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L HA) SSA/P (sessile serrated adenoma/polyp) ISR IR E AR 2 K & 32 KGO R
PEIEMRZEDONE D TH Y . MSI-H (microsatellite instability-high : A 7 2477 A4 MARZEE) K
FEDORBRRE & L TIESIT A L 917> CTX 7~ (serrated neoplasia pathway: SNP), SNP i,
BRAF ZF¥L% initial mutation & LT, CpG island methylation MOZFfE (CpG island methylation
phenotype: CIMP) . 3 A~ FAEMEE s+ MLH1 O methylation {2 AEEREARS, MST-H 8 CRIGREA T
A ERT D LEZ BTV, JREHRRAAIC SSA/P ICHRT 2 Z L AER S - R (SSA/P H
E) Axtgl LT, ZGEE R ORI 21 T o TR 372V, ARFZETIEL, SSA/P HIREEAS
FBRHZ SNP TEE 5 & SIVTW DR FERZ o TND DM, BB TERDNZ— NSRS DD
ME DD, ATOWTHRE LT,

[J77£] SRS L OWIHEEEASYIRR ARG E 5, 108 il Sl &7z SSA/P P 37 41 (pTis (M)
J 28 B, pT1 (SWHE 9 1) ZRahelsRe Ui, ®HRI, FATML L EEE A~ v T 0 7 ST IRIEN
i (CUTRYIEPE) 37 61l& Uiz, SSA/P P & BMIEPNIEE RS A T4V 24U SSA/P B, MiEr sl & iE
FLlo, NTT7 407y 70 3un Y THE Yuth, MLHL BR NSRS 2008804 @21 TV, 10 um B>
> DNA - L, BRAF, KRAS, p53 DIBfR TZEHOFME, CIMP & MST OfffTa1T 72,

[ 5] Soedufa 0, SSA/P HaSIeE CIE I Al CHe~ A MLHL B A 0 FES) 880 H iz (81 1%
vs 0%: p<0.001), BT Cld. SSA/P HaSIGEIL BRAF B8R (78.1%) . CIMPHHEEE (94.6%). MSI-HAH
JE (83. 8%) A3En< | BB & 13 EEN B o7 (P0.001), —77, SSA/P HIAED KRAS 285422 (3. 1%) |
p53 ZFER (9. 4%) IIIERAGEIZEAHEIE D 72 (P0.001), SSA/P HAIGHE 32 Bl D& s TAfHTHE R
ZJERId % & SSA/P Bkl L, ARE [BRAF+, KRAS-, CIMP+, MSI-H, p53-] :56. 3% (18/32), B #f [BRAF+,
KRAS-, CIMP+, MSS, p53+or -] : 15.6% (5/32). CHf [BRAF-, KRAS—, CIMP+, MSI-H, p53-] : 18.8% (6/32).
DML 2 9.3% (3/32) D AFHIIKI ST,

[£42] SSA/P HIRfI 3 BRAF 2552 CIMP+, MSI-H, MLHI J&{5¥-0 methylation |2 & ¥ 4295 MLH 1 &
DFEBIFEL, OEEEIT 78. 1% (BRAF Z553R) ~CIMP+ (94. 6%) &< . WU b AR & L7 Ml siors & 1%
HEENH-T- (<0.001), fl7, SSA/P HIIEED KRAS, pb3 ZEFEARIL 3. 1%, 9. 4% LK< . WY I (£




AVEI35. 1% & 64. 9%) LITHEZENH -7 (P<0.001), SNP L. SSA/P & MSI-H KA & ORGSR
B L O FIRERAA RS OHaEMEN HARE SN= b DO TH DM, AHISEIL SSA/P 23 SNP Dt & 725 Z &
%, BIGTEBROBUND BEHERRELIZ b O THDH LB X BND, M7, ffx OIEFIOE AT R
DRERNEDNG, SNP IZBHET 285 - EE ISR GAET D Z L B E o7, SNP THEESILT
WDBG TR Z—2 AR Of, MST-H Ofo V12 pb3 B DS ICBI G5 £ 000, BRAF A58
VP LS initial mutation TIERWE D BAFET D EH X Bz, SSA/P HE CHaE L TALILAEIR
FEHEIT CIMP+TH Y . SSA/P ZLS &35 SNP (%, CIMP+CHHMNTT B D KGR OFAERIE L B2 b
72,

FARROEE

SSA/P 1% MSI-H KIGEORHBHHZE & L THESIT 53TV 5 (serrated neoplasia pathway:SNP), SNP
CIXBRAF 5L, CIMP  (CpG island methylation phenotype). MSI-H, %44 A KIBEORARE & &%
HIVTND, AWFFEE, SSA/P HUREICISIT 2 SNP B nFAROIRGEZ B L LT, Bn - EE Ofiftra
1757, SSA/P WHRIIRMHE (SSA/P HUFEHE) 37 BilL | FAEML - REE A~ v F o 7 ST YEN
i (IR i) 37 il A xtge & L7z, SSA/P Huloa IUHRH I e ~ARIC MLHL AR L (81, 1% vs
0%: p<0.001), BRAF ZEH&=R (78. 1%) . CIMP+AEE (94. 6%) . MSI-H A (83.8%) 23@i< . MR IR & 1%
BEZEDR -T2 (P0.001), SSA/P HUEE DS FATHERIZ. ARE [BRAF+, KRAS—, CIMP+, MSI-H, p53-] :
56. 3% (18/32), BR¥ [BRAF+, KRAS—, CIMP+, MSS, p53+or —] : 15.6% (5/32). CFf [BRAF-, KRAS-, CIMP+,
MSI-H, p53-] : 18.8% (6/32), FDfth : 9.3% (3/32) D ARLIERINL ST, TIHDRERH G, SSA/P H
SEIFRITIE SNP THREE STV AR AR X TWVD Z ERGRES Tz, — 5, ZOBa AR 7 —
AZIIBARMEDMFAE L. SSA/P Z e & 3% SNP I L CIMP+ CHHMATT HALD KIBEDFARGE & & % b,

PLEX Y AGFZEIL, SSA/P 73 SNP OHIBMFZ T 5 = & 4y FIRERpREE L= m L. SSA/P Diilx
FIEFN VISR 8 D D3, CIMP+HTEHESTT B D Z L ZBA SN LTS T, At & L COffifiE 472
D5,




