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20004EtH £ T, UIBRAEE - FFERME I LT
FARTRE/REANIBR SN TH O, 2AEFR P YL
) 1AERRE EHMMEDIEFEITZ U WKW =,
20000 DA FH U TS5F 2 - AU )T D
BUEFN DR, 200448 AR 5130 TARRRTR R &
U Tl # A &3 T d % Hivascular endothelial
growth factor (VEGF) HUAEDNNT XY T, fi
bR EEAE R T2 Bk (epidermal growth factor
receptor; EGFR) HifkE ot vFi <7 - )NV
LR T, 010FELFIZL 57 2 =7 - TAS-1020
B 20164 ICIIRFOERE LTI LI TS
PRERRFE S N, Fali TIRERRRBRIC B 2 A7
HOLEIE30 » HZEBA SRR ER>7Z(E@ 1. 2),

AT Z ZEAFEDORIGEEITH S 202 2L D #E
BESBDBEZIIONWTHZT 5,

2. KIBEREHNA RS54 VD OHEZ D EEERK
KIGEBRBETA R4 (R 3)ITRIND LD
12, UIBRAHE - BRKIEICHT 5 KIBEIL.
FHYTS5FHLLEBAMY T R=ADIL¥
BEEIZ, PIVEGFHIUAED RN X3 7H L <I1ddt
EGFR¥IAEHE DL Y F I T/NNZV AR TONT

NhEHRTHZENEREBS TS, PIVEGE
PUAS L FIEGFRPUAH D E B 5 2 —RKiBE TER
TEHRENIHEDBRFADTON TSN, INE
TDEZA—EDRMIBSNTE ST, BIRTI
EBELZEBEIRLTHENWEFT A5,

7272 L. PIEGFRYUAHITIBED 2 DMEMN 5.,
RASHELRTZEZRBOKGE IR e RS aNn T
EMHERINTBO, FHHMNCIIRASEROH K
MR B ZEDNMNEATH 5,

PIEGFRYUAIEOF I NESS & 4/ S & 280 RICE
NTWBEFMN ZINETITHwMESNTEB D, OFE
BICK DIERZEH T DAEH]. QELERIITIEL D/
IZ K DR R DO YRR AIREIZ/R O 2 D TR Ef], 72 &
2R TR © ORI 72 fi FH 23 31 & Thast
INTWDB, — ., KEREEREIREINSIEM
RFIE EFHERIIPIVEGFHi KR X D HHEGFRHT
WETHSNIHAEBEENE RS20, EHEO
(b2 idikiee 0 HOA N B IER 72 & T PIVEGFHL
RERDEFH DIRIBEDNBIER <Y 72— A > N O THIA
MbBHEEZEND,

B —HMYICHIVEGFHUAZE - FIEGFRITAEEDOR L
ELZRDODDTIEARL, EFOEERI R EZER
BHNTHMT L, —RIBEITBWTHAT 20 THEH)

*kE B&
5-FU/leucovorin 1957 1967
Irinotecan 1996 2001
Capecitabine 2001 2007
Oxaliplatin 2002 2005
‘Bevacizumab 2004  : 2007
ziv-aflibercept 2012 PMDA*TEZh
Ramucirumab 2015 2016
Cetuximab 2004  : 2008
Panitumumab 2006 2010
‘Regorafenib 2012 : 2013
TAS-102 2015 2014
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3. HEENICHT 2R EMAR

RITOEEKRRBTIE, Y1 709751 MARLE
I (microsatellite instability-high; MSI-H) DK
P T B0IEF = v 7 BA > NEEROFHNE".
HER2BGMEBNIC T D N T AV AT ETNFZT
D Bf F 15 D G P (HERACLES# B8) ¥ BRAF ™
2 BT %t 9 2BRAFH 5 3% + HIEGFRYTIA 3 +
MEK[HE 3 D ff F O & 1Y 72 EAvk &2 & i S
. KGRI 2 EYEEIL S 5 ITHES RS
NTNn5,

MSI-HA B #E Tlid, DNAI A~ v FEE &L T
DOHERE(KX Fmismatch repair deficient (AMMR) 12
K0, A 7057514 MEEM (microsatellite
stable; MSS) KI5 & 0 10-10015% #8 o 444l 245 2
MEI->TNDHEINTVWD, TNSDEETER
HRDPURE (heoantigen) 1FIEEHC LI NS
W, SEIFRBEF Ty IRA 2 N TOFREN
FEINDEEZZLNTWSY, 20154EICMSI-HD
KEGHE 2% L Tprogrammed death-1 (PD-1) ¥
T & % pembrolizumabd A 82 /5l PR i B s S 73 Hi
manz, UL L. MSI-HO YRR A BE K B RE D 5
EIXE<., 2RO 5%UTFTEINT WD, BIfE,
HEIEHRAIS OMSI-HYJ R A GE R 2 5 & L 7=
EIMRB KEYNOTE-164) 2EfTHTHD, =
D #& B Tpembrolizumab® A £ 1 23k EE S 14012,
MSI-HYIBRABERBSHE I U T hiE IR 2 7s S h
L EMTPREIND, £z, WIEIAEOMSI-HYRR
ARRER G 2 x5 & U /=, pembrolizumabB Al & £
UEIHHE 7 L 9 2 ISR (KEYNOTE-17T) &

EITHTH D, FERICK S TIERIBRE DRI
REBBENS =6 INDHEENND 5,

HER2[G M D UIBRARERIFIE I L Tl k5 X
A TOHABEOENMENRE SN TETNDEY,
FERAIZIZHER2BG 1% K 159 [ SHER 2 L 38 D5 5
HREELTHREICHEINDZENEZA SN D,
HER25 1% KW B 2 OB < 5 % K& S
5,

BRAF“"EIRTERZHETOIRBEZN SR &
L7ZBRAFFF —tFHELTHEIRNLT T 2T
3. B TRAESEN RIS N RN Y.
dabrafenib & MEKFH 2 3£ C & % trametinib & @ ff
F i 2 WRAE U 7= 51/ 1M i B © 5. BRAF " i&
BTAERZET HURARERRAE TR 5N
£ O BPUEE S RIIRIBE CEA s NRh-> 72",
LML, ZOBOIEBIFFICH N T, BRAFIHEN
EGFRO 7 4 — RNy M ZBIEE I L. BRAF
BEZET 2 RIGRERIL O FRee A0 72 B0 2 #EFF S
5 ENRANEY, EGFRIEH AT W M B i
TREASNBENWZDT 1+ — )Ny 71E, BWAFERT
BRAFHER D RITEVNAASNDFEED—DT
HDTENRBEINE, TNSDHENS, BET
IZBRAFPH & %%, HEGFRYiA 3K, MEKJH & 3% £
72 IIPIBKHEHK OO FHIC X B IBE RN D 5
T3,

ffERESE T3 9 CICR G B R T 2 IR & L7z iRg
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%, RBFEICHBWTHHEEIZIET IR N, ALK,
ROSI, NTRK. RSPO& - I=fl & &5 TN AT
THIENWESINTBD, NS ZEENE LR
B OB I NS,

<—Rink> <ZQRinkk> <Z=QRingk> <Ria% > <HERink>
3 { 3
FOLFIRI+Bmab IRI+Cmab/Pmab regorafenib or TAS-102
or IRIS/IRI —> or
or FOLFIRI+Rmab Cmab/Pmab ) IHERE
\ .
FOLFOX/CapeOX/SOX+Bmab P N\
FOLFIRI+Cmab/Pmab regorafenib or TAS-102
or —> or
IRI+Cmab/Pmab SHEREE
J \. J
4 ) e A 4 )
IRI+Cmab/Pmab regorafenib or TAS-102
FOLFIRI+Bmab > FOLFOX/CapeOX+Bmab or
Cmab/Pmab SHERE
\ J \ J . J
{ ' { N a4 3\
FOLFIRI+Bmab regorafenib or TAS-102
FOLFOX+Cmab/Pmab —> or —> or
IRIS/IRI SHEFE
\. \. \. J
4 ) ( ) ' N
regorafenib or TAS-102
FOLFIRI+Cmab/Pmab —>  FOLFOX/CapeOX+Bmab  f—» or
SHERE
\ J \ J \ J
{ N { { 3\
FOLFOXIRI IRI+Cmab/Pmab regorafenib or TAS-102
—> or —> or
FOLFOXIRI+Bmab Cmab/Pmab IHERE
J \ J \. J
(J:'E [38h Bl (J:'E A LaRA B A R [BahiamRsEs
FL/Cape+amab CEBEE] oK CEBEE] Do KR CEBEE] DR regorafenib or TAS-102
UFTILY | ompLREIHESL [ 0| ohhbREEHES A DepSBEL B SN P
BLIUAVERRT B, BLIUAVERRT B, BLIUAVEERRT B, -
J \.

3. KERERERAA RS A ERMA20145FR
HA K54 BEDBIHER G L Tk - —HRE.

Bmab :bevacizumab, Cmab : cetuximab, Pmab : Panitumumab, Rmab : Ramucirumab
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4. Precision medicinelZ[F]1FT

20164 8 H HITE. BRAFE L FMEIZVIBRAEER
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B THRE, MSIHAE/MMRE R GEGR AN EMDZ
WIZEAZIN, TNHICED IS RDTFETHB X
REERNTOND XD IR ZENTFHEIN
%,

I 51T, IEFEORERN OHERITHEN, DEDRKR
R TEROB LT RYE 2 8REN DRMITfFT TS
BH5EDITROTETNS I ENS, next generation
sequencing (NGS) 12X 285 T-BE T fE &
B TETND, WHITRBRBZE LTI DN TN
MEWNIFRES E/ZLNH., RAITERBIGITE
LTLB5ZENTHRIND, N5 DHEADHEHRD
KIGERE ORI - precision medicineZ #Ei L
TWbHoEtHEbNS,
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