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Connective Tissue Growth Factor Is a Putative Conditional Tumor—Suppressor Gene
Frequently Inactivated by Promoter Hypermethylation in Ovarian Cancer
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Connective Tissue Growth Factor Is a Putative Conditional Tumor-Suppressor Gene Frequently
Inactivated by Promoter Hypermethy!ation in Ovarian Cancer
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PRI, BARGEROBECHRE L LTHEERKBTHAN, #HITHETRAEhDLIE NEL, R
. AT, SRR, BRERBEIShTVWARY, SIRIZOVWTIE, Th¥ETAK, EGFR, ras
2 ¥ OERETFORESBE SN TWA R, SAMRETFICOVTIL, p53 BETFUSMEENRY,
AL TCRINE L, RSOV THAOEMHBETERRATELDIL, K77V TAIRE
k7 L4 comparative genomic hybridization # (BAC array CGH) % A\ T, SRMES / L &MBEIT LI,
SREAS R 24 BkEAWERETIR, ¥/ ADSELEOFIKXT, gain BEW loss BROLN, 4
Iz >V T homozygous deletion S#tHEhiz, ZD t. 34T, +TIC. TGFBR2, MTAP,
CDKN2A/p16. Smad4 OFEMFIRETFMRIFEET D & BMBA TV, 6q FIRIC>VWTIX, ThE
CEAOHMERETFIIOON TR, ZOFEEIZIL, connective tissue growth factor (CTGF)ii{=
FRIFEL. b METIZ, CTGF ORBRET L. CTGF BETF ot — ¥ —FHIKORE 2 FAREE
EhTW3ZE:Mb, CTGF IZEB LT, SHILBITEZED, 24 Qﬁﬂﬁﬁfﬂﬂﬂﬂ%ilob\f\ CTGF
mRNA OREAE W~k L =5, homozygous deletion ¥ BHT-HMEKRLUATH, SELERBEICRE
ETABDLN, -, CTGF mRNA RR{ET 2R L-MEHKEZ. B DNA A FA{LATHD 5-
azacytidine TABLL L =5, BROEGENALhE, EHiT. CTGF mRNA REUET %~ HMak
Cit. CTGF 7 uE—F —FRORN A F LR Ehizigh, TOHERIL, Lucferase EiIZk ViR
BEEMEATHLRALOIE R, SIRBFEMEFAICOVWTHLRIELIZEZ S, CTGF FrE—
¥ —EROBERAFMEETTLORALN, ThHTH CTGF mRNA ORBEAETLTWE, L
=38 >T, CTGF mRNA BB{ETIX. CTGF BEFF/oE—F —BUIRORBAFNVITLH T LHHL
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