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[ BA3]1 GSK3 8 (Glycogen synthase kinase-3 8 )i, B#MIZE W TENICEHE L, NF-
xBEFELT, XIAP®Bal2 Wi 7 R b— L A RFOERE EH &8, BmoOAEF-SHM
PHET B, W GSK3B #MBET L L 2ORECHBELPNF NS Z LRI TS, F,
IR 22 IEE @ non-cording RNA T# % microRNA 7% mRNA %458 b U < EBIERLE
LD ESTH NI EORBEHEH L TCHD D EBHLMNIR>TETHS, BLE 6 #I
O mRNA BZOHETILHELEEZ LN TEY, BECEERCEDRE BboTnd, 7—
ot A B CHE miR-199a 1£7 O IEEF 5 8 GSK3 B @ mRNA 3 L. £ OZBE Mk
DT ENTRIN, FRBREOS—5 Y Mo HREERS S, €2 THR 4TI miR-199a OF
FEELA, BAIREIC BT GSK3 8 2l U, O ETF O IHl4-5 et Ui,

[HiE] BRRBHR S LT 64 $FoIE R R & Bk & . 2 Mo L WE 5k
REHLER % FVY, miR-199a OIS L EITHPHE IR & OBEE, 35 L OhBERaIc LY GSKS B
L OBEEEA, 7 oOFMBERICBITS miR-199a ORBERH L, EHIZ 320
AR (Cakil, ACHN, A498) IZ pre-miR-199a %A L, 72 Bffl#4 D GSK3 g % XIAP,
Bel-2 OBERE D = A ¥ ETHRHA, HROEFZOWTHE MTS 7 v kA, BRI
BrDU 7 v & CHIE Ui, F-BEIEEH 5 miR-19% BERIETOFKREH~LH 0z, 22
OEFFFIEEE (ACHN., Cakil) {Z23vT, miR-199a A — F &, TVv % chromosome 1 33 1
U chromosome 19 @ CpG Bl5 D DNA A FIAACHENT % /3o 7 7 A4 BN XY EfT L7z,
X 5ICE ARV T miR-199a A% GSK3 8 @ mRNA 24 5 A h = A b, g El
RHENEH2H7-8, premiR-199a %38 A L7z 1T GSK3 5 @ mRNA OB E T x A F
ETHA.

[FER) BRRMRECIMIER 0 54 1 32 B (59%) T miR-199a BEBUET LTRY, 3
W L T Stage IZHHBEARD b (pT1vs pT2-4, p=0.04), HHEFE Tl miR-199a ¥ ST
HOHFMERBETEL Y bERREABWEHRICH - 8, HEETRHoF (p=0.08), FERE
CORECRE, BEICEHH LT GSKS g A i@ S WEE I H o7 (P=0.02), mE e
BECiE, 241& H miR-199a BERBE LT\, F£, 7T oOEHAEK T~ TT miR-199a &
BEAMMET LW, 3 DOFEMAKITS TS5 miR-199a OFERE T, T2 RBWT
control 1o%F LT GSK3 8 OFHE T LR XIAP, Bel-2 OREBETAHERSIN, PR -2
DOFETH D PARP @ cleavage HiEiR S iz, MTS 7wz, BrDU 7 w4 2B\t
AT OW 3B L ORI DR B3R, DNA A FEHAT Tk ACHN & Cakil 2
BWTIX, chromosome 135 X (8 chromosome 19 @ CpG &AIDITE A ERAF LI T
L0 ENED B, & SICHIINERS prermiR-199a 238 A L TH GSK3 8 @ mRNA OFEHLIL
a3, miR-199a it GSK3 8 @ mRNA OFER&HETH 2 L AR v,

[#E] miR-199a OFHERIL, FHAEEIZBWT mRNA OFREMFET 2 &1L Y GSK3
BEMEIL, Mi-BRos—4F» b e aEEld b,
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W SCEE B : Re-expression of miR~199a suppresses renal cancer cell proliferation and survival
by targeting GSK-3f (GSK-38 Z1EH0Z L 72 miR-199a O BRI B MM OB & 4
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BFHENARBROPDEARMURTHIHN, B350 1 OEMIBHET CILGEBEEFALTHEY, B
BOEHCHEEAPICEBHERTED S, RbC. BHEA AL —RMICHEDO RSB LEMEM G
FERICH L TEEERETH L C L s, IR CIIERICHT DABROERKIEOL CRENICLLES %
B ES T, BHRNAOBBEER LIS S-RT7 TO0—FIC &k 2HHARLIOMENNBATH S,

COEIEEHN, BFFEE LSOV I~ FTEE, BHaRAQFHAFENESE L TEK-3pERONEL
tzo GSK-3pIEBHMIEAADHAITESHBLTEY, Bol-20XIAPE W2 =R7R MU XN TFOREFES
T LTERRAAMRICZR b —LREREERE LTS, COT EIL, GSK-pBEEZEREIASTHEN A
T DFNEDTEMABEELGY ST LEETRT HM, COEBEBERLIE, & UBIRK-HBRALW
AR ORRN £ S5, BHEAAMRISE T 56K-3p0D R OBRICHEL 5 X 2N TFOREE
Tofe TLTEOHEBRNWESAE-OIIR-199aTH B,

nRNAGD 73 f# SERERIAR I & VIEREFHREZINFT S5 LT DO D7 1 2 ORNAZ 9 L F2GSK-3p 5B il 1
OTWEEEICDNWTEAT-PREE S, CSK-IBFIENE T ARG O H DA V ORNAE T— 2 R—XPE L.
MiR-199aZ @& LTRVWE Lz, 22 TE I miR-199aZ IR & Z D HAGSK-35 & DRIFE % 5 4 FlO B
AMERIZRVWTRELZL S A, 6 I0ENTCRIVETRED Hh., HNESK-3gD R L ORICITFRL
WAEMMNEO Oz, CORBEINIR-199aAGSK-3pDHBEIMH L TH Y, EhhfniR-199aDFREM
GSK-3pRIRMAN Z M L CRENBEEL DI EEHT550THD, TCTCoD & I LRk EICDE
BROBHEESAMBRBEEZRNTInVitroCORETET o -8R, niR-199% BH LI HASK-IpE 5
THIhSMBRIZH L THAEEONIR-199aE RPN HFRI S5 L, GSK-IpORBIEH & & & (2Bel-2,
XINPOHEBNRIH SN, PREE—DABEICE YMBEENIF SN I EABESNT,

LLE SR IEmiR-199aAGSK-3p & 9 2 BMMAT AN OB (77 SIHICHEL 352 L& TH
EMILz30OTHB. AFIZMNE L TOERE, 9. REMFICHT MBI SEOWRMAREHED
WHELNHLHH, BHMRESABRRCETAFLESFEMRBRR LV IBACENT, HoMIHERALGUMER
FHEZDLDTHD. - TABEZEREERMAHNEN (BEY) DOFREICETILOEHMET 5.

(1, 20 0%FPRN)



