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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Ao AT BAEATH 879 BH flutamides 0.1, 1, 10, 100 mghg L2 BFFAT F 1227 F =4
gl AAE AETE AAEH 0 2RE total RNAT F53 & 17 42 248 434 REPCREE o8
stod BAIoth A4 WEAHS 58] immunohistochemistryE <83+ 3 confocal microscopyE ©]-£-3}

Results: Cla-1, occludin mRNAE A A7) A7 HAo)A 713 go] U@ F WA, cla-11l mRNAE AHE7] AH
AAaoA 71 Bo] HEErh antiandrogen®] F4 5o Wl Cla-l, -11 mRNAE 0.1, 1, 10 mghkg X 2]xolA
dho] froF o8 #4383, Cla2 mRNAE 10 mgkgToll A e3¢l #4E B3t Claudin3¥ -5 mRNAS]
o= Wakzt GATh JAM-L, -2, -3 mRNAT BE AgwolA] 2ol F7HsAth Occludin mRNAE L%
Azl A fFoHQl ZAE B

Conclusion: 7% AFNA FM] F&E Fool whe} FoA-H4 Fuo] Ao Hodts AR
22, -11, occludin, JAMs S8 ZAasiott BEE S $d ] Wdl= 9-A4

=R

L, o]%= germ cell¥} Sertoli cell Akol2] 42191 cellular interactionsE Hhafiste] &

AtaEn

N
2
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P-30 FAEelexizle]l DAZ U SA
BOULEY] 7}%21 o

dgs . 0jzis’ . P48 WYL
L r R L EL S REE L e

Objectives: UAEH9] 184 FAEQY 47 FEE 47 224 7]A8H, 53] Y JAA9] vAd4
o AR ABAAE /AT e Ao g dEA Uk B dPiMe B g0 22 DNAYA Y 64
A vNEA S ZARL, M RIEE} He A4 DAZS 1 3 fAXEY] EE 9 V)sE got
B} spgich

Methods: 3 1503} UAEW o vy, s GAEY BNEZNEH AT TEEYC2ZTE DNA
& Rt Y S vAdd 04’?—% olu] &el%] STS (sequence tagged site) mapS ©]-&-3 PCR (polymerase
chain reaction)2 FA}3ISIth DAZ % o9} F3RF o2 FAISE DAZL, BOULEQ] A& b4 #7519, ol
o]-&3}o] immunoblot % imrmmostammg 55 Fgsigitt. AN 7ty AR YEH de _z_i?}_‘_’i}"ﬂ}\i DAZ
family S A5 0] @S 24131913, ©]% DAZ family FHAES iAo HEAT 02N o5 7)5E
A3ttt

Results: 2% & 150709 A8 5 4370 (29%)8] A 8ol v GMA] AZF (azoospermia factor) §je] A4
o] BASILE 53] 3470 (23%)] AlEolA AZFc $1x19 HE AR DAZS] ZAo] E1iEo] DAZ Ao
e AR #EAS T AEE € 5 AT FHH R AJgE TidToA DAZ ¥ DAZLYS

HEAENM T2 wdsw, 53] DAZY 9ol ¢ RANERE qYgd T/ dlido] weojdve
AL oF 4= It} HE3F DAZLY- dynein motor complexe} So]H o2 AESIAY DAZ % BOULES 1% 7
et

Conclusion: DAZ 3 o]} A=l DAZLY

AR7E B g AR ] FR% A
uj o]5% AT Thol] vhd A MR A e) V)

...._a

I BOULEY] #d 4 F474 54 & 748 o o] #
vrggtha o Ak A AgE AT ATE 13
3 =]

2
oqek REhe 793 7 Atk $F DAZ FA4) Bay

o]
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