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I[]

WAFYREORE LR 2R B> THh D E, 204
L & #/%] (cytotoxic agents) % HULNZBASSAYT
b, FNSFHBEHEI OMAE b5 % R
KRB THETZERDL I LICLE-T, FELL—h—
A, MEFEISHER L, HIECEMY 8% & ok
JEBZ I BT B NEE KRS CWHET LT LICHEBL
T&72. ZO—FT, HLEEDP AL EDREIEA AT
5 D ASEYRE DGR L2IAICEL T TEDS
CEEL Tz, BlZE, YERARE - TR KRG
ADBELFHIF A PE (median survival time, MST)
i, 1990~19914FE % CTixf127 HThH o7z, L T A,
211540 % 4 R 72 UIBRANRE - AT RIS R 5 A MST
132004~20064F 1213304 HIZdDO &, £72,1990~1994
AEITIXT0% K T d - 72 5 FAELFF122004~20064F 12
F30% %L A L) IZh>TE, 2D LHIZ, 21
WEMZTEHIZEDL T TODLTRLIOBEDOMIZ, K
W23 A2 S 2 DS AEEFREIT HRE T L Witk 251
2. TOHRIFLWESRDZEREIL bb5HA,
fluorouracil IZ1Z C, irrinotecan (CPT-11), oxaliplatin

(I-OHP) 7% EDFBIAABEHIOFEA S & % 7%, 2004
E|2E Y L 72 bevacizumab &\ o 7240 TR I U5 5
(molecular targeted drugs) PHF535&ZAHHKE
WwWeEbN LY, AKIIZBUT 50 FIEYEEED R
(Z20014F- @ imatinib D& & #1195 (CML) 12k
3 5 HFATdH 4. Imatinib i& CML O JEKT&H %5 BCR-

SERR254F 5 A2
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ABL ¥ X 7 DA B FEYOFT O L v F ) — EiEN%
FHFRIICHET 5. FORBEMREITMEFNEEE
fEDI0% L &) XY ITHERTH - 72 e D35,
THALERDS AN C & 2 45 F IR SR 13 4 A g 5
ERHEA CReEBEMESL I3 TEY, EARNIZIZ
BARK & OBFHICT, ZOMEERIET LS. Lol
IS5, YIBEAER - ETHE ARG A B &,
D2, DSAEEYEEIE WG 2 RkDLHZLDTE
v IR SAEEYIEE S LAY, TR
HHEA M2 52 2L ->T, MST OEEZIFT% <,
CIBEANTT 6B 72 KT % YIBR T HE 22 AREE~ “conversion”
EH2 WG *HIET 7200 b0 ASEY R
b BN R 2 M) B 2 TGIFHIE | 24 L 72 K RaTUE,
THALZRDS A SEW IR B\ CHIE R T BE, £ 7214,
L IRFKGR S B BE & 72 5 43 TAERYIEHRSE % i
fiE g 5.

mHAHE

ek, P AFENZ I ST & 7238 %] 0 E T i3 A
fakl<d 5. BMREFIOBRENIZ, MRSHT L7200
DNA &%, 1B, &5, &HaW, ME5ERIC5%
Be25F27) yOEECEEOHETHSL., D7
W, BMEANE, 2SAMIEZT CTh L IEFMIBIC b /E
HLTLE) 720, Mg#RMESHO TR, 207
DIZEEROFER O EL kb, —J7, 5T ENREE
(&, DSAMINICHRR - BRICES L WA EHRH
EFEERIZLTWD D, ZOENST (REPHE
ZF) 5, ZODVAMPBOEFIZE > TEETHNID
HoHITE, EFEOMIBEORBEIZENHIEH 51T
E IEEMlEHET L2 0 (Thbb, LK
HEORWEHZEBOAT), MHAMEERYICIER L,
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Mo TEWIRERI R IFEC X 5. @Y REBTIIR
w2 d LS, FARaENE s AR b IR b
FU LD ICHBET 2 EAFNRETH ), 5 FENGE
FIIDSAMIL7Z ) % - 72 pinpoint KB L 52 5. &
DX ITRMABH & 57 FIENGBREOZ A TH
%, 21 7 o TREIAERER MR (FDA) (2K
SNTHDSAFN DL D3 FRENREFRIEIZE L T 5
Lo, HE, HHICHE SN LI AH D ) HAH
BT FRENREIE TH 5.

DFIREAEER

O RRRREE YU (B TLE) LK1
FEH (oL at) ICRESHHEESN, &kl2ix
—EDIV—DBEITHENTWE (1),

1. Pifks

ZOHHIRT L)L, Pk TH L., TDI2OUIRNG
IZEST () 7 b (1gG OBy, 4 F#1389146,000

£1  HTERGREO G

547 FER
<7 APUR momab
¥ 2 FHIPUE (66%75 b Hifk) ximab
b MEPUE (90%2%e s PUik) zumab
sE4 b MIPUE mumab
F - — B HEFH] nib
TaT 7Y — AHEH mib
mTORHEFH] limus

EGFR
cetuximab
panitumumab

HER2
trastuzumab

RTKs

[1gG1, 2, 4] ~170,000 [1gG3]). ZDEH ML
FISHATH Y, MFEOMR FIZZ M L T2 HhHE KN
EROR B/ INE NN i WL KNS 2 (NAL R4S VAN o)
FTAHPED B E N T D, —HEOPURIE—FED
PURE LR T E iz, ZoiEICHT 5 (Puk
FEOYHL, TOPEEOEN T IR T 5) KRk
IEv. 1o T, PAMBORKEZIFIZEE L T2
BN 2 PR & L 72 BRI AR 721 2 H - 72
pinpoint WEMNT e L % 5. TEMEFE CTH 505, Pk
MUY FRZHERIHEET HZ LX), K%K, 2
DIH Y FEZERDPFEET LI L TITDONLIETO
HIRNTO Y 7 F VnEx HET A2ERAPZE T 6N
(1), 612, ZOMOEBZELRERAETE L LT, it
RFED Fe #5716 L NK Millue~2sa 7 7 =2k &
DRI AIE DR A L 7-Mig 2 e e LT
Pk L CEAET AP B ST 1% (antibody-
dependent cell-mediated cytotoxicity, ADCC) =, ¥t
HRIEDIZ DRSS 5 Z &1 & 0 #iRRDEEAL
L, ®EWICIIEREEEERIIER SN, TofMisz
55 3 B Al AR AR VA e [ B TR 1% (complement-
dependent cytotoxicity, CDC) 23 Fo5n b, F7z,
IhHPiRIZ L 5 ADCC/CDC 12 1gG D727 5 &
WCRE KA L, 1gG1 & IgG3v81gG2 X IgG4 121
~ERWIEE AR RO Z E AL IR 5 T B,

2 . 5 FRHE A

B FREFNIPUEIE L kD &, Z20HD LB,
30055008/ E C (RELTHL000H W F

VEGF-A/B, PIGF
’ aflibercept

(receptor tyrosine kinase

EGFR,HER2,FGFRS, etc..)

VEGFR2
ramucirumab %

N —
‘r VEGF-A

1 WAtdens A TR IREE & € ORI
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bevacizumab
VGFRs
R |
A PRz A, P
FGrFR TKI
regorafenib |
VGEFR
KIT/PDGFR AKT sorafenib
sorafenib sorafenib regorafenib
regorafenib regorafenib v imatinib
imatinib e
sunitinib mTOR sunitinib
v v



T), IMEMEM L@ 2 EARTE, S5 ICHIEED
B, T abbAENICEIY AEFNTY 7 FIURERD
FELREBRO) YEALEZIIHIT 2 2 LI &) PuESR)
REZHET 2. BEPOTIN SN T VD, T0%
CHAMRREEE LTH% - BRIRISH SN Cwb, F72,
BT HERN, ZEye LTEZ N5 T HAMNCT
WL2WENEZETLIEDRLIELIEDY, Z0HW0n
TFUARTREREIEH IR DRDO SN G5 L H 5.

HibgRh A &7 FIREAEEE

Z2BLUKIZ, BUE, HLEGED A THEDR
TROBKRFEHIN TS (F721%, &%, BRRMHEH
ENDTFED) HFEMGEELZRT. LTI, &4
TRERGEEIEIZ OV TIRR B,

1. trastuzumab (H2A)

2009 4F 12 K B R B 55 7 & (ASCO) B W T,
trastuzumab ¥ HER2 B PE#EAT B 23 A 2% L —RIG
JE T capecitabine (F 721X 5FU) + cisplatin (CDDP)
FEEANO LR RDFED 5 723 (ToGA k)
OFERMEA SN, 20114 3 HIZ HER2 (human
epidermal growth factor receptor 2 ) HEAHFERL S L
7RI R 1T - TR O E DA ISR S a#IG
ARBEZIF72Y. bbb, HER2 B EA»A
W CEOEMUEDHEL L Twbe MEIgGl £/ 71
— FIVHifk3E T H 5. HER2 13, HER1 (EGFR
epidermal growth factor receptor), HER2, HER3,
HER4 D4 OO ZFEFKAF O VX F—EnD R D

HALERD A & FREMEE D KIGRT], 14

HER family ® 1 2T, —&DODA DI AIZE S L T
W EEZLNTWS, BHRAIIBWTH20%Hi 412
HER2 @ F FEH 1 BIZE ST\ 5. Trastuzumab 1
HER2 IZHFRMICHA L, HER2 OoiEHA L% #iHI L,
T FIVARER T 513, NKAlE, ~2a7 7
—VEEMAME L ADCC &I T &L
D PSRN & FEHH S 5.

2 . ramucirumab (HA%A)

Ramucirumab (& VEGFR (vascular endothelial
growth factor receptor)-2 OMIEIF K2 A Y IZHEE
T5%Eee MbigGl £/ 7 u—FViitikTh D,
VEGF V) 7' FO#EE % EWT L, HEOEMELE
YL L THUIMAERER R 2R3, 20134-0 ASCO
GIIZT, lstline B T 12 4 » H LI E 7213 Al
ML T2 6 » RUNICPD & e o7-F - B A&
EIEA TS A EE % 3P %12 ramucirumab (8 mg/kg
fHERES., 28%) + BSC % JtifT (ramucirumab #),
237 7R (28%) +BSC 2ty (77 &+
) Lig, 20 1 0FETEELIZEH AT S5z
5% (REGARD #tER) O#ERAHE S 7z, EUFH
JHHTd % OS(overall survival) 9L IE ramucirumab
W5.2»H, 79t K#3.8% HTH Y, ramucirumab
HCTHERIEEZ D72 (HR =0.776,95% CI : 0.603-
0.998, p=0.0473). EIKEFAIE H @ PFS (progression-
free survival) & ramucirumab O HHMEHIZ2. 17 H,
772 R¥L.3% H &, ramucirumab HTHERILE
w7z (HR =0.483, 95% CI:0.376-0.620, p<

F 2 THALERDTA L HRIMEDSED B L7 TR IR SR O
M AFE bonm i IORELIE Sk 24T B 55T T
A Pufksg trastuzumab HER2 HER2 R
ramucirumab VEGFR2
FEsAS A (4T B sorafenib EE:‘;F, BRAF, KIT, FLT3, VEGFR1-3, PDGFRbeta,
JEEDS A 855 F- B erlotinib EGFR
everolimus mTOR pNET
KEsHs A PR bevacizumab VEGF-A
cetuximab EGFR KRAS #A= 7
panitumumab  EGFR KRAS #7471
(A& #H) aflibercept VEGF-A, VEGF-B, PIGF
43T BRI regorafenib BRAF, KIT, PDGFR, RET, VEGFR1-3, TIE2, FGFR1
MALEREES (GIST) K4 T-BHEH] imatinib BCR-ABL, KIT, PDGFRs, ABL KIT Bk
sunitinib VEGFRs, KIT, PDGFRs, CSF1, FLT3, RET imatinib &ML

regorafenib

BRAF, KIT, PDGFR, RET, VEGFRI1-3, TIEZ, FGFR1

sunitinib #EHTE
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0.0001). Z&h#%I ramucirumab #£3.4%, 77 £ RE#
2.6% L, W TEILRD SN h o725 (p=0.756),
WE >~ b o — ) VEFEIX ramucirumab #48.7%, 77
+R#E23.1%6 &, ramucirumab HECEEICBIFTH -
72 (p<0.0001). $t VEGF $ifk# D bevacizumab #°
B3 A 1st-line TLLEIMGET S 4172 (AVAGAST #5%)
7%, PFS RSB TIIHRMESRDO bbb oD, OS
WOWTIEERZEEZBED N o720, T,
A mIERERE2 RSN Fo Y o FF— Xl
EHPBEFRIEIC > TWVE, ZOR 2T, T
VEGFR- 2 $iLA£3£ ® ramucirumab 28 H 25A 128V T
ARMEZFEH L 722 SIZIEFICHIAC Bfrdh b 2 L
EEZ D, 7272, BIEOE D AALFEETIE, 1stline
(% S-1 + CDDP ##EDE#E T, 2nd-line, 3rd-line (2
CPT-11, # ¥H% VREHZHNEL Z L —KHTH
5. Z D780 BSC R DFERIZT TEAIIZZIT AN
W2 VEPRBE ST S, B, H2%A 2nd-line 12
B T % paclitaxel + ramucirumab ® % 10 #H & 5%
(RAINBOW #5#) A EIEILFERERE L TiTbhTH
0, ZOMERIZWFFENS. 72, ramucirumab (%
DMOTHALEFA ANTKT LT R EA T
Hansh, KEBDSA) #EITHTH Y, ZORRIFE-NS.
3. sorafenib (FFHIEATA)

Sorafenib I¥7> FALEWTH ) (5 F==637.03g/
mol), RAF 2 &D+1) ¥« AL F =¥ &+ —Bifh
DOPPH 7207 T L, MUE PR 8 5E K7 (vascular
endothelial growth factor receptors, VEGFRs) 7z &
DFuyr X —EENEHET SEH (TKD &
L T2 % multi-kinase [HEHITH O, LA AR
L, MO THEMEIR EN-BEOS FENGEETH
% (SHARP i#B# - Asia-Pacific #E#)>9. & &b &,
JFERIIEAS AN DO WTUE, BT B IR 2 2 hE D
PLMERI D, FAARERAR T IZ X A FAEHE T 22 &2 &
BLIEIRD 720, FAMaH 2 i & L7228 ASEYIR I
RHETHotz. TO70, U, 794 EEENH#E
%, WML R, W by EE L vwo 72 )m
LD FEE L CE DR D 5. Lo, 200945
H 2 sorafenib 2SEEARE A S 7z Z & THEATFRFE I
RIDS AR T BIEREIRIIRE (CEbolz vz 5,
SRR & b i B E RIS B R0 Je T AN ] 7 &
XS AR N 2 7o 2 L I3EETH B, 1272,
multi-kinase FEHFNIEIVER 58 <, £ DA 035
FIah TR B, WA 33 5 B o T AR RO TE R SR
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DORFENLFEN TS, T 72, sorafenib & BEAF O JRjir
WEEOMAEDLELRF SN TED, ThbHI2L5
TRUHEDHFI N TS,

4 . erlotinib (JEASA)

Elrotinib |3 EGFR Z f£1YIZ B3 & L7z #E 1 O R4y
FHERTH D (5 F51£393.436 g /mol). EGFR 7
oy ry¥Fr—toHc) YEItzHET LI LIZL o
THUESG AR 2R3, UIBRARREDS A %2 GEM
& elrotinib @ P #E AT OS Hii6.24 % H % /R L,
GEM+ 79t K#ED5.91% A % Flal- 7 (p=
0.0038). F 7z PFS i b A% 72O (p=0.004,
PA. 3EER)7, &R L ENE TAHRBROS R4 Z
7T, 20114F 7 BICBEEDS ANOPRBEIS & 72 D) f Rk R
ECTOMHANIEEE 22 o 72, 2HUEDH D cetuximab,
panitumumab DI TH D Lk~ 5% 7A%, L EGFR %7~
T FEMEEREOLETLEEH L LTEEND
%. Elrotinib ®EIWERIZ S FKE XSO 5N, Grade 2
Dol E RO BETHEICTRREIFCH- /2L
MG ENTHBY, cetuximab, panitumumab & Vo 72
PLEGFR BUAZE L [7] U & 9 12K 95 DR L) R T
WFE%nZ EdRENT. B E LA cetuxuimab
DEDR AR T B EIRAER TIEEOHEREIT RS L
¥, panitumumab (ZHAE, 51/ TAHRERDSHEFITH T
H5b.

5. everolimus (pNET)

Everolimus (& mTOR (mammalian target of rapamycin)
EXKTH D, 5T =13958.224g/mol TdH 5.
Rapamycin D FHEARTH 5. MIEAIZA Y, FK506
binding protein (FKBP12) & #&k% M L, mTOR
= EIAYIZHE§ 4. pNET (pancreatic neuroendocrine
tumors, BEPIUARESS) 12k L AT 072 58 TAHRUBR

(RASIANT- 3 #tE#) <Tld, everolimus #5-#® PFS
FRUEIEILy B2 L, 77 REOZFNi34.6 5 HT
Hotz (p<0.00D)¥. ZHIZEY, KRIFTL20114E12
AR S 7z,

6 . sunitinib (pNET, GIST)

Sunitinib (38 % % ¥ 7 F WARE L HE T %50 T &
532.55 g /mol ® multi-kinase [HEHKITH 5. ATP &
B A BRAWCIHET 5 2 L2 & o ¢, EROREH,
WA, METELR P b EOZTHEERFO L v
& J—¥ (receptor tyrosine kinases, RTKs), I/
3 i & K- (platelet-derived growth factor, PDGF),
VGEFRs, ##lilaf2 & A (KIT), fmskkF o~



¥F5—+¥3 (FLT3) ZEoFuy s+ —Eiiks
IR W B E 9 4. Imatinib 3K #T 1 @ GIST
(gastrointestinalstromal tumor, M1V fENES) 12
xf LRy M TR TTAHBER AT D, PFS HofiEid
77 RHE (6.43) 12T, sunitinib B (27.3:8)
WCCTHEBERIEEZFED 2 (p<0.001). EWMNZET/IH
RERD TN, BE, imatinib 3PP GIST (2% L,
50mg/ H 4 ¥ 5+ 2 BRI D R R 5-H 0B _EAKGE
SNTn5,

pNET (28 L CTid, 20104F ASCO GI (2 TZEMAH
BR 5 R A 53R S N7z Sunitinib # (X PFS A - {#
11.47R&, 772 KREEDPFS hfii5.5% B x HE
2 BRI (p<0.001), &AW, OS TH 77 A%z
ERZAEREZR LY. BWNIZBWT D THRERD
1Thi, ZOREIZ20124E0 ASCO GLIZTIEIN
72, EHIREDRB WA OFMAGE F 721 3imB a5
LB pNET &2, 4 @Mz 191427 0vE L7,
sunitinib % 4 H 37 .5mgD#E 1 5-Tirbitsz. T Ok
X, FEEHHEHE Th 2 HRFEE (CR, PR, 24:H
Lo SD) 13759, ZER)FRI1342% Th - 7-.
7 . bevacizumab (KBE2SA)

Bevacizumab 1% VEGF 12xf 9 % IgG1 & MLE /
70— F VH kT, VEGFIZH# & L, =&K&

(VEGFRs) ~O#f& % HET 5 2 & THEHEMEE
VER, M5 A e O 12 & 2 IEG AN BRI
TER 2585 ST\ 4. Bevacizumab H 8 IZEHERY 7
PUBEBIEH 2/ L Tdvn e ngs, FRCHES$ 5 560
fuFlOPUESE R A HmT 2@ X 2oL S5, i
TR - YIBRANRE KB 28 AR L Cld— kiR D &l
MR FENETH ), F—IERSINLE )
THERGHRIECTH 5. 20124F ASCO 12 CEIMAHREET
H B MLIBIATHERE RS S 7=, Kiphs A1k
PRI BT, —RIGHE T bevacizumab Nz 72 ¥
A VDRI E o 12D ZRIGERO KGR AD LT A
> 12 b bevacizumab % Jll . 5 & & (bevacizumab
beyond PD, BBP) ® & x4 1% historical 7 Il TR &
NTW22 i X B COM RIS T T h o 7.
Z O BBP OF %R L7207 MLI8147# B T &
L. ZTHUZE D, —IKIGHE T bevacizumab % I\ 724
BIZR L CTlEZKiGHE T D bevacizumab & v 5 2
EDLL AT EERDbILD,
8 . cetuximab/panitumumab (KIEAA)

Cetuximab (& I F7 5= K T 254k (epidermal growth
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HALERD A & FREMEE D KIGRT], 14

factor receptor, EGFR) #fZEf)& L7z 1gG1 ¥ £ 5 Hl
€/ 70— F VPR TH 5. Panitumumab b EGFR
ML L7z 1gG2%4a e MIE ) 70— F)UHiRT
& 5. Cetuximab & panitumumab DEW I, FEIZF
DHAED type |2 & o> THEOIF 5115, Cetuximab
12 IgG 1, panitumumab i IgG2 TH L. T D7
ADCC {12 IgG 1 @ cetuximab D% ) ATV, —
J5, cetuximab (¥ A 78, panitumumab 154 b
EI-CTd % 728, infusion reaction | cetuximab (2%,
ol 27D 5 i, KRAS B FERRIO KRGS A
FEB]TIEPL EGFR LA IZ & 2GR O L fed%)
REROL o722 ThHL, INHHEREZIT, K
[, W TIEPT EGFR Hufk o4 5% 5 % KRAS Bk
FZRRE L TE Y, RIFTH20104F 4 H OSEMREML
BT, KIS A D KRAS EIR 12 R IRAKGE %
272, PUEGFR PUkIL, HEITFEE - UIBRARER 23
AR L, —KIGE, ZKIGE, =ZKIBEICBWT,

ZOHERMEIEFEH T 5, ER Tld bevacizumab
EDHNFTEEDIIIZEZDLDONPDRA Y Mk
L. BUE F Tl S N7 ERR BB R 2 B3 U,
PFS® LA K E VDI VEGFHA TH %
bevacizumab T& 1), BB/ RDIK Z VO IEH
EGFRHETH 5. TN O LG TENEDOH % ZE
LoD, FREDBIKARIZ L > THEWGIT 2075k
WEEZOLND, 7272, FELEVEVT VDI,

—IK, ZWKGHETHLEGFR Uik 2 HH L 7286 D=1k
B TH D (KRAS BInTICEREZ R0 2 K AL
X LCIIIT & 0 IEEERN 2 ZREFRISHFEL 2vv), B
TE, WHEYBEARE KB A O =G L, KRAS #
LZFIERZRBO LKA, $7bE KRAS ¥4
BRWEA A (#960%) 1ZBIL Tid, —K, ZKIAHT
PLEGFRIUEZ M L CW AW EDO A, FILHHT
EGFR #itfk % fla 7z LD & o Sk itfie & | CRiEL L
TBY, KIBOREGDAERRTA KT 1 220104
ICOEHERE S LTHRE SN TS, T4bb, Bt
FTOLE A, L EGFR HUKIIEET 1 EZ T O
T LKA TOFENEIRE T, 20720,
—IK, ZWRGHETHLEGFR ik 2 i LIS L 725
G, WBRINL ZREREPHETHZ LIRS, 2O
L9 BRENOH, cetuximab DK G X A HERED
RS %47 o 7285 T AHBUBR O ff R A320124F i &
7z, KRAS B AERIR AT A 2 X RIZ, —RIGHET
cetuximab % & A 7ZALFEL 2TV, TOILFIELET



BF2 RO TIEBNI L, ZKIEHETDH —KIGE & H
UALSFEE 2 HR ST 2 LI10E D, BWER (B
#R54%, WP b a—)LFI0%) BEFFTE L LW
IAERTH Y, SIROBEEGRFEE 7 5 REMEAVRIE S
7. L L, BUKTIX, BBP OAMMEA S AR ER
TREINTWEZ L, PFSO EFEERZLKEVD D
bevacizumab T& % Ll I, KRAS B AR KNGS AAEG]
W26 L, $LEGFR LRI DOR S 7 —k, ZIRIGHTD
RGBT ERETH D, ZREFRLD DR HVS
e, HIAHERRE T O IEEEH & =
WiEHEE K> CTHIEGFRILAEIE LR ) 2 &
WL AR EIEH1T) BEETH B &HI S L7 ER]
WX LIEEICHWALEDSH 5.
9 . aflibercept (KIEASA)

Aflibercept 1& VEGFR 1, VEGFR 2 Ofifgst ¥ £
4 vDO—F & b 1gGl D Fc il b i AW EED
AAEEATHS (1), KFETIE, ZOH)ZH L5
T2 OIS (o LEw) IZHEL w5, —
WiHHE & LT I-OHP % w72 iaEafrb i, RISA
& 7% o ZHEB O R % #5112, FOLFIRI +
aflibercept # & FOLFIRI + 7 5 & REEIZ L A 55 41
A% (VELOUR #5#R) O EA 20114 1235 S 72,
FOLFIRI + aflibercept #f® OS H19¢il1313.57 H,
FOLFIRI + 7' 7 & R#D OS h M iX12.12 HE A
# 2 FOLFIRI + aflibercept #EA L T\ 72 (HR=
0.82, p=0.0032). F 72, PFS & [E#£Z FOLFIRI +
aflibercept # ™13 9 7S FOLFIRI + 77 REE IR L
HAEIZENL T, Grade 3 LLEOREIEM, T#, O

W45, BJ)9E % &8 FOLFIRI + aflibercept B C% <,
[ UPt VEGF $itff3 Td % bevacizumab & 1) & EIfE
AR L\ 2 EASRIE S L7z, BBP OB MR
SN7-HFE, aflibercept % bevacizumab & D X 9 12
FENGT B DS HROBEE 2 5.
10. regorafenib (KIEASA, GIST)

Regorafenib 1&kE % 7 > 7 F Mm% THES 5 55+
1482 .8154 g /mol @ multi-kinase [HEH]TH 5. KIT,
PDGFR, RET, VEGFR1-3, TIE2, FGFR-1,
BRAF % [H3 9 4. Regorafenib D KIGASAIZ BT 5
ARE% A2 MAHRER (CORRECT #tBk) O#RHs
20124F 12 S 72", Pyrimidine fluoride drugs,
-OHP, CPT-11, bevacizumab, $t EGFR Hifk#E 1A
JEANTE & 72 o 72 EB) % X 5 12 regorafenib + BSC #f
FET TR+ BSCHEZ2 D 12T v ¥ AIZHD
fFiFasftrbisz. &R %3 312”7, Regorafenib O
¥ a2 ) R 334729, cetuximab 4 MAHEK
B (NCIC CTG CO.17:#B&) & ¥ %™, NCIC CTG
CO.17:#5#1% pyrimidine fluoride drugs, I-OHP, CPT-
11, bevacizumab IZANIEAE & 72 o 725E 6 % kR 12
cetuximab #: F 721X BSCH#EIZ 1 1 112T7 ¥ ¥ AI2E
DRI DT N7 TH A, BEREW T &2,
regorafenib + BSC #f & cetuximab # & OS Hrofif ik
6.4 H&6.1» H &I12IZ[EEE, PFS idefiE & f£121.9
7 HT&H -7z, Grade 3 LLEOEIER OB TIL
regorafenib + BSC 2%549% & cetuximab £ 22% 12
HLUTHEUEEEREMNIZE L, SHROBRMEHRTIZE
HUEPEEE Db EE 2 5. F72, regorafenib 1E

3  regorafenib & cetuximab @ It

CORRECT NCIC CTG CO.17/CA225-025
Regrafenib (n = 505) Placebo (n = 255) Cetuximab (n = 287) BSC (n = 285)
OS #defii (months, 95% CI) 6.4 (3.6-11.8) 5.0 (2.8-10.4) 6.1 (5.4-6.7) 4.6 (4.2-4.9)
HR (95%CI) 0.77 (0.64-0.94) 0.77 (0.64-0.92)
P-value 0.0052 0.0046
PFS H4efii (months, 95% CI) 1.9 (1.6-3.9) 1.7 (1.4-1.9) 1.9 (1.8-2.1) 1.8 (1.8-1.9)
HR (95% CI) 0.49 (0.42-0.58) 0.68 (0.57-0.80)
P-value <0.0001 <0.0001
Any Grade 93% 61% 79% 59%
BIYE/H | Grade 3 51% 12% 17% 0.40%
Grade 4 3% 2% 5% 0%
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sunitinib #&PLPE GIST 12xf L, AR TH L,
7T e RBIH LT, A PSFS IR L 72k R
20124F ASCO THE S N7z, ZOKHE %5213 T, FDA
(£ 20134F 2 H 12, #EAT L 72 GIST B & O G # 12
regorafenib Z WH 35 2 & ZAGL L 7-.

11. imatinib (GIST)

Imatinib 133 2 5 &1 Td % BCR-ABL #iZ) & L
7oRHER & LTRSS, 0 1E589.71 g /mol (A
VIVERLEY) O/ FALETH A, BRI
400mg/ HC, WU EFOLE Y15 &7 I
I\ BRIFTH H. BCR-ABL (18 1 & 8V B 1
(CML) ®95% LI FZ58 6 & i1 2 Gt 44 AH B iz J4
t (9 :22) (q34:qll) WZXYEEENE (7457
VT4 TR B Fe Y XS —-ETH S,
BCR-ABL # fEfy & L7-EH & L CHBE I N
imatinib (¥ PDGFR % ¢-KIT & M@§MFa s o ¥ F—
LIt L COEWEFREZ RT 2 &%, GIST
X9 A EEEE L L COME 2179 BB T b,
GIST 13HEREERT o KIT (85~90%) % 721% PDGFR
(5~10%) O#faTZENFEKE SN b, Imatinib
O3#)E I KIT Bk GIST T v, KIT o GIST T
(X KIT % PDGFRA OBIZFIIT 217\, #n 82
EWEERT A 2 EDEF L, 4512 imatinib O PUIEER)
RIZGISTO B FE LM 2 2 LM T W
5. B2, KIT F 7213 PDGFRA i e fi 5 45k,
T7bL, KIT exonll& PDGFA exonl2® %8 F
B MEDE <, BRI ERI380~90% & FiE L BIFTH 5.
—77, fifasEE, 7% b 5, KIT exon 9 Offi AZHE
RNZR L TIEZERFTRI0~50%TH D, ZoRAIE, #
H5&%800mg/ H F T &L Z&WwE+5 4R %
BrIehnTERrwy, 72, 5 —YHEEOKIT
exonl73 & " PDGFRA exonl8® D816V, D842V %
F13 imatinib AN (sunitinib b AE) TH 5. AT
KIT B GIST (26§ 2 3 G I AISAM & 72 %5 £ T
BHMRRATE T L, T 72, UGB LR T
H 5705, BEETOBMIGIE, EETZRAH imatinib
W A A RO 5 ) A 7 GIST & clinically
malignant GIST & M RIZ 3FEOHFG BRI N TV
b, F72, Wb EE R IR RO FREICH LT,
imatinib f5#5- O A R ED TR S N T 5.

BhHhboIC
Pk, BUEHALER2 A TIRIRIGH S Tw 2 50+
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BERRGHRIEIZ O W TR TH %25, BHIZE LD T
A7z, WO T, T TEIED G FREMGFE ORI,
HALBR DB AGRICBWTHHEZI LW L% 5.
Gy REER TG SR L 2% Al 72403 % 4l - 72 pinpoint B
®LE25. 2O pinpoint WEE L VKT 572012
(&, WHALERDS A SIS TIE RG2S A OHt EGFR HiUfk#E 12
9% KRAS B TEEOHEELR &, NAF~—T1—
rHWEIMLERE 2 HET 2 EPEETH L. 47
FHEREFEEORBINX, BADFERZOMEREIZE D
5o F-rERE, ARSI R b B O 7 IV mERE
DO, BABELFRVPAMGEEFORER L 2D
H O, B FHTEAMT OS2 &, Bk A LY
WY, BEFLY, BaFES, 5EEs
DR TH A, LT, TNHHRRZIZIC L -85
JERBIIES:, MR A MR L 2R S X T A DR
12X BEMOMEFETH 5. BRIRIE DR~ T 5
T2l - FERER 238 O B R 318 2050 T RE R G
DEIINEFN2 LD EIEFE L Tw5., £72EOEY
Thab., LiL, Fxld, TORKIFAZLVERFLT
Wwh,
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