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2 M W X 4 In vivo cooperation between Bcl-xL and the phosphoinositide 3-

kinase—Akt signaling pathway for the protection of epidermal
keratinocytes from apoptosis

(ZREAILLMIAD 7R F— XL Bcl-xL & phosphoinositide 3-kinase-
Akt signaling pathway OBFERIZE YK B,)
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Bad2EH77 IV —IZRLAT R F—LRAG5T L LTHLN TS BelxL i3, £ EBICIIET 3 FiEREIC
TEFE L, transgenic ¥V AN ¥ LV BRREOEFICEEREF 2 - T3 RIS, LHLARMAS Bel-xL
DEFNTOREE, & bIFHOSF 7 F L&D interaction IZDOWTHHWELEH LNIZSATHARVE DL,
Fx i3 Bel-xL DB 1T HHEE A FEMICAET 4 572, CrefloxP R & AW TR K ALMIARREIZ BelxL / v 7
TU Ry REERL, REMAA BelxL O%EF, Lo 7 F Lt bRz & FHi- R E2E,
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T F 5T — A EEMEIZ BelxL B faEL7-~v X (K5, BelxL—/—) BEFEIAEN, ~REEXR
O BE#HIZRFEELRDR, VT R Z T T O~ U 2ADOALHIZD Bel-xL iR & L TWeh Bel-2 iZie L A%H
BICHABML TV, LPLERICEEOT R b= 22RO X0, AR T BelxL i
constitutive 72 ETFICMLECTH D LB I N, —FHEME (UVB) BHIZL D K5. Belxl—/—< T AREDOT R k
— U AMBIIEEREEOZNERAE TH oz, 2O L1 Bl xL SO T A b—3 2 7303 UVB BREHEE
CEE>AZ L ERRLT,

In vitro ®% T, BelxL—/—A{LRIIRER T2 X B TERRT R b= 22RO 5 LD HGF X EGF
2 EORERTOERNTHRENERE SN, ZO%%E phosphoinositide 3-kinase (PISK) OHEAITHH U —

fw= k> TEESRKAESNILZ & £ 0 BelxL # K38 L= A{LMlaE PISK/Akt & 7 F/HRFHEICT R b—v
AxREMTEDZLATFR LY, —FEFAMBOAETFRY — b=l B ISR -7, HGF O TSI
X oT, K5. BelxL—/—< U ZAORBEAHROT R b — ANEREH%E Z L2 L Y ZOFEED in vivo THEN
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EBIY— hv= v OREEREIZE > T K. Bal'xL—/—~ U AREALAHIIRO UVB BT E IS8T U728,
EFESURATREDOL ) RBRFIH LN o7z, UVB BT VL Akt ORBEEMILE D O F ARG~
BAEEEOERBI L, THIEZEMBIC BelxL & OHRIEMR. HDWIEE ONREHEOEER T 5T D REM
ERRT5HDTHD,
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CrefloxP R & Fif UK EA{LMIRR R Bel-xL KB~V 22 Liz#ER. BelxL i constitutive 2R F A
LD AFICEETHY . £/ UVB BHICH L Tid PI3K/Akt signaling pathway 2SABIEFEHIEIC Bel-xL & #38
BIZB O TWA Z BB LN ST,
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REALHIROT R b — 22BNV TD BelxL OFRE, DL 71 L OB ONTIINE THL 29 0R
ERHoTZbDDOHALMNZ SN TWRWERG AL D o Te, Bia X T Cre/loxP F % AV TR LALLM A Bel-xL
Il T UM UARERL, ZhEAWT BelxL ORBIZI T BHEER YT L T 5, In vitro R T, Bel-xL—
I— AL RRAF 2 R TERALT R b= 2 &2RDH DL 0D HGF < EGF ¢ £ O ERF OB THER
ENEREE N, T OZEIT phosphoinositide 3-kinase (PISK) OMEHITH AV — v /il > THRELICHEE
SNz LV, BelxL #K#E LALLM PISK/Akt ¥ 7 FAEFEHNEICT R b— A 2B TE 5 Z & 27K
L, EBiCinvivo ThU— M= OREREIZ L » T K5, Bel'xLi—/—~< U AREA{vAIAO UVB RSt Z
BRICHETR L7z, MEAX Tt in vivo T® Bel-xL & PI3K/Akt signaling pathway OB FAER LA L= AICEENH
V. RRALMIAOMIATE, EFEOBBOMAIIKESFETLLEXOND, Lo THRIEEIETALDL
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