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1. #FEREOE R - BIY

BOENTRIT D 2017 EOPAFEHT (ESLSAAZE Y v 2 —53EK) 2k D &R
PRABEIT 149, 500 N ENADHTHRZEZ L 720 FETHED 53,000 A & iAoV T 2 &H
220N, KIGHEIIIES A & A CHIMMO—i& %5l > TV DA, RS D KGO 5 Hit
ITEDED HHIGTE 60%H1% & 2WOBNNIIE E /e >Tnd, F7-, KD 5 F47
F(2004~2007 4273 AT INEESERR D AAFERILEFIA) 13 Stage I ~TTTiX 80%LL E72 D
2% L. StagelVTIE 20% LA FCTH D Z &b, KIBEIZHBW L, RHIRZEK & IBRIC K
D PROWENTECTEX D, FHIEEA ORI, 10 FEL FOEWEESRO TG, J5E
MBS EHER L TWS ZEDNMBNTEY FHIDAD U 27 OmOEHRERZE L LT,
lem BLEODORE S & FF O KGR ERARGIEZ 25 2 & b, REOD 720N
PBEIREE ATRELE L, SOICENDKIGHEO THRAWE LY DA T 7a—FLEZ L
Nb, KEZ R T H720D0R7 V—=0 FREE LCE, —IRBRZ CRygsE
AR T, BSOS T35 A1 k2 T 5 KIBNIREEIC X DB HRAIMT
bivd, LnL, 2016 FFO—RRLZ2HIT 39. 1% (BEFY)) LKW, F7o, EPn
MR ORBE L LT, SR NEm <, R RIS DB H ) 50% &K
ZERFETOND, TOTD, X EENOEREE R Y R 7 KIGIRIES & T e R
ZWrT A ROBENEEN TN D, I, KENZIBW THREZEMER AR A & {8 DNA Z54H
HEOETZW* >~ ~ (Cologuard) 23VKERGHERSR (FDA) TGRS 417z, Cologuard
OfFHT DNA KRS 13 KRAS Z5#& NDRG4 (N-myc downstream gene—4) . BUP3 (Bone Morphogenetic
Protein 3) DEHE A F )AL L NEHEHED B -actin ZHAEDOEIZ SO T, KB
DI 92. 3% EmO @ U A7 B I OMK Y R 7 KRIGIIEIZoh 3 D 1T 42. 4%, 17. 2%



IS e
THY ., EITHTRWIGEORRT 86.6% &5 ST\ % (Imperiale et al. NEJM
2014), —J5, W OGIEFHVER MR A O KM T DT 73.8%., @YU A7 B X
MY 27 RIGIMEIZ K9 DT 23.8%., 7.6% ThH D | T TRWIGE ORI
94.9% & HE STV S (Imperiale et al. NEJM 2014), RICKOJHEEZIEClE, KhIEAE
XE Y 27 KiGHEHE (high grade dysplasia) (2 &3, B OFEER DG Cologuard Z a2
WA D DITRIEARFTHY . =Y A7 KRIGHIRIESS BRI 0T D « Fr o
WIRETENEEN D, —F . MiKE ARG EL, 2 OfE S 2B O RNOAH
HThD, LL, FDA IR SN A F Uk SEPTI A D= U A 7 KGIIELIC
R DREIL 11.2% SRV (Church et al. Gut 2014), % Z T4, EHMEN AL H
—aF2W T A L= a LY —F AR - iR Al S SEETTE Y R 7 KGR
il & IR ONAHEREIBRAT, BIBR 6 »» AZO_TIMmEEL Y | o~ 1 27 1 RNA,
T ) — DONBRIENT 21TV, 8 ) A7 KGR & R O A 72 ik /N
A F~—T—ORFREX B, 7o, BHIEDS At Z —FIumbii s - RE2
R - AHE ASE L L ILET, WHREEDIER SV IER OB S -2 ORI HATV, B
Bl A1 - BMERELRT & iR/ A~ —T— L OBF#E G~ 5,
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1) FHIRME - KBWIED BB L OREESIIREO= Y —
I E R RBE T LA R CRIBNGISE N ICBIBR3 2 R, KRIBEDEE 4 =
MU —L., YIBRATER L OYIBR 6 » ARICHMZITV, AT iEE2T +—77 U —F—T
&9 %, 2018 4 3 AHILE, 2016 4F 12 A ~2017 4F 8 A ICNAISBEUIRR S 7= KAGIESS 39
BIOXT MR TTIRE SN TEY , 5% IbIcTy M) —%iED 5,

2) M A F~—h— D8R - [FE

1 THEDIBFZ T M &M - iz~ » F SRR o2 ILEEE Ch 57
FH AKFM Anderson 23t ¥ — « O AE I SGEMRTRINE R RS THELE
T5, 2T, M T70 T 7 A0 (w478 RNA, =7 VYV —L) Offfi G850
E~A B RNA—I =TT,

3) KBRS OB T - BMAFKI T v 7 7 A /LT

FRHH RIS CYERR S L7 RERIE,. KIGIRIED RZ 7 0 T a7 e85 7
A YR BV L, 2 EEES A ¥ —HIEESE s TR - A EE A5



DISES ey
TICHEET D, T T 8T T 7y 705 DNA i L, LT O (51 (KRAS, EGER,
BRAF, PIK3CA, AKT1, ERBB2, PTEN, NRAS, STK11, MAP2K1, ALK, DDR2, CTNNBI, MET, TP53,
SMAD4, FBX7, FGFR3, NOTCH1, ERBB4, FGFR1, FGFR2) DR:u Zfi#tTd 5, 7=, /X774
Y F % hMLHL, hMSH6, hPMS1 OBFEFUA THRIZYAZITV, ~A 7 0T T4 MLE
PEDF A5,
4) IiEr—2 LIEGREER T - BAKI T v 7 7 A LD
BN « KIBIRIE X 0 i s b S 5 sy 77 a7 7 A L L g ity 17 e
77 ANVDLER, BIORIGEGOEILT « EARBT v 7 7 A VR, JREEZ I O
DTT0T 7 A NDHEAEATV, FHIRIGE « KIBWEDO MK~ —I—Z2FRET %,
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1) FHIRIE - KIBWEOBE I L O siEO= U —

2018 4= 3 AL, 2017 47 1 A ~2018 4F 10 A IZNRERDIBR S L7z KBS 79 Filoo~=7 Iifi.
WENEL. 20 B 45 Bl T CICBHENA L X =T F T AL— gL
Y—F R - B0 BEEICE LT,

Mmighsds, (i, BYYEmE, e U REREFEEER, FEECENREE. KIBAHE
BECRFEFTRORMERE 44 N (B 20 41 - 2otk 24 1], A il - P - 44. 5 5% -
24 1%~T1 %) DM IR ERIRY: - HEENE R CHEIRFE STV D,

2) MR A A ~— T — DR - [FE

LFEFFEE THLOHEA AT 2018 4F 7 A 127 FH 2 K5MD Anderson 23 At 2 & —0»
BN A 2 —ICRE L 720 | FEBROSL S FFICEN Do 2726, IS
a7y AN (A 7aRNA, =7 YV —n5) [FTBUERITTHCTH 5,

3) KIBEGOBILT - BAFKE T v 7 7 A /URT

TR EERL RS2 C 2017 4F 1 A ~2017 4F 10 A IPNEREERORERAN Thod, falRal, ks
% 6 » AR OMBERAF S TS 45 Bl BHRNE  KIGWIED ST 7 ¢ ) Fr A5 i
At o H— T IREERA S TR B2 IS « A EE IREEICEE L, LT OB T (KRAS,
EGFR, BRAF, PIK3CA, AKT1, ERBB2, PTEN, NRAS, STK11, MAP2K1, ALK, DDR2, CTNNBI, MET,
TP53, SMAD4, FBX7, FGFR3, NOTCH1, ERBB4, FGFR1, FGFR2) D#HTAMET L7z, KAGNHE
27 % (EMR2 45, ESD25 f5il) . K 18 51 (EMR2 31, ESD16 #4i) iRz LA FITRd,



JER KEE | n | BIGFRE
<20mm 1 | APC point MUT(1/1:100%)
mild-moderate
=20mm | 3 | APC point MUT(3/3:100%), K-ras point MUT (1/3:33%)
e e
<20mm 5 | APC point MUT (5/5:100%)
severe
=20mm 3 | APC point MUT(3/3:100%), K-ras point MUT (2/3:66%)
i
APC point MUT(11/13:85%), K-ras point MUT(12/13:92%), FBXW7 point
MBI severe =20mm | 13
MUT (3/13:23%). PIK3CA point MUT(2/13:16%), TP53 point MUT(1/13:8%)
SEBI IR mild-moderate | <20mm 1 | BRAF, APC, PTEN, AKTI point MUT
severe =20mm 1 | K-ras point MUT
APC point MUT(2/2:100%), K-ras point MUT(1/2:50%), FBXW7 point
<20mm | 2 | MUT(1/2:50%). PTEN point MUT(1/2:50%), TP53 point MUT(1/2:50%),
MSH6/PMS2: deficinet
Tis APC point MUT(8/10:80%), APC fs MUT(1/10:10%), K-ras point
MUT (7/10:70%) . TP53  point  MUT(4/10:40%), FBXW7  point
>20mm | 10
JiSe MUT (3/10:30%), STK11 point MUT (2/10:20%), CTNNBI point MUT(1/10:10%),
ERBB2/Her2 point MUT (1/10:10%),
APC point MUT (3/5:60%), APC fs MUT(1/5:20%), K-ras point MUT (2/5:40%).
Tla ¥ >20mm | 5 | TP53 point MUT(2/5:40%), PIK3CA point MUT(2/5:40%), BRAF point
MUT (1/5:20%), AKT1 point MUT(1/5:20%)
T1b J8 =20mm 1 | APC point MUT. TP53 point MUT, CTNNBI point MUT
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