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TRIVE RZHEIEBEANE T E ORIV E AT K o THIAEPN S 55083 7e < favy, RILE
I EDQEWEITE D HARMIEE TH B TR b— 2 AL L, VEIIHER 2 RET 5 &
EZONTWS, AaGEICHENW TS, GnRHY 10778 in vivo BEN invitro TV R h—
AL, PESGNREI TS, EZATERNTTY R =2 ANFERINDH, Fas - Fas
DA RRENEG L TWE ZENLALSZITANSNT WS, Fasl) > ROFEHRITIL, tyrosine
kinase/phosphatase 7B > TH O, GnRHZFR EFasHiZ LD TR b— 2 A DZKISEH# Iz
BHEND D ZEMBELITHEN T ZE S, AWFFE T, GnRHZFKDHINFE S 2~ 3 )L OfRH %2R H»
JeRER, AN OHMNERSNTL T,

D) Fig o= N, LRVEDN I, TS KO AE O 90 %L 12 GnRH 2%
WREFEIET D, — /), T8 TIEGnRHEZ AL 531780, (Endocr T 43, 249 (1996))

2) GnRH S 2RI ERIIEL A & DIVE A GIRHE A > F 1 R— T 5 &, GF S5 K{FHEIC
phosphotyrosine phosphatase /3E (L E 31, 73 Ti3SKDIRE L > /X 7 I3 BAGIT ) ka5,
(Cancer 77, 132 (1996))

NGCH NN EFET S E, MEGIRHZEFRIIGIE Ny 7N LTHY, TERADZENEITR
7£%, (J Clin Endocrinol Mectab 81,3249 (1996); Am J Obstet Gynccol 176, 371 (1997))

4) GnRH Z K[ PE DA I Fasy 77 > RDZHRTH % FasbFFEL TWH A, Fasy 2 R
I3k X N7z, (Bur J Obstet Gynecol 74, 73 (1997))

5) fEJ5 GnRH 254K 2 GnRHT48I 2L (5495 &, FasU Jj > RV EI9 %, (J Clin
Endocrinol Metab,83, 427 (1998))

DFEV, MHIEGIRHZAEARITEEL SN 5 &, Gi-phosphotyrosine phosphatase % 4r L CFas 1) H >

RAHBIT %, ZDFasy 772 RGNS A L TW B FastfEE L, BEEIHT5H0
EEbNS,
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