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LH/hCG & Leydig fifgi2BWTT A M A7 0 V&K
ZRTYHF L FE L THLONREZE LS. LH/KCG
DBEIIZEIDTFAINAT O VEROKTB L OZENICH
G593 2 MBN/NEE QWP RLMBOZEMAAET [1],
Leydig filO HED 7 R b — 3 2 THET S [2] 2
&5, LH/hCG & Leydig Aifia o # e FE % 2 0 47
WCHHEDGTFTH L. BENBITRANCBTHTE
B L CBUALDOMEFFICE M 2L 7 A AT 0 VREE
EHEFFT 5 720121F, 4 D Leydig MR X 5+ 5%
WD M ST, FOMBE O M LI L 5.
L2 LRGN T LA 2 1G58 I2H D - LT 2 Ml
JERIBICHIE N ORI TH D, in vivo TIZHINLA
Wy 7 Vv O FETDH % extracellular signal regu-
lated kinase (ERK) O{fithfbd FIZHMIZFRD S,
LG % 47 9 Leydig % Sertoli MlliE o &) & 1% lL iy 4>
iz [3], Wi v Bl S O Leydig ML OWF
N DWW TIIRIRI 22 jiA% .

Hardy 5125 v b Leydig Al i o B 24 B B % progeni-
tor, immature, mature {25 L [ 4], LA primary cul-
ture % F v 72345 R F- R MR B RE BT 22 03 A Ll ATh
HEN ol F72in vivo DWFZRIZD W TIE Leydig
ML OHRIZMD, FBEM» S RNV 5 55ERED
EDORIN AL U B Dok E &R B XL eth-
ane—1, 2-dimethyl sulphonate (EDS) #%5-% F ZAKfH
FrZ v e &% V7= MTa B REMRTFE 258U & B 78,
BRI W72 BRIBLIN Y 7 F VIS IS B3 A eI dE 1
72>, FSH, Leukemia inhibitory factor (LIF), inter-
leukin—6 (IL-6), platelet-derived growth factor (PDGF),
Kit ligand, insulin-like growth factor-1 (IGF-1), trans-
forming growth factora (TGFa), TGFpB, androgen, thy-
roid hormone 7 &% Leydig fllfg o L ¥45HIZ B 5-5 %
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b TwaH [5, 6], AKiTid LH/hCG HIH#I A
9 LH Lt 7% — %4 L7 Leydig Ml g o B4 it ¥ #E 12 D
W T 5.

LH/hCG & Leydig #lld 2 Wi & 2 %

LH/hCG O# 512 X 1) Leydig Mz o 43 b 38 5 54
EhrZlFMUmLymeshTwizat [7, 8], LH
Lt 7% —OEMHEAL)S Leydig ML O ¥GHICE G5 2
EEFLH LT Y —ORAERERIZE D Leydig il o
hypoplasia # & 72 L, {fPEEIZ 1 X V) hyperplasia %
92XV ER -2 [9]. E5I2GnRH O
v 27y 2% ) LHOKREIZ LY Leydig Mile i
10%FEE TR T2 L& SN [10], LHL TS —
D w77 ML Leydig Mg hypoplasia % 4 U
2T ELMRINTVD [11, 12]. F-H@EMEL %
Whbon, VF Y FTHDLHY 7=y F Ok
HEROITBEOREERBG T Leydig Millud 155 7%
WO 5N Zew [13-15] 2&H»s, LHLVET ¥ —
oD 7 F D Leydig AL O B 5H 12 B2 7 1% & % 0
I EDVDbPoTE. T v b Leydig Mg primary cul-
ture (LLFZ v b Leydig Mifid) (28T hCG Rl T
[CH] 3 Y ¥ 7 v 412 T ERK AR I B i A A=
L% [16-19]. F 7z immature Leydig flfigiclb~, X
1) K453t 7: progenitor Leydig fL D J5 AsBEGH 15T 257
v [16].

LH/hCG ICX % Ras 5 K O ERK D TEIL

Mitogen activated protein kinase (MAPK) Oft#
H)7¥Td % ERK (TN ZNopf #4438 X UF42kDa O
ERK1& ERK?2) RIHFLFDIT L A ETRTOMIIZIE
ERNZHEBLTBY, 2 F&F % growth factor DRI
WX MIEIHIC Db B0 L LT, bol bfZES
nTw3b, %< O TIlx ERK i epidermal growth
factor (EGF) Lt 7% —icffEIxhsrFuy v ¥ —
t# L7 % — (receptor tyrosine kinase ; RTK) ®TF
WCHEL SN, HMRENZ ZEENTZEO TR T
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HAE A

WAEHT 5. R VEEMES Nz F 0 vl
ONDT T T 5 — o5 RWEF & SH2EB L OFSH3 K * 4
YENMLTRyF V7§25 (She-Grb2-Sos AR &)
(K1) [20]. G# v X7 EML LTy — (G protein
—coupled receptor ; GPCR) #lI#iZ X % ERK @i 41k
IZDWTIER2T FLFY v L T8 — 1 &% Ui i
MDD LN, LH L X 77 =122\ b Mk B o
cell line [21] 3B X O primary culture [22, 23], F7-
Leydig #iZ® cell line [20, 24] 3 X U primary culture
[16, 25] \ZCERK ANEMA LI N5 2 & s ST
% . RasOiE AL I2 % & MAPK kinase kinase (MAPKKK)
T» % Raf, MAPK kinase (MAPKK) T& % MEK, %
L CERK OiFMHAb~NE B 27— FH#E (X 2). Ras
DILFICIWEGTY y 7 ERENZH7 I E @AY

A c hCG EGF
s ov 5] ]
cocorn [ () (W
IB: She —_— |—| |—|

B c hCG Cc EGF

IP: She || | | B | 7
IB: Sos [ ] |F l A 4
IP: She | e | | e — ——
IB: She - - - - - - -

1 MA-10#A2(CH 1+ 5 hCG % 7213 EGF FIBIC & 5 Shc D) > B&1E
(7&M%AE) (A) 3 &£ She/ (Grb2) /Sos complex DA (B). IB:
immunoblot, IP: immunoprecipitation. (Z#k20& V) EAZE).

LHRCG o etalloproteinase @ EGF-like growth factor
LM récagitor u < 00 1 l EGF receptor
1
I ——
- N .@' '

Ras-GDP

7
]
i “;;; | t—— GAPI®
I
1

S +* Ras-GTP

-

T — P |
S P ’
SEik - Raf-1
@ @ ------ Fyn) | 7 |
~ ,
M ~ %, MEK
~ o » |
Rap1-GDP—= Rap1-GTP ERK
Cell proliferation —

2 LH/hCG HI#IC & 3 Ras-ERK MiEiHLiZ4
I EASpEHIERS h R,
77777 CEABNIBINET IR FHFRETH %4 Leydig #
BaTIZRERA & h TUL A VR,

GPCR EXBELA-GHF Uz 3N sT 7731 —
L LTRap, Rho, Rab, Ran BX N Arf &t & I
small G ¥ Y2327 1258H &N 5. GTP 7 —¥IZ X 28R
BIREBHO®ENIE Y H, K, N-RashREDT7 AV
T A —ADPFAET B0, blbhid~w 7 ABLTT v b
Leydig i i2 BT & ¥ 2327 LX)V TIZK-B X " N-
Ras DX R L. £/ RassOKIF Y M AT T4
7% BAK D overexpression (2 & ) ERK O i P4 A3 Eif]
ENbZ &I, MA-IOMIlBICTHIE SN TS [24].

LH V&7 % =755 Ras DIEYEE~

Ras {GPEALICHE 9 ERKIGHEAL~D & A 7 — R
Jad 7 & FTIEFHRIZB W THEENIEE ST
AT 2 2R Y V7 F VR TH L. RasDT
AV 7+ — LR Z SARTEMER Ras TH 5 GDP #ifr
B2 ENEITH S GIP G ANEWR T 2D Ras 77
=V X7 LA F FRIRHET (Ras guanine nucleotide ex-
change factors ; RasGEFs) T, Z®O#OHAOHHiKT
7% Ras GTP 7 — ¥l b ¥ 7%~ (Ras GTPase activat-
ing proteins ; RasGAPs) T& % [26, 27] (X 3). LH/
hCGHIEKIZX Y EGF Lt 7% —~®D b T ¥ AEMALAS
U %A, 0B O RasGEFs ® 12 12 Sos (son—of-
sevenless) V&IN5 Z L IIAEZHICHBETE HH [20]
(X2, 3), LH/hCG HI#IZ & 2 NEPEOZEIZ X % Ras
DAL A RasGEFs DG kI & 5 b D 2 RasGAPs D
ANEHALIZ L 2D DODEIAHTH 5. iZK1 7% RasGEFs
T 5 Ras—GRFs B L ' Ras-GRPs 124 /¥ LX) T

RasGEFs

Ras-GRF1, Ras-GRF2, Ras-GRP
Ras-GRP2, Ras-GRP3, Ras-GRP4
Sos

active

inactive

RasGAPs
p1206A°, CAPRI, GAP1'P48P GAP'™ RASAL

3 Ras &M% iRET T % Ras—guanine nucleotide exchange factors
(Ras-GEFs) & Ras-GTPase activating proteins (Ras—GAPs).
THRIET Y hB LUV X Leydig MEICE VW THEEPER S L
TWa5F.
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I3 Leydig Ml TIZAERR SN THB 53, RasGAPs D 12
TdH 5 GAP™ I MA-10B L VT v b Leyidg Ml T#
DFFAE & FEFL T & 727 LH/hCG il R M B 5l & B
HITFRD b N h o 72, G./adenylyl cyclase/cAMP #&
A MA-1012 3515 2 WEIPE D Ras 3 & UF ERK OIF 1L
Cho bt b5 35 [24] (K2). MIFEAN cAMP L5
1251 &%t < Ras—ERK OiHHALIZIER ICHMETH D, M
fadB L O # v FERRTH 5 [28] 75, —MmyIZiE PKA
R E CAMPIZ & o THEEH LSBT 7= X7
L4+ F KRN T T % Epac (exchange protein di-
rectly activated by cAMP) #REEASEE LR E %2 £/12d
[28-30] (X 2). ¥f Mk & 172 Epac %5 Ras & 1 5 @
small G # /827 Tdh % Rapl#iHALT A L6 %
THY, Rapld Ras & o775 —-%3bo2 &
%L, ZFOWEMEAL S MBS LG 7 & O BB 2 A F
ERCE G954, bhvbhid MA-10MIlEB L 85 » b
Leydig Mif212 BT Rapl 2Lk s s 2 L 2 2D T
WMHLTT =7 ¥ —TdH 5 RaGDS %= H v 72 pull-down
7w A IZTHERL TW57S, Epac 82 BRI IZTE
AL 3 58CPT-2Me—cAMP [29] TIiiFHHE L S e
Z L X1, Leydig M2 B v T Rapl® i 1L 4% Epac
BETHINEIDPEIAHTH S (M2). F 7 Epac
DOFFAEIX MA-10B L V5 v b Leydig filfdicBwTs ~
N7 LRVTHERR L TW 525, [AkIC8CPT-2Me—cAMP
2 & BRI BT ERK AL D 520 5 97(16, 24],
Epac @ overexpression (2T % Ras 8 & O ERK O iE 12
HEINEW®, Leydig MifgiZB1F % cAMP-Epac #%
BOFEIIARHATH 5.

Leydig ffdlC 31> % Ras iGTEZ2 95 GAPI™

GAP1™ ¥ RasGAP ® 12 T & 1, inositoll, 3, 4, 5
tetrakisphosphate (IP,) 12454 L, EGF 12 X 2§ T PI
3 kinase IKAF M ISR BT T 2 2 & BB TV D
[31, 32]. MA-10MIfaB X U5 v b Leydig #iiBi2 B v
THHETED GAPI" O3Bl 280 72, MA-10#1/i2 12 GAP
1™ By A= % overexpression L7- & 2 A hCG RIBIZHES
Ras B £ ' ERK O iF A L ZEH S, IPICHAETE L
WS R (R379C, R629C) % 1EHL L overexpression L
7oL 2 AilC Ras B X U ERK Otk b D e % B 72
(W 4). 3 % b H GAPI™ 1 MA-10M fz |2 B \» T Ras-
GAP £ LTIEHHLCwb EZz bz, — /T, GAPI"
AShCG ¥ (EGF ¥ < b FEk) (2fEvs Ras 23 PEAL
ENLYTHLILER (H-, K-Ras) TV Ik (N-
Ras) (Z translocation 34 Z & % 5 (®5), GAPI™IZ

T F PO RIS & % Leydig MIRL MG % 3 2 % 53T HEAE

K-Ras-GTP

PERK —p— —_—

Empty GAP1™ GAP1™ Empty GAP1™ GAP1™

Overexpression
P vector ~WT  mutant vector WT  mutant

Control hCG
(100 ng/ml, 15 min)

4 MA-10#lif2(Z 5 1+ 3 GAP1™ wild-type (GAP1™WT) % 7-1& GAP1"
double mutant(R379C, R629C) (GAP1™mutant) ¢ overexpression
I2& % Ras & S U ERK EMEN D%, Ras &t |E GST-Rafl &
A7z K-Ras O pull-down assay, ERK &M% |4 anti-phospho—
ERK1/2Z & % immunoblot % 175 7=.
WT : wild type, mutant: R379C, R629C double mutant

no stimulation
(GAP1 “‘—V\ﬂ_}

hCG (5 min)
(GAP1™-WT) =,

hCG (5 min) + H-89
(GAP1™

hCG (5 min)
(GAP1™-mutant)

5 hCG#|# I & % GAPI™ O translocation. GFP-GAP1"wild-type
(GAP1™WT) % 7-1% GFP-GAP1"double mutant (R379C, R629C)
(GAP1™mutant) % MA-10#HE2(C overexpresion.

KE): fERERE, KRER: LUK

AL & M7z Ras D@ G E) % §il6H L T 2 W REEE DS H
%. Z O translocation & PKAKGEMETH Y (M 5), LH
/hCG H#IZ X % Gu/adenylyl cyclase/cAMP #& g Oif
PAEIZ & D Ras O AL & ANIEHEALSFEREICAE L, 15
WIZZOTWHHALAHH I N TV D T EATRIE Iz, 7
B, Ras DIEMALIZOWTIZ cAMP %43 5 WRE DR
BUAMCLL TR S b5 v A Lo S BETH
5.

Src & ZD AL

FHwMTF o ¥ F—CiSMgoRsm, 5Ms X

REVIEW 11



HAE A

CT7ERP=YRIZBIT BT T FMEEIIBWTEET,
%5 T Src family kinases (SFKs) 13D ETH 5.
TN MEY R X D IREETO Sre IGPEIZTTHE L,
Src /v 77w M~y A3INBREBT AL L PEEE %
7 LA E 72 5 (33]. F72 Src & FSH #il#uzES 5 >
I granulosa I @D LI B THULEY 2 8] %2 40 9
[34]. Src, Lck, Fyn, Lyn B X 0" Yes 2¥& 41, N Kin
DI=Z—7 FAA iHi& @ L7z SH2, SH3E Vo 72
ORI BEEROBICEE L AL v FF—E 2R
1 %489 5. Leydig Mg 121X Src [35, 36], Fyn B
XU Yes [37] 257 V87 LNJVTHERRE N TWS . MA
~10fi@ 12 Fyn OIETEZE R T4 { WA R % overexpres-
sion L7273y TRas B & WERK D G 1L % 3 o 72
[20]. Z® X 51T Src iTMMABIEHE & B A% <, Leydig
MBS BWTH Ras D R CTHAEL T b 2 Ly
ENTW7225[20, 35], EGFHIlE L v & LA LH/hCG
PRI BTV Sre (MA-10f12 Tid Fyn) O
L& [37]. EBICSrcDAf Y€y —Tdh5 PP2
RNIF Y MAATT 47 FyniZTLH/KhCG 12 & %5 ERK
OWEEALIFR L HESN DI L, EGFHIIIC L %
ERK OifHA bz B %223 ah o722 & X b [16, 20],
Leydig MBZIZ B % Src (Fyn) & LH/hCG 12 & 2 NHA
2% ) cAMP-PKA #5035 ¥ 7 F IVEERB L UL
TIZHRRB b5 ¥ ZIEHLICBWTEETH S Z EAUR
B EN7z. cAMP-PKA-Csk & 03E F & 2MilBic B
W Sre ALY 2 E LTl S Tw 575 MA
“10B X TT v b Leydig MBI W CTEIEHTE 2o
7z. LH/hCG 12 X % Gp/11D &AL A Sre (Fyn) O
PALICBIG LT 5t [37] (K2), ZoiFtbizw:
%EE L W= Sre (Fyn) 7% Ras & i b3 % B¥/% 12
DWTIE, Leydig Migic B W CTIIARHATH 5.

GPCR & RTK ® cross—talk : 5 v Ai%PE{E

b o ¥ AEMALIX, GPCR 25 RTK % 721 RTK 7»»
5 GPCRN®D ¥ 77 F V7% Ras—ERK #5872 & % 1§ AL &
BhH00N0) Bz B THY [38, 39], Z oM
Rt 2 REHT 5 L W) iR Y 7 F IRERIZDOVWTO
92 2% autocrine/paracrine ® & 7 & ¢ % D B4t 7 & D
AIEICHEBKL CE 22 LIEHH D TH S, GPCR DHllE
12 &Y FIT Gy, B LV Gi/o DIFFMAL S BB &
L 72 BiEifA A 5 0 EGF-like growth factor D iE#EASH |
gzsh (W2), TR, RIK~D 7 ¥ AFH
EAEL L 2 EHMbN TS [3840]. OB,
— IR ERREZ A L8 & o3 G tED

FHEEIIZFEBL L T 2 ANE 1 7 B K -1 BRAR S % &
0 7a 7 — 2 &) Yl S AUl oS B KR &
LTAETS [39] (M2). 2HLH % T » AWM
X0 1 20RIBIC & B ¥ 7 F MEEROHRITKIEICIE
MY, EDLDTERENBIISE TSI EXREE 42 5.
EGF-like growth factor DA% H¢F 1y v FF—ELH
L7y —DYIHy NThbBA A, IGF-1, VEGF,
PDGF Lt 7% =% &, p2-7 KL+ v, u—F¥F
A FLETy—%EH T Y AHLICEES LTwWA S
EPHEEINTWS [41]. bhvbiid hCG/LH Hili#ic
9 5 ERK OFHALIZ BT b5 ¥ AEMALBELE T
LB ERT 572, Pierce 5O F %I E L [40]
R % Leydig Ml % 55 #2355 co—culture O FER R % fift
VL7 [42] (M6). LHLV T ¥ —% 3> MA-105lH2
LB 72w I (Wb =7 ZAHKRO Leydig cell
line) ZF L 7L — b kL CTH2E L FKEIZ hCG FI# % 4T
9&¢, LTHRZ 725 W I-1I0TOMIHANTO AL XV Mk
MA-10fAZ 2 & Dl & 2 @ juxtacrine F 7z d autocrine
TERIZE 23 DEEZLNDL. TNENELL50TEHD
% 77 % ¥ 72 ERK (myc-ERK # & 08 GFP-ERK) % %
HEELHZLIZL) ERK ORI ES & O R
ThHIPEXPTES. F10MMBIC EGFR # 583§ 4 2
LX) 2o ERK i L, EGFROA Y e ¥y —
Tdh b AG1478%, -0/ K I 5> b A # 7 4 7 She
% overexpression 3% Z &2 & VBRI F OEMEASH
EXNBZENL, FF—TdH 5 MA-10/IIE2 5D
EGF-like growth factor ®HASE 2 H iz, S HITH
FA2TSiRNAIC X ) MA-10Mifa® EGFR % / v 7 &'
v L7z4KRE T hCG H# =479 & ERK O HIX70% 52 &
FCTHHI I NI XY, LHVET Y —2 5 D EGF
L7y —~D b7 v AEM LD R S NIz, 2
Db T v AEHALIC D Sre BEELE#ERLZ LTS

MA-10 = hLHR*, EGFR*, ERK"
[Transfect with myc-hLHR and
myc-ERK2]

I-10 = hLHR-, EGFR", ERK*
[Transfect with ERK2-GFP
and EGFR-GFP]

@ Transfect on day 1
\ /

l Co-culture on day 2

Pre-incubate in serum-free
medium x 18 h

Add hCG on day 3

6 Co—culture DEXE (Z#k42& V) 51H)
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ZEBHBLENTWS [43]. FIF Y MAH T4 7 Fyn
% MA-10MIKLIC 53 S & 735 & 13 10508 @ ERK 3% 1k
HH I N L DR L, F10MIIICEH S/ 8513 7
O ERK {GHI B A2 5 2 o722 L XD, Leydig #
JIZBWTDH Sre D b T ¥ AHEALIC BT 2 BEEDR S
nrz.

TLw, EH

UEEDLH LT =D TF F o vz
&% Leydig Ml OMIICEETH AL I LIIHL N TDH
DH, FOHML T IF ) U IRBEY S RO 72
PO THDH. NS in vitro D FEEETIE serum starva-
tion % HAT - 72812 hCG I TR E 1T 9 2%, EBin
vivo TIEIMH LH B30 HR TD 78V ZIRDZEH) %=
R, ZTOMIEICD HNEEAFTET 5. L LIRE
# 0 hCG/LH OAFTE T ThE 28 L AR IC hCG i %2 47 -
THMBOBHE RS S N7, 3584 Sprague-Dawley
7 v MZhCGI00HALZ B FIES T 5 &, 2 KA 512
W12 220 T Leydig #if2I2 ERK oM L2580 Sz
(7). Leydig Mg DAL ERE X germ cell 1T L ¥HZE T
2w, LTHO 2OV ARG HNEEIZ X ) ERK
OIEEALE X 5] & Fiv TH U 2 Mg 52 e B Gl 1 0
SWEEICEYEL, UEBRTELL ) RHEAD 4
NV MR NT v AHEACIIERIC in vivo THHELTW
5%z o6N5b. bT Y AEBELIZO W TS Leydig
HB O BEH1C BT % juxtacrine/autocrine & \» ) S
SHFFE %MD 722 in vivo TIZSIRFEE N OMBOHMIIZ
3 paracrine/endocrine i 12 £ J§ L 9 5. EGF-like
growth factor O 7MW L EREARBE D B HMERF ICB W TIE
WICHETHS. Zi151d EGF, heparin-binding EGF,
TGFa, amphiregulinm, betacellulin 3 & U epiregulin &
L7773 —znl, E@oL 7y —IEHT 5.
EGF, TGFa3 & U amphiregulin ® triple null mutation
ZELLZTT RICBWTOERBREIXEAShTw
ZE XD [44], MO AELERHIVIHO K T IX R BRI
WCEBE LG TOFEICLEY, SESEHAMLRACH
FTHIEEERN TS EEZHN1S [45]. hCG 2 &
SEIE LML VB FWENEENH) T EITD
WTIRBIEH TH 5725, MA-10B L 055 v b Leydig
2Tl RT-PCRIZT, TN H3XTD EGF-like growth
factor DFBEZBD=. —F, BEREBET L TXTO
HMH91Z EGF 2% overexpression & ML7z8&1213E L A i
FRRRIIIET S22 825 [46], TORBORLE, =
BLUY AL I V7o TESBoOMEEETH L. £

TN PO E VRIS X B Leydig Ml ORGSR B 7 F 1k

Lo oy, oA\t el
L0 N e
-3 <l | b sl

7 hCG#5 (100BAGLE TEE#E 28EE) (CLDin vivo TDT Y
b (35:8#5) Leydig #AZIC &1 5 ERK OiEM L (RELRE).
&E: ) CE{E ERK SARRMED Leydig MfE. EEYIFICTZh
5 O #EBZ » 3beta—hydroxysteroid dehydrogenase Bl T#H % 2 &
AL

72, EGF-like growth factor U#HZ3H hCG#H5-12T
Leydig fifa # - L7 IL-17% EORFEWT AL b A A > D
WAL [47], co—culture ZTH L Y ¥ v MG
TH5HFIMICEGF Lt 74 — 22 TDH
ERK O{EHALIZ DT IR D 5N S Z & 5 5, EGF-like
growth factor UMD RKF- 055w d FHE S 5. hCG/LH
FREIZ & D Leydig Mg 6 S F &% 2 Miflg o 35w 51t
Wb BT O WA L, Sertoli il g %2 45 Ml g~
TEHL) AeEZBN5,. hCG DG E, 71437,
Wb 72 EOMENT X D, DUand ) & v b7z B AT
FEZKT S % hCG Z FV72iR#E S, HME 7213 o 3EH
HELOMAGDOEB I UHREFEOREINICIY, 4
WCHME SN AHEH s EZONS,. LH OSSR
W O[48] R LHAWICHEY LH L 2 7% — D3PI F —
Y EDOGTFEWENERE LWL IIENDDH D
[9, 49], hCG/FSH ® HCEH» R L % ) KV E ¥
BRI T BT T4 T v AN L72BAE [50],

PR BRI THER B EAEM O A 7% 6 9 Leydig Milld %2
b LB EREO S HRO RIS,

B &

PEOREE G2 TLREEVE L HAREFEN 551
HE, RABESEIRR 5 ORISR, e BEERICEL
HLETET. T4 bBLUTy bEHOHEOKSE
HzTlZsvE LN iigaz (bR, 250N
vitro TOEBFOE S %5 2 TL 728w E L7 Mario Ascoli
#3% (University of Iowa) (ZE#HW7-LF 7.
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