The clinicopathological significance of SPC18 in
colorectal cancer: SPC18 participates in tumor
progression
(KR IZ 31T 5 SPC18 DEGARIREL /) 70 B3
SPC18 (INEF DOHERIZEH 5T 2)

Cancer Science, 1n press.
TRREHE 7 8%
(FEWEA B AR 0 ELsR)
RIfREHE e E=HHEE

(BB AR JRELSE)

AR - K L EAIERE
CEREEMBIFI 5T 82)

IREl A
(I B SRR O R P B )



D3 DFT R HRIRIE ) 5y F DERR T EE R FERRE CTH D, 2 b DM FI3 25 EHHE
Bk CHBNMELS | VABEO A THRIANFH N2 ENHEANTH 5, ETEHREEICS W\ TThi
T MR BAR TR BT OFE R 6 | 28 EF B CHRIME < BEICB W TIERENLE L T
WABLFE LT SECIIA %#[RE Lz, SECIIA T signal peptidase complex 18(SPC18) % =
— FLTWSEIEFThHD, SPCI8 ITMIED/NaEE LICTFIEL, & 7 F T F Kbk
TOMEHE TH %, SPCI8 IR WEA DA ~D W ZRET D Z LMo TRy, ¥
FEIZH\ T SPC18 DRBIN T AR CTh D Z & TGF-a DWERIET 2 2 & 12X 0 E
DOERICEAG L TWHZ EE2RE L TWDH, L LHEBUSNDON AT 5 SPC18 DFEBLILE |
BRIOVWTIEREIT S TR, £ 2 TAIFECIIRIBEIZH T 2 SPC18 ORHL L Tk
& DOBJE 2T L. SPC18 DEREIZ >\ THMakkz WV THREI L7, S BIZZ DORIERZEIC
BT 5 SPC18 DHEBUZ W T b 217 572,

AR OIBR S AU 7o RIGRERR 2 AT BN S e A 2 i T L 72 & 2 A FRIESEAT R Tl
SPC18 DFEHUTIT & A EFRO BRI Ty, JEEFES CIE 137 5 79 F1(58%)IZ 351 TR HE
MR DAL IZ SPC18 DIEBLAFRD | BEPEFIZ 35U TIIHE DR HET T L 0 iRV BL 238
DN & > 7o, SPC18 FEHL & HEHINEL AR+ & DFIRZMFIT L72 & 2 A5, SPC18 MIFEHL L
U R O A (p=0.0315) L UF Stage DHETT(p = 0.0240) & ORI B AR HBI &R 72,
Kaplan-Meier {£E T T % & OBEZ RET L7z & 2 A, SPCL8 BIEFNEEMERNIZ L _NFEIZ T
RE T - 72(p=0.0055), HAESEHT Ci% SPC18 D FBi(p=0.0078). stage DHETT(p < 0.0001)
&% O Budding Grade(p = 0.0006) 3 & 72 T KRR TH Y . SEEMT 2 AV 7RG cik
SPC18 OFBLUIMANL L= TFHRARK T TH D Z &R S 72 (p=0.0336),

SPC18 O KGRI I1T HHREZ B &2 3 2 BT, KAk DLD-1, LoVo (2
WT siRNA Z W T SPC18 % / v 7 Z v L, MTT assay {2 CHIFEAE A . Modified Boyden
chamber assay (2 CRIEBEZ FHE L7z, SPC18 % / v 7 X v L= KIFEAMILIL negative
control siRNA THLEL U 7= KGN & it U CHE5ERE(DLD-1: p< 0.001. Lovo: p<0.001),
=IMEE(DLD-1: p<0.001, Lovo: p<0.001) A3 FIZHfl &z, BLEDZ Lipb SPC18IEK
s DYEGERE, RIMREZRET 2 Z LA LML R o T,

SPC18 3 K DA B G- 2B & L Tid b 7e < &b B & AERIC TGF-a D43 & /iy
LEN TSN, ZOTY 7TV Th % EGFR, ERK-MAPK #%i#%, PISK-AKT #%it
& OEE % Western blot 152 TR L7, SPC18 & / v 7 # v v LT KIGHEEANNE TlE negative
control siRNA THLEL L 7= K Mia & bl L EGFR, ERK X ONAKT O U > b 23] S iz,
LS SPC18 X 2N H DR A L TREOHIEIZHE L TWD B b, S HIThEY
% AV T SPC18 (2%t % B-catenin DEEWNBEAT R O MMP7 & OB #Z G L7z & 25,
SPC18 FEHAE R CILREIEHEEIZ 31T % Brcatenin ODENBATHNABICEHEE TH Y (p=
0.0251), X 52 MMP7 ORBLHLAEIZE W E(p=0.0218) B3 LT -7z,

KABHEIZ I TlE conventional adenoma-carcinoma pathway (212 T serrated pathway (2
KD FERERBEDNIR MO TN D, £ 2T 122 FIORTHEREIC I T D SPC18 DIEBL& ffE Yutn



IRV BFET LTz, SPC18 O FBU AR I FE AR IR 24 BIlIZ L ~T, 5 SRR 29 1] C
X< OHNT=(p<0.001), — T, serrated pathway FIHER YV —7CGHIEKAR U —7 20
) S R R AEE 31 5], R SRR SRR ARAE/ AR U — 7 18 ) TIXRBULIT L A ERD BN o 72,
serrated pathway & OBIE 2350 5Ty 5 MSI-high O KGHE: 10 Fliz BT 5 SPC18 DB %
BEtLiz & 2 A, BRI 1 61(10%) D A L REE Th o 7z,

PLEDOFER G, SPCI8 IXRIFHEICH W TEIBL L TH Y, SPC18 mZBUIMAL L7 TR
BT THDHZ ENHLNI/R -T2, F7= SPC18 [X47IZ conventional adenoma-carcinoma
pathway (23 1F 5 %@ IZB5- L. EGFR, ERK-MAPK #& ¥ . PISK-AKT #% 1 % G (b L CHEFH,
= 2R 9 5 ATREMEAVRIR Stz SPC18 X IE A% TRIMNMEW Z & 2 HIBFRIERN S+ &
LTbHiffsh D,



