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RVE 2 FMFANGW SR, EIBENERCIELTZOR
BERT. EHESROMICIERLVES LET Y —DRELT
BY, IRERBETAZ LI VFEREIARMICELLNS.
IR buyrDBEICE, REOBERIEMBTER - Sl S,
FE - FUIR - R - B EofRBBRERICEL T, TR MY Y
fERzHLHLT. ZoL) adaNASNETIE, FIHRIE
BRLVE AEREZITTRIDERT, ML FROSTHEL
REahTwniz, &Z2AH, BEQOHED»L N6 DFERIK
25 - MBASRER & D S S ARV E L 2 EEECCE L
THEH, MPFVEDEAZROZNHEVIEFHEDEN T3
L TEEREHMNREEESs TV AFNHE I EOHLHIC
roT&7.

B CORVE BB TERREEH2H-> T3
#Hl& LT, 11 3-hydroxysteroid dehydrogenase type 2 (11 3-
HSD2) 2L A2 F /= VORFELIEHE. IFFNVINVF
a4 FL&E7y— MR 1237V FAF0 Y EETHD, 7
VaaNFaf FTHHEINFY— VS ERKICMRICHEE
%, LA L, BRAELEMRICERT 2 MRIZIFICKED
FETHIVFVS—NVICRELES, TVFAFOYOAIZK
B9 5. Zhid, BREE LEMBICERT % 11 5-HSD2 25
BENTIVF Y- LVERNEEEOILVF Y VICRBILTLE
T Ezk D, BN TH D RME LEIRIVE VIFRD S
LaNFV - VERTHEELTT IV FAFO U ERO &% BR
LTHITHoTWwA., i, BEEREFAPATOY 25
LCAMEBR DB FET LD, ZOLEFAMATOG
NEOMIEIZ5T L7 5a reductase type 212X o T7 > Fa 4
YLte Ty —EOHEMEFEVYE FOF A AT E VG
ENTWAE, MACIERLTET o7y Foir AEREEY
BAEHHIMEIBELTWVWEEEILRD, TOLHIC, FLEY
1B & 2 Pria il iE, PIanDIRiESsRD O Fie e
—HWIEAB L W BMARTIE AR, ENRE S R
L EREFESORE I HbETTIRTL LV FHiDMb -
X DVEMERHERIIEoTWA, TOYAT AL, HEOE
BRSSO RN E LAY, BB I L CREILORE
HERLOOLHIBERPLAMO LN KL FET L7
DOV AF L TH 5.

IA MO OENERTHLIIER  FE - RE - Rire
2, ANy RBHCEDABESERL WA, flREE
DOISEFRTHRAIRE T, TR POy ARICHEDLAERE (7o
< & — ¥ & 17 3-hdyroxysteroid dehydrogenase type 1 (17 3-
HSD1) #HHLTHBH, MFOT > FAFr It ral%
ERELTIZAPT VA= (B) AR T ALY TES.
Zhic LT, FERBMREICE, EEEIR oS Y (B)
BPAREHMIZFOS Y (ZA MOy, BE) NEERT 17 5-

S

hydroxysteroid dehydrogenase type 2 (17 3-HSD2) »*53# L T
WA (1), WREETE, 173-HSD2iE MK <, 5 M
B Bo o FMS L CHITEZ /RS, — 75, #BEMICIEEkr 5 E,
LTOFATFO Y (BIERFVEY) OMAHETWELEH, N
IR CIE 17 B-HSD2E AT R A L TE 2 RE{LL, #iHkN
EVERIICES L TR0t 2R, FESME S =
2O R L T ERTA, BT A LA IR
FUEARICEbABEREBILTEY, OFoT7 Y Fas s
EREZA POS VIHRIZERT LI ENTES. WIZBNT
LHRTHIZ 7Oy —EPRIALTBY, MRTA bos
UHEEENTWA, JRIBIITHED H9W S b Bk E
MO BHALEFET B2, ZOBHEROI R EL—
EIBATEMRVEC PR PO VIR &R A by
SLETY—bREETAILICE DRI A Z EATHHIETY S
PiIZENTN5S,

LicdSoT, A May VENEES = A by y 2L
THOOHIBEOR 2 ITo T A EEILNE, —FIZ,
AR T 28V E Y EIZAGWIROZNIZIL LED T
A, Lavl, BEENIORIVE L, MUKIC L5 FBReRs
EEAICLBARFEL R EERITTICEREESH S5V IZETOM
Baicit LTIERT 2720, EEEND LR TOMVRLE L E
HERTIENTELLEZLNS.

B, ZOERMBERTOTIA N Ty oS ASE R B
ELFEDL s TVEFPHL PR o TE. FLBEZE DI
BAEREEFHOEEILMEABL VBV L, =20y
CEBEHEERA RS L THBNTA Pay VIRERERT SET
BLEBOREIMH ENBZ LR EDD, LMOBE - b
BICHEBATA POy AP EELANZE-THL EER
bhb. ZAMOT Y EHRBERILT TICIBOERIILCHE
HEhTBh, 2OEMESHERISN TS,

T, bhbNEFEOMEEMERES VT MM TREA
ENLLA PO T HPALIORELEHs TWDEER, TH
BB ATA by RHE ZORNBHIZOWTHRE L
T&7:. TOMHE, FEHGRESLTFENRE - FERERLIE
WTHBANTA Oy VEENET o TVA I EATRENM,
ARTIE, TNOOZR M a s VKFHRIEEO ) b FEHEIC
DT, MBATA by RH (LI A My AR
FTHHTUYI—¥) OELEFOEFIZIOVT, bhubh
DHFAEE PR T 5.
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R NG, BRIEAMECO/REIZFSHIET LTV 3

Tuwy -, BERVEY (RTKI19E, C19) &M
RIVE Y (RFEHI8, C18) TR 2 S 2 i+ 5 . Btk
VWEVTHAT Y FUAT Y4y - FAMAFULOMAEH
HEERY, FRFRE EERIIERENSE. TOTI—¥0O
RIS — A TH ), MEE (X oy rhs 7y K
07 Y ~ORRIR) i 2BEImshTwiy, —%, 17
B-HSDIE, 7¥ Fa¥rrFdI A a0 17fin s b >~
H L KERE L OIRIR R T ABEE T, S L L STEOR L
LEFAUEIRSICE b o Twa, WS EMLRG (kb
Doy b UEEANDER) L UBTRIG (7 b 23S kR
ADIER) OWENh—FOR T L, EEHRENELR 2
B LEHRE LT, BETE DS ExNOEH % MRS 5 17
B-HSDIRHHETT ¥ FOAF » VA v bF A MATF O I~
DEIR % i 3 5 17 p-hydroxysteroid dehydrogenase type 3
(173-HDS3) m &Mdb. 178y P #EbDRFU A F
E Ty FORFrIF )L, Kz FTs2704
F EETFAMATFON) G, AFO04 FFLVEYELTOHF
A . LedSo T, 173-HSDIEMRA 70 14 FOiG: % #
HiLTWAHEELVZ S,

PRREHI BB LTV ABEHIE, Ty FOATF I F rhb
THOMNHEHICH L BMETH Y (F1TEH), denovoTAFOA
NRLVEVEARTAHILIETERV, TOHT, Bl ER
AR &R B

ZDIEDIC m¢m&%%huW#bmﬂﬁ%W£¢%;
L CHEMEE, rﬂﬁﬁﬂ'%;ﬁﬁﬁ (sulfatase pathway) AFLIL 7% :‘: T?
19 5. FEDsulfatase pathway # #&31 L 22534 %
THUFERCTEHIEALE steroid sulfatase i§H: % ’rﬁ“;‘L L
LT AMENFDHENDATHE. FEMELEEHRELOMIC
EHEOEEALN VW L TEHENMIEICES LT i
WwEEZ BN TS, Real time RT-PCR ik % fI VT steroid
sulfatase mRNA# il L7z b b OB TIE, FEHED
suteroid sulfatase mRNA L XV IZEREEOFN I D & LAK
TLTwWe GR¥ERE). FEMETE 7=y —¥L174-HSD1
12 & B EEAERITTTHE L T B %, sulfatase pathway |2 & 5 T
AMAFVEEGEIIETLTYWAEEIONS,
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TOTE—~EEBE ZDBEF
TUTY—¥ld, FFPIrO—APS0R—IS—T7 7 3 ) —|Z
BT 545 FEH55000NNLEATHS. 370V —LKEEC
NADPH-# U 7 O — LA P450BTTHMELEE4 L THEL
NADPH-F }F 7 T — 4 P450 @ TEEFE & ) NADPH % 51 -
T, 19fDOHM A FLHIZ3ENZ bl THRERTF*EATS
ZETRARMNIERE LTAFVEEFTIRL. ZOREOR
B, ABRPSEFRE L) REHIBOZA POF U FERENE.
7 uv ¥ —E#;{ET (CYP19) i, 15q21.11C single copy gene
ELTHETS. WEOTZY XYl BEIZZZ V2
PHLIZV 0T FERTWS (H2). =7V 20 L
AR EVIDDRLEII Y VINEELTBY, §x2
V1o Bz EREFRIET B T 0 E - 5 —fHISTEEL
Tws, 7075 —ERFAREHETIE, 92070 E—5D5 5
BEDNLY VY1 (BLUWIETETOE-S —) & BRI
HLT7o0%% —EDHEELT-oTwa, WDy V1
POEEDFEENBEETY, A7T1 Ly FOFRETRT
LYYl ENELD, BHI— FER (ms v 20T
ZHB) ET_CH—ELL. LAHF-T, 1c®ﬂﬁ¥?m
—DHEABEZ T~ FLEHS, IR - LT & 0575 5 5356
AL o T A, [RBTRTOE-Y—1L1 26 0DOIEE
Kib?nvﬁ—tﬁ%mT&# FORBUT & A LA % 52
V79" constitiutive Td % . JIEO PR TIE 70 €~ 4 PII
MNHTETY—EANEE SR, cAMPIZ & A4l %I Cwa.
—7i, WTE7EE—%—UH»LIEEI{ThIL, *DIEEIEF
APAFROLICE>TIGESE NS, 7Oy —EORIHEAS
R L ICRE DD, ENFHOMEFCHELEENE IR D
T OEBPRE OB EHBELTWE b0 LIEESILS,
STz L H ICFHAAMB TR T O s — RIS L
TWB I EPHMENTOLN, AL > TEORERRTTE
— ¥ —DET B I EATI92FICHE L ICL DR SN,
Thbh, EEIBRTRIAVEE SO E—-F—2hoTa
DIz L, A TIEPUNEE O E—F — Lo Tz,
FIT, TOURY—EDTOE—F—7 F EHAALOBED
HEEEZEDDL L) I/, FO%, BHMIZL - TEEEN
B27URAY 5T 54 »E2(PGE2) AS7OE—4— 37 MM
Do TWATRMEIRE SN, bhbhoso—=r 7 L7
FHRTOE—-y —16 L L7 & LM TR L T
D, PAMLIZEBZAGRREOELEI NN T O B - & —7
LOWEEILECEMEL TWa EEZ LA,
FEHECSTATOY2 —EOBRRE
FEHBEARA O R N 15 REEDTE M L 1558 £ I
DIZAMIFVBELIDVENI L2, TEHEIZZA bosy

FOE—F—ETHVY] BB — RRUK
[ T 1

M4 15 171 12 1613 py AITIG MV VVE VI X X anrasn

Splice acceptor site

2. 7u~vy—¥H#EET (CYPLY) Dk
TILADNAEDTURY —EDRKETOE—Y—bs)
DWANME 2 RYT. THE— & — I RATRRL,
T2y Y I#ARFHTCRR LA, BRIRIE, BA
oO— N E R,
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VERENSSHAOTERVWALEZ SR TV, EE, 78
HEASBORTEY R— MIZA MOy Y SRIEENESH S I LT
184 EIZRE SN TV, FORk, TTEPFHFHRIILIITF
EEMEGI I T oY Y — P mRNAPREIR L T3 Z £ A Bulun
SOTN—TEbIbNO 7 b—T7I2& DREREILLW. & 52,
bbb 7o~y —EHEEZ AW TRELREZITVWT O
Y- YORBEMRSFEGARESTHD Z L EHRELLY.
iz, hRbIULERN RT-PCRES & U'Western blot #:12
Ih7oey—ERBELZWUELL. FEBETRIERTED
BIzHE LT, mRNAEDSH200E, EEENH10ICHmL
Twizl, F7o, HEETELER T2 EFOHIEHLO mRNA
BEEEBLALCA, BEEFIKECZBIZONTTOYY —
¥ mRNAZHENT 2 @EAFED S, 7Oy —ERBEDN
ZWEMBEOEENE T L0, MEEFIKE LR T
Ov ¥ —YOERAVFTET 2ONETHTH A,

TAvs—EREIOE—4—

TEGREIZIBTATOYY —FORRE I OE—- 5 —%5"-
rapid amplification of cDNA ends (5"-RACE) iEiZ & W& L 72
EIA, I4EPUFBB ENLY, 22C, D TRE—%
—DRBEERIBL, 145 5OEBEEAPIL S ORTHEL Y
BB % & OB LWL LAY, TEHIE
A SNRLET7TOVY —EmRNAOHINEE & LTLAD 5 DR
ENEMzL b0 LRSS,

FOv 42—t ORBEBELH

TEGIEHLR D EESH AR & b SHEss L 2o
EHGWC, 7oy —EORANNBME ML TaT S
— FiEIE, cAMP, PGE2, dexamethasone (DEX) LR
I ER LAWY L3 BT 7 ov ¥ —EiGH
# PR S hd o755, DEXH 5\ i3 phorbol myristyl acetate
(PMA) + cAMP*® PGE2 &£ OFEFIZ L D, FREMIZHEMS L
01223 - PMA + cAMPIRIN Tl 7 2 E— % — PII & & DIEEE
FBENLHY, THUNOEABIUZOEAEHLETIITT
TUE—§— 1456 DEENFFE SN,

FEMEMOT Oy —EREBRE, EEEL D EIIEHV.
LA L, Mla®ssl %Y 2 EFEHEMRLE EEFER
MENT vy —ERREEESIET LT, MEIELIEL
Lol TOMRICHELCTENEREOREY 2 31— P L
REMTAE, MM LIaNFaL FLARLIIZHST S
DEXDHEHEFTTH~Y Y —¥iFHIEFEHERBOSRED
LARNMIZETER L, LA oTC, FEBELMSIZEII VD
ILFaALFEBRLTT U~y — ¥l T 2 ETFHEREL
Y, TOFERTFOLENTERELEEHLOTOYY
—ERBEOELHELTCVALEEZONS. ILIRIETFEN
W E LT B cytokine TH B, TEBICEEICEET
AANHMA,» S AR ERE U by OREIC L Y FEHEO
IL-I3EANHENT A2 L, IRHMRIERIL13%2ELETS
ZERENS, IR IOTAYY - PHERTFTHLTEE
At B W,

7OFE~42 - 1408

70E— ¥ — 1413 TATA-box ¥ $7- 7%\, TATA box DfthH
) \ZEEE BIA A4 30bp LITIZ & B GC-box HEAEER T3 &
RNARY A5 —EIUD) 7 h— MIEELRKFEE*F-LTw
A, Z 0 GC-box® Eii#300bp & Z A2, glucocorticoid
responsible element (GRE) BEFIAHAEL T 5,

b LT electromobility shift assay 7 £12 & B, GC box™~

ORESETFHSp1ESp3ThH I L hMFA LA (M3A). Z0
Sp-1 & Sp3 D4 EIE DEX % PMA % E DRI & o TH AL
A b T, TEIEMPIT constitutive IZFEELTWA DD L
Eiohb, ¥/, GREIZIZZVaanFa4 FREFEEIZGR
REFAY—DPRERTD I L 2R LALY.

DEOEE,S, TERENOTOY & — LD REBIZIESp-
1/Sp-3 & GRA b - TwB L# 2 bk, Sp-1/5p-3idco-
activator T 5 p300% ) 7 b— b A &AW SMIEN TS
), GRE p300 b HEMEAT A2 EH 5, Sp-1/Sp-3/GR/ p300
HMEEAERERTWL b0 EHEEN S (W3B).

17 B-HSD1 DBFIFIR

FEHGEMEIINMTROT Y FRAF I 23 & LTE:
RAERT A, BITHARL I, SORBIETRrER S —-ED
EPIZ 17RO KB LIFEHEASLETH A, TEMITO 17 3-HDS
EHEICOWTIE, ERLTWSETAMEE WD, PN
Lo THRERRTFTALOMELHS.

hith I FE A BT 5 17 3-HSD @ 5L T
REEToRY, SR TFe 4 FeIERHELT, EchE
ADIEME CETLIHME) & Ead & By~ OUEREGE (R
il L, BRLTSME TR AN & R ATI & TRHd A 6 L
oo, MRICTEIETE AR A RS <, R o
RIS TH o7, TOMIEHEE, A PRz H D, M

ARAE) TOHEMAMEE S22 L5 17 3-HSDLIC & A itk &

e sz, ERRIZ17 3-HSD1 O mRNA 2 e Lick 24,
FEBETEREEAHINL TV, LT, THiITi
THTY—FIZMATI7R-HSDIOEBLL AL TH Y, (L
TYFOAF VA REEFRTEIDERL QERsLTH
LbDLEZILNDY,

Northern blot Tid, 2.3 knt® & & ? 17 8-HSD1 mRNA 7%
EHIEARCEE LT WY, ZOmRNADOY 1 X%, Thiks
FIZHEBRLTWA173-HSD1I®OmRNA (1.3 knt) &1ZRA2 5.
2.3 knt ® mRNA 2 J41% - SIEL O mRNA DEE RGN L) 85
121kb LD T 0 E— § — 25 OEEEW T, TENM LA
RPHE LR REFER S OE— I — o TBELDEELS

Competitor - Setf - -
Antibody x5  Sp-l §p3 SF LRH-L
5p-1
* sp-3
+ SP-3
B

Glucocorticoid ’

GRE GC box

M3, 7ETS—¥ 7 OE—¥ — L4DHE

A: Electromobility shift assay. 7'7%E— % — L4GC-hox %l
#70-7L LT, TEHEMREHDEPOKEES 2K
H L7z, Bz & B super shit S RIE SNz B2 7 b
RENCRLZ.

B: a7 7uE—4 —fiE &™), GRE: glucocorticoid
responsible element, GR: glucocorticoid receptor, GTFs:
general transcription factors.
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TOv4—EEREEOMEEICSETSES

TR TIZT O~ ¥ — ¥ & 17 8-HSD1A & b 1Tl F 5
BLTBY, MPDT7 Y FRAF ¥ ¥4 VIEECER (TR~
y—) BNk, ENClEil (178-HSDY) s Twa. i
OMET > FaAF > V4 VikEIZ5-100MTHY, Tuovy —
O Km (20 I E A FE R s ST 5,
Lo Laadsh, FEBEANESSAKT ST A b s v hPERIC
A A A R LT B &) R 3 FEHME TR S LT dne,

bivkiud, TEHABFAET 2 E27H CoMIuRGEz
e 2 &k 2R TR M ITHIE & W CHERR LAz, S5z
00M D7 ¥ FRAF ¥ P4 »#ENT 5 &, TEIGEAMRO
WAL S NB, T DL R, BHPOEREXI0pM TH o
7o, BEMLAZ AR D Bp & R0 L CH ARSI A IR T A U2
m%M&kuL#ZWf:tﬁ’,IWMT/FUXT//ﬁ
I S RIS & B\ iE Z O T IE 100pM & B VM id &
NU OB M o TVAHIETTHE, Lo T, Hilla
PCE IS AL B A i 2 2 & & C AT OMIEN
T L7, @A WIEHIas o TS GEfEizd Al e
LEdoefsEsis, S5, T Faassy Pt ol
WMEAIIE T Y - EHLEANC L o TSN B HT ¥ N a
FoLb Ty —Al s N RnwZ e, mAta e
OWERARfEL T v Fay sy (YL FaFAMATIY) I
AR A R W s, T FOATF VI
DML IE B o L B b DO TH B I EARENL

BRI Z ORI RS, 5 b, FEMEo Sk R
B CIZEARMMDIA h TS > (insitu ™A b 04 ) DAL
HNTEMENTWBZ EHRIBENRTVWS, Thabb, MR
PO TR PO G EEICET T 52, FEHEORE
1B T, HiEker AOBETLRMITIITEACEL
v, =%, HEROBREIC Ty - YEEAERETL L,
FTEROTEMHMIAEIGERMT S, Jiud, SREEROEE
LB BE s 8w T OISO A b o s Y A EE IR
LCEMmERIELTWAZ EERLTNA

Gonadotropin releasing hormone (GnRH) agonist D{% 512 &
W+ F iR roiEkaililTse, ﬂﬂ;lub%@:nx (=T
O HMET LT BN B, Z ORO-FEHEOR
Wild e, SBMILLIMIZ 50 % (AR 1ET 5. ihi«t
342, FRER O T E MM 0 BH L — R D TR P TH
4. bhith g 2 oBREHE O ATin situ TA MO S VT
BLOTHBEEZTHAY, HRBIIWEMSETZ by i
T4 BHin sity TA b T4 > ORE ISR & T ETRE DR«
BvwTwad, fiEhiibitid, GnRH agonist{ZJRTH A
b Ty R R Y B 2T TR K, TEBEAIN I b B
FILT7 Ry —ERBEANHT A EERB LAY, 0K
i, GnRH agonist (3P A b ¥ > Linsity A PO

ST — 57_f‘,x,:)g)%mﬁﬁ

DWHEET &€ 50T, HRRRICIL LT o284 R
EHETHONDLHBEING.

GnRH agonist##iEH 12 T8 IR 0B HRO LN DI D H
HboF, MHzA Iy EA150pMBRE ISR TN S
BEARLIENHLH Tk RBETE, LIZLER
T AL I Eht, TAETF Y LAUVGARIEEZ b 72
BRI TWA, ZOLHICMPTRA T Y AL
DETHHH TR T TFEGEOBHI FESNLHED,
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GnRH agonist @ in situ = A b 24" > HHIS B, SHAT L L
MNTES. &5, GnRH agonistBEEF 2, BENILA LD
FURTIZE)EHER 2 LT AT, LBROTA M OS Y
WH A PERARST 52 EHH 5 (addback#HEiE). ZOBHE, 4t
?%lxbnfywﬁéuihm¢lzbnfyﬁ#L#Lf
R MR ATE LT BT, FEBBIGBHE LT,
\—jl%} , insitn TA MO OBEPLHETAEZENTESLD,
TOvE— ﬁmiﬁwﬁﬁmm
GnRH agonist i3 Fikd & 912, BIEZT TR FEHET
DIA O ’1’/@?3‘3%:1TD‘€1II'§"Z)}§(.’C£¥IEE‘J&$E§'JT$)7.>. EP,
FOEBEDE (FEHEOHAN) SHEETHL., L LEAS
Mrpe 2 s L ARTIC & b A ) M ) AR IR <8 H‘Hfﬁr
DOFRFED - HFE AWM - BEIBRENE, F, LEIIER
ENBMVIDERL IV TIA Ty AT EET S
GnRH agonist # 5 lcAfr R b a5 A EOBENKT
BT EAT &N, MEFEBMEERSBHBESR &%
EATHTAZEMNTESL. L L, GoRH agonist & &
R 5z & o T F EAHEAE % down-regulate T4 & 29 4D
meﬁmiw BlgssHE Iy bu—nLTMp A Moy
CHEMNGTAZ LI TE RV, 2T, GnRH agonistT
G % S A LS L AR T, BB TZ R bu sy
% 4759 B add-back HHEASER S i,
7wy — YL Z GnRH agonsit & [FIAR ML B il % {1
T EEHA, GoRH agonsit (2R WFEE b o TV b, H—Il,
BSErMML Tl oy g EEEO LRIz Y
FE-LT BT ENTELMHEMEEH S, BT, in sitk ™A
b O EEAICHT S A%, IR EERR S s b RE E R
FAEOIA STy AR A, BIE T3 2000nM AR
DT Y FRAFY VA EERLLTTRY Y —EFEHSh
TWaDIRL, FTEGETEMF2ASHHAENSI00MDT
YROARFIIF o EEELoTWA, T2, KiAT50nM
OB T o< ¥ — EHEER 2185 L%e, 100MOERIT
ERIERESNTHIECTOIA by Y EERELETS. —7,
SR THTA Oy s LD, REFOKRSEFIKED
BAICIROILS., fto T, HEMICIZT O ¥ — EERI DK
HEEEFFAMTLILIZED, st A MO Y EEEICHEL
L, 220D S LR MOy 3ilE B B RREMRE LKA
AEDIRT I EATESL W,
THwy—VHEEROE=OFMIE, BEHETHSH. GnRH
agonist i, #E5-MENICMREEF L LR L (farewp), €
OBV L LEME»TTIRRT 5. JhIL, 7YY -
FIHER O ESTHER L VMR ERAETT 5. EXTEH
JETIE, GnRH agonisti%5-# o flare-up |2 # > —B M FEEE
ROBALEADZ EXH B,z LT, TR —EH
EHNI ML By fill %5802 IR T & & CHRAEIR A M S &5 Y,
Ik, Tuwy—BHERICIITEREGRELED 2
v FAH B, BREIGE IS 7o TIEHRT R EMEITRI R
Twa, H—i2, 7oy —EEEANICL ) HRSRHTE S
MEVI) HETHD, BEELETIETEY Y —EHERKSIC
L0 HEIRASEEl S p A, BEECEIISIH s Th Ry
2 ok HIEEOSH L REITUT S —CIHEHTH S
letrozole % A XM 3-7 HH IS T2 &, Z0HOPREE
PRHESINSE Z EaEEE N, Lo, BTy —
YHEF OGS % T 2BEOEBIIDNTUIH s Thiwny,
EBEHEHoERTE, WEMOT o<y —EEERORE
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HIR O BEE 2 FOBOMI - BHREREHEL LW AR
N TVBD, EIORESE, Tew s - CIRERHIIE
BEAOEELHRL LTRESATELIEATHY, Al
DEE~DELEHIIHMFT S AT WETH L. KIRHEELR LY
FEOEELIZOVTORFPLETSHS.

F&H

FEmEIIBITATOYY —ERBEEFOERIIOVT, D
Wb LD % L IS L 7, TEANERRAS "B B FILE
DGFEE" TERVIEE, VWALWALRFITHLNZR-TE
Tr, BEASDITA MOF LT TR, st T A PTYT
YOERE LA LORSREOBE S S TEHIEOHE Lk
FTHIFIZE TS,
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