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TGF-B signalling and PEGI10 are mutually exclusive and inhibitory in

chondrosarcoma cells
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WEREE ZDORMED Y 2 —— N ONEEIEIT, MR T I UL UIEESEL 3 2 72 O 851
DNEET, Eh o F~— I —ORIENMFFSIN D, —J7T TGF-B 1%, 2 AALFIHITIE2 AR D
HFE Al U, DS AALZ IR CITEE - REEZ TTET 2 2 R LMo TnD, Lavl,
TGF-B 7 7 XU —F%ZM, BELIFHERED L 5 R2MEEFROEBEICIB N TEDO L D R “HOK
2RI NEINITIARATH S, AFZEOBIX, EREICBITD TGF-B 77 I U — -7
FAAER Y T DOFEBLCEE], 72 b ONCHEFEO N AMRIZ BV TRBLN A S, TGF-B Z[HE
T 5 EME &N D PEGIO OUERIEIZI T D PEGI0 DI B - MEREMAT 21T\, B REIC BT
DA T~ — T —ROWRIFEN L FET 5 2 & I2d D,
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(D Enchondroma/chondrosarcoma tissue cohort : &2 & K5 T 2006~2015 2 UIERH D WIT AT
ZAT o T AL P RE I RREAT DIV T 7 WINERE IE 7 61 (B 1E 3 B, 2t 4 ) | Gradel
OB I 1L B (B 1E 3 B, 2ot 8 f5]) | Grade2 #k'E PIRE 7 1] (5513 AN, &4 N) Zxf5
LLc

@ RT-qPCR : # IR & NS I OO B R o 770 & bl AR SW1353 « Hs 819.T,
b N EFHCE AR C28/12 [ZB W\ Cltis TR Bl R L7z,

@ Microarray analysis.: & N R JEIEE SW1353 & Hs 819.T & WK & & 7213 low grade #KE

PIEOFELET AL L, b MEFIEEMIGE C28/12 Ll L T~ A 7 a7 LA fifhi 247 - 7=,

siRNA-mediated knockdown : knockdown (213 siRNA ZfiH L 7=

Immunoblotting. : & FEAMALKE L Y M-PER lysis buffer |2 CEAMH, B2y AX >« 71

v b TCHERR L7z

® Luciferase assay : 9xCAGA . BRE luciferase reporter plasmid z i H L 7=,
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— B BRI e D BEME & AL EE LX) S D O T, R IR & NERE IR O BR R AR Y T L &
W CTHCE 5k~ — B — O FE Bl & 8 A RT-PCR(RT-qPCR) THET L 72 & 2 A SOX9 I3 grade
B AEICIB W CHIEIEL DV A EICHEBE N L TE Y, COL241 1% grade 1 £ ¥ grade 11 #RE A
JECHAD LT\, &2 T, @Bt~ — —ORIFHEE L 7 ) )VBE S T 0 BRI 1 & 72
D72 W LTz, ‘B Y 737 (BMP) % & T2 transforming growth factor (TGF)-p 7 7 X U — -
I OVITECE LI BRI > TWDA DT, ENEND Y T FIVERAT 4 T— X —T
&% SMADI/5 & SMAD3 @V v fb&E ML) L~ L Z ik b 7 e A (IHC) T~ 7o, U
{b(p)SMAD3 [ZN#EIEL D grade 1. & 51T grade 1 £V grade 11 O#KE AIE TR I HER L,
pSMADI1/5 & grade 1 ¥ grade Il T2 TH YV, SOX9/COL2A1 B & & WHMEA E LTz, £
T TGF-B/BMP ¥ 7 ® U 7 R, KK, £ LT SMADs H{KD3EHL % RT-qPCR THi~72 73,
ZNODBNIEEY N ThR EBRBED L TV LR TIE R o7, £ Z THIREEIZE
T IE TGF-B/BMP-SMADs #& I & i 5~ D S 0Dy 03 2 T d & PR L=, NECE O/
FABRIZAAAE L2V oo SERIBCIRAE D b M RE PRIk SW1353 & Hs 819.T 2 WHKE IE £ 7213
low grade #CE EDOITEIET L & L, #UF AIE T pSMAD3 23 2 TV 72D T Z Az TGFE-B1 #i%
L 724k f8 % high grade #CEBIEE S /L & LT, b MEFHECE M C28/12 L L T~ 27 07T
LA M 24T > 72o SW1353/Hs 819.T THELA 5 < TGF-pl I TR T o BIn a2 MR Lz =
4., paternally expressed gene 10 (PEGI0)’[RIE &7z, PEG10 FEH DI B %A IHC THLL &, Nk
HHEY 7L TR < | grade I #UEAIE CTHEIZHA L, grade I TS HIZJE55 L., 77255 SMADs
TEPE & PEG10 FBLIWAHR L7z, Mlakkici T, TGF-B1 IL in vitro "¢ PEG10 F&EiL 2 | L 7=,
WZ, TGF-B BLUBMP v 7LDy 72T —F « LAR—%— 7 vt&A TiX, PEGIO IL[H
FaH L, PEGI0 / v 7 X7 XKD pSMAD3 3 X OV pSMADI/5 O L)Lzl S & %
FN YT AL Ty FTHRTE T, U EOERE2 S, PEGI0 & pSMADs O WiAHBI DA
OEIE, NIREE & REREORIR 1 & 72 2 FREMES RIE ST,
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PLEDOREFR IS PEG10 & pSMADs OifiFH B OFL A G 1%, WEE fE & 85 A E O 8B K 7 &
72D ALREME AN R S T,

AWFFETIE PEG10 35 X O p-SMAD D38, WHE fE R L OCE AEO M THAEIZHEhA Th
5HZ & &R LT. PEGI0 X TGF-B ¥ 7 FNMRZEIC L > TH U LFalb—T 3 S, PEGIO
I% TGF-B/ BMP-SMAD &I 2T 5 Z & i S vz, p-SMAD3 (721X p-SMAD2) /&
PEG10 DR iT, #WEEEOEMEALOIRER T Thd Z EBNRBENT-, F7z SOX9 b, WNHK
B LT, 77— R 1 OEABICS W TEFICES L0z, BLEOREENS . PEGIO
& pSMADs D #iFHBE DFAAA o & SOX 9 FEBLMEFR L, #UE PR & #kE D — k2 G HTh
% AREMED R S T,
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