3 bl B

1 ARRER RNARIAS— 1 HEEEREE [C LD MEE DB

2 MIRERA:BE 19
MRS B X1 (AEHR H154~H.17.3)
MERE FHfE (HAEEAM H.17.4~H.18.3)

3 HED LY

RNA RYAS— 1 (FHBEORLERWBEETHIGEEZIESHREATHY., TD C KRiFkA
AN UL /BRI BRIEZFIALTIEADEBLHEEL. SRELRNAT Oy U F SR
[CRREILTLS, R EBEMOHFNDFELTREL: WW FASVER (PQBP-1) [FC
D CKRKIGFAAVIHEETHEBD—DOTHo1=, ZKEERILPABP-1 LDFEEIZLY RNAK
AZ—E TITERAL. S RNA Oty UV RETHEERONT, COMRIF. EKEER
S RNA FRYAS—F I #EEBAHOKRANSMEMEEICH L CREA HERNEZE 5252
EERELTWD, AR TIE. FSURVYTh—LEHT. TOTA—LBTEORBNFEE
AWT.RYT VA VEBERICKDEEHEEEZT DA EOMEA. RNA RUAS—E 1T #EE
BECLIMMEEET I OBELZTELEZLL, SOICHOAHMRENSHBRERKEDE
BOAREMEIRHIEELT,

4 HERRE:

AT TIET)RNARYAS—E I HEEERICLHMIEETIL. 2)RVTIILASVEREAR
i, 3)PABP1 ETIILYIADIDDORMRIC L TRBMAENEZT o=, ChIZLY,
&R EEEEHMEEOHESFORR. RERIJTIILISVEAICLIGEEREDLAKE
i8R, PQBP1 [CKAMBEMDI T FIVERMBIAZEIEL -, LTRLADIEBICDOVTHEZ

HmARD,

(1) RNA RYAS5—F 11 HEREEE

RUT WAV EREREAIKRALGEEEEN FEHEETHIIELNAINETICHRESN TS L
MUERELT. REEENTILTINBENIDVNTIEINETRESh 2 EF M1, £
T ABEEBERNSD BrU DEUAA TREES 24 AT T HREBREZMFEL. R IEEWREZ
MRRICT T/ IAINARNGA—THRY T WAV BEEAZRBSE . RETEDELERE LI,
ZOHER. 5—10%EELNSHMAZNICERLRDNRYTIVISVEREEBN\VFUOFUS
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KUTAEXL U DITES>TEL DI ENBL Mo T=(Hoshino et al., 2004),

RIZ, BREEERD I HEMRICEZ D EEEEI LT, RNA RYAS— 11 [Tx9 D RNAI
ZEHEO DTz, RNA FRUAS—E 1| DEERMEEFITHE7ILI7TI=F %R
WT. RO EREZHELER. RNARYAS—E NAF XA MCEH TRIZL M
B (FHEASH) ZRCT CEMNALN LA, EFBEMBEL AV THRRET & — B O HiEHA
[CHREEOZERMNECT I, HEEOMBEN/NEEY—HD—EFAICHTIRAZAVT.CO
TEHROBAEERRLz, A —rI7dYV—LDOI—H—TH5 LC3 IFTRE—HLIEA o=, FIE
MIZBRED—HLI-LDIF/NMak<T—h—TH5 ECFP-ER THY. ZRIFIAISMNDER THLIE
Liz/hiakEEZoNnS, — A ROO—S RITRHEMGIF VR 7 OMBE ORI R o0
T F L TR RICHEENAEZKO A HIESI/OTFU D RMELEDH NN DTz, Genomic
DNA DEMICEVTHLETFIEIXRoNGE M oTz, ARN—EFHILEFFO—L C DIFIVKR
7 HhLDMHB RSN Tz, LLEMNS, RNA FRYAS— 1l #EEEEIZK>TEL SR
fABEIE. RYO—S R FHRE—S R A= I70—DVWThELRL LML THDHEER.
D#EREZEZE ) 7K TRIAD (E3DHIRE D EHKRZEADH T) LA 1=,

BT MR TELSDEGFRAECET R RDEGFRBRELETI/OT7LA(
BATEEGF) THRFL. MEE LR T HIETM7RICHERMABS FELERLZ D LEEA
T=#&8R . yes—associated protein (YAP)D D& LT, YAP (B2 B A F p73 DR FELT
BE. MEEREEET (BaxPUMALE) DRBFELX LREE . TRM -V RERITIENHS
NTLVD, YAPEA (E, RNARY AS—E IEREEFICEV T R R TS GNERDO—D
EEZbNTz, SOIC, HIRHICITRERIRE DTV YAP isoform BAFEBLTNSILEHR
L7=. YAPdeltaC &R {FIF-CDNFIE, EBEFHIEF A THS C Rz RELTEY. YAP
[Z%fL T dominant negative IZfBILVNT YAP-p73 ZNLI=7RE— A~NDMREIES J L E N
ITHIELEMHERL,
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K1 N\UFUPREAOHBEMEICXT S YAP RO FDAEDE
1T EENIDER. 2:N\OF UM EEEAREFE/NI. 3 N\VFUN EEZEBICMATHR
YAP (YAPdeltaC) #HIEL 1=, NTHEEDEEHIEEICHRELTILNS,

Fr  MITRERVT VSV REEDEEL R RS-0, YAPdeltaC, p73 DRI ILEIY
ETILBLVENMNRBRICH T DEN LR Lz, BERIJ LISV EOZHEMIRICRESE
5&.p73 DEMAL (VUBIE) BFBEINT=, B ERDNAUFULRIND BB TH LR
KED MM TY p73 DIEME A RERBFHICHEZR ST, YAPdeltaC [ZEMH1E p73 &R
CHiERaICRIRL TSI LR TE -, £ N\ FUMREYIVIIVNIETILIZEL
T YAPdeltaC [FEARD MZMEEHEZIHLIZ (1), LEDS, B)TRENDFUR fFRHEE
EHEFHEBEEEF ORI EEME AR S 7= (JCB in press) o

2 RV WA EEEARE
a) FIURY)Tb— L

KB, /RS BREAEDSEBLI-SEEDOMNREEMBMRBIC N\ FOFUOBLUTEEIY
16T T/ 2N ARNYA—EFAVTREIE -, COBBEOMEAESHEITOVNT, EER)Y
WAV ER, BERVTIVAIVEB BV I AREDINEZITLN RNA H#ELTIAY
A7 LAZTVERBRE Lz, ChICE- T EEFRENGHER L. HiEHREENLTE L.
2HENKREBEGFICHBLEEILGEEZRET S EEHA -,

"R EREMMEOHEMETIRECEBOVTRERFLEEZILND hspl0 DERA LT
LTWBIEMNBALMNIE DT =, hsp?0 [FI ¥ ROVHFELTEER T IILEAIVEADEE LR
(R, MBEEEHIVIENS VA= ITIRADEITELEN D, ZLDHENKR) ST IL
FIVEADEUERNTHEREL TS, SF-EDOERBMS(E, hsp70 [T/ HARE (FEHIHE
B IZBWTEENVFUFUERBRLEBAICERENVFUOFUORBRELBELT27ELDFE
EENESNDLO0. thDOEHFHBEHLINETEIEXFOUITIE2EBEUTOELRICLEFESLENS
BRI FONTz, I5IZ Western blot THLEBAMNBBEIC LR T HIEN R TS,

L Thsp70 D FEIEF L FZRNAIZAWTHIH T HE&/NMNEMRROEE NV FUOFUoOADERME
NEbHndIe, RINMHZEMMIC hspT70 ZBRIFKIRNT HLEHMLET T HILERD, F=.
FIREFDANZX LEEHTL. HSF(heat shock factor)|lZEEEEE T . BIOHNHI 4 i EF
ARNEFHAKICRYAFENSILET, EEMHIFRNESTOSIEMNHIBAL BRFBERT),
Hsp70 LISMZLE R DIEH A FAREINTHY . REZTOEMERZLTLVS,

b) FOTH—LRH
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SRV T— LB ERBRGHAEHE TIMIILARNII—IZ LB BREEAREE1T o1
k. BAEHAKICRYRAENDIEAICOVTIERBELBTORENH D, LHL. O AEME
SEDTATA—LERIZDOVNTIEIREIN G of-, MBEEEEEEZ S LTIX. COERIE
WAEDLEDEEZ NI,

RAIAMSEE2RTER KB TRRAT L9400 ARy MAEEMIZERO LN, Shib(c
DT EHEZTEELT. EXEARE. EEEAXKR. TV/LEDIFH THEL-, LD
BELRARYNERDICHEEBRTES LT, H100RRYMERIELT=, RIZ, BlLEHFEE
TF /AR AREE TRz CORIC.EMRETOEVEE BN ERELI-EBEE
EERTDFXICEBLI CORF X (FREZEICEVT, EMNEEROBBEHMBOKATH
IR TCEBENMETLTVSIE, ETILIDVRATERBKRTHDHZLEZHERLI-RIZ, K1
BEMRERIZEITIRERITIVISUEEICH T IMRERET LT, A%, MiaREm Ry
EBHD/IGA—E—ITHL T DAIILARYE—(2kD X DHEFILRENICERALEZ, RERIC,
2ayTAVNIETIVICEVNT X ORBROEZEEHBFLI=. \OoFUoFU TEXIUIEED
ETILAIDIAVNIEXDI VRO IZYI230 03 NIERESEHE. BEIROMTEEHE
(FBASM R EE R GRXXIEFES) .

ULD#REMNS. FELE: X [FFHLWVREREN FTHY. SERABRICHATIIENTES
AR RISz,

5

(3) PQBP1 ETILYDR

PQBP1 IRV ILAIVRERERRICHEE T AN FEL TN RRELLFRIFTHS
(Waragai et al., Human Molecular Genetics 1999; Okazawa et al., Neuron 2002), /RS LRSS E
BHOZAHE AMKICERYAFEN TEDHEEIL stabilize 51D EEZ D, EFE PQBP 1;BEIFIF
IO RTERMEDO@HIREE % RLT=(Okuda et al., Human Molecular Genetics 2003), FAT=H (XX
BIZ, HREMDS FRIBEMITT 51012, PQBP1 MU AT I =IO ALY E M AT EZE
BRELT. 3V bO— LY ORENSVRDY T —LELE LT FSURADIZ YOI O RITHEY
[CEALT BB F14EEZRELT=.

COSHMERIEIFAVRYTICE>TI—RFINDERFTHY., ISLTEMER O EHES
Za—AVTIMAVRITEHDO LENREBBFHICHER TE -, 22T EFEMELAL
THEIHERERELRTIFAVRITASHED SN, T, PQBP1 Z#iZ Mg T:EFIF
HLTIFaVRYTEMZAE T HEBSBL TSI EMNBALMIZE STz, LEMS, PQBP1 &
FRBIBALHDORBEENLTIF VR TR REELDERESNT,

—A. REN LR T BHSFDLHAIZ HDGF(HGF TIFRLIAEDHON Tz, ShiTfEHEREMN S E
HEEN-RELGEERFTHSD, HDGF HAZH-ITHERL TRERZBZTIE. BHEATOES)
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—aA—OVOBRTOEEMNEEICLEFL TV, HDGF (&, MR IEBESH 1 —N  DEFERE
Hif. BEERERL . S5 HERSYMOBEE AR UINICE T SEEHR GEEG=1—0
VIDEBRELEFREIEE, UEDTEN S, HDGF NEHLLEE Z1—OVFBERFTHIE
MEALMIAE otz T RELEDMEMITELTIE, EHFIDEE=2—0O> Tl p53 OLF
AELN ., p53 HYHDGF O LFRIEDEFI#EE L THDGF DEEEXEMIE TSI L., Fi-.
EE =21 —AVTEMLI- HDGF [FRERFICHMESNTREALRL TSI EERH TS L
f=h'> T HDGF EF(FEMREEITIL THIHIMICEK— DR RIGEEZ DN SHERX revise
#),

5 BCEHE:

AREEMHRBOREHBN . EEEAEREZ NS, EETIHESIKWN(BHHDITESE
BLEDHEV) RN RIEEIRASIETHY . EBREOBFTETESHLEINH D, HFE
BT ORIBEEMRT IAREMZESTLOTHY . SENTAEDXIEEZB T BBOLS
HEMEEREBICEENAOCRYVBOHRESATHEWCLFRELEETHoT-, RNA
polymerase I Z Il ELT-EREHREN EE SN IZ ST SHREFENE LS5 DLNTH
LOWETILERBLIZCE, FSUARY)Tb—LA TOTH— LOREHBFTHSHLL VR ERE
DFEFRRLICE [EHMDOBZICRIELIZBEREZEZ TS, —F. BEMBERHNSHELL
FIEED FAEICREICEET AN EMATAICEFEULOFT HEHEELELLIZ, 20
EOARAEDEFET—VITDODVWTORIXERITETLTEST . TFELIZEIEE LA Ly, L
LENSAMEDBMNIE. EHEEOERLABRAROLOICITETTENLGNIELEZTH
Y. SHLARERGELTEEDTEEREBIELELY.

Fo  SENTARTHEELLIBEHORARELR R T HETHRANLENYSEOATDH
ED-ODEELGMELAYEL -, FREBBLET,

6 ARMLIFEDORAE:

BEEZESERERTHIREBED—DELTHONS RNARYAS— T OHEREE Rt
BRERBEERUMNTIIETIERNEHARTH S, REHRICETEHT7 R REDEEE
BRLUER. HREFELGIMEIETHLILEOEMITEL. ChEA AN TOEREM AL,
AARTOERADFEEES AV DaV/NT BEHERREEESTERL. RYTILIIVRE. /N
DFUMREOHBREMAREDREBRRAIESEELIC, BREZBEITIEIRERREH
(FO2%H%. OLI-HARIEARK, F-RAZETHRETHY. SERORRAZHFT 5,

7 ETIRXE:
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