compared to evaluate whether Egrl(-/-) male mice have
normal testis function.

Results: Low levels of mRNA for Egrl, 2, and 3 were detected in immature and adult mouse testes, while Egrd was
predominantly expressed compared to other members. Both Nabl and Nab2 are also expressed throughout testis development
and Nab2 was the predominant cofactor for Egr family members in the testis. mRNA expression levels of Egr2, 3 and 4 and
Nabs were not significantly different between Egr1(+/-) and Egr1(-/-) testes. However, expression of Leydig cell markers
associated with steroidogenesis, such as 3B-hydroxysteroid dehydrogenase (3p-HSD) and 178-hydroxysteroid dehydrogenase
(17B-HSD) are significantly reduced in adult Egrl(—/-) testes. In addition, all female breeders (18/18) housed with Egrl(+/~)
male mice were able to become pregnant whereas some females (12/63, 19%) with Egrl(—/-) male mice failed to become
pregnant.

Conclusion: All 4 members of Egr transcription factor family and their cofactors are expressed in immature and adult
mouse testes. Reduced levels of LHP may cause defective steroidogenesis in Leydig cells, possibly leading to reduced sexual

activity in Egrl{-/-) male mice.

P-29 Anti-androgen®l] &J3F N -A 2 Ay A3}
FAA e 2

Objectives: AA22] AAT] EA5HE Sertoli cell Abojol FAH= BaAFL ) A 8 (blood testis
barrier, BBB)S #AJ3lo] MA@ UiF-o] 55% #73& 233k AAFLE B dot ®
claudin 59 integral membrane protein®} ZO-1 5<] plaque protein®Z A= ME 2
OoFst AT Y Exlot BERAE JAetn glong ke AlE yeR-e] 4l whgsta] 1 a9} 7)5ol
deHog zAd) B AfdMe AF Ao deny Fo 2aAAY F429 dFQ claudins, occludin,
JAMs®] 28 9FAS 8013} 1 anti-androgenZ F-E31= flutamide (FM)E ©]-8-519] androgen©] E-H 4 &
B A2AAG fAzte] wHel v Gl tiE] dotruz} &t

Methods: 214871, AFE7], 371 A BholA Falgh wal RNAE ©]&3te] #%stsl RTPCRE T 3
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