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Molecular targeting drugs
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FFEMAERII T FROBOVICEKDDET 2 L, 0T
HORKELREATTFTH5E/ 70— VHLEE (mono-
clonal antibodies, Fifd3E) & ARy & CREE D SHAE 2 /Ny
TALAP B (small molecules, /N 7-38) & IC B 1,
MR PR L L Coma FIESETH D, %
FIMIRN 7 TREIEE & L COED THIERTH 29, %
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AFICERL, BAFRONFENETHZNDFEL, M
FIRICER DA E N TR DEN S FICER T 3.

HIBER 1 & LT, MIiashcla e R el fufE Lic b
2B RS T 2V Y FoT, H50IEHE
oy, MIERE Eicd 29 By FOVRFRNICHEG T 2 2R
R GBS, U < M b i & 2 Ifs AR 0001t
iRz EDRH T ons, MENTIE, ZEEOHIENICHL
B 5Fus ¥ —XiEEEhL, i o 7 IURES
FR7uT 7Y —20%ETH5(E 1), WHE, 7 EnE
F IS OB I K ) I NS,
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FUMKTF AR TR AEAT
BE1EH (ADCC)

T KTF LR
SE1EH (CDC)

FRNZH 2 FRE LR I7zo%2—fka
« FFTIFT-HER

BIERBMAL CIAT =Y
:§ﬁ%$ <:>
Fclt7%—

D : FAEEDOZHA T

K 2 HAFFEICHEITS ADCC & CDC
2D 2 DOMRGEFRIRAESEEORIGTH %,
ADCC : antibody-dependent cell-mediated cytotoxicity
CDC : complement-dependent cytotoxicity

F 7N FREO IR 13, EEERN D FIE L T2
DIEHEZILE T2 2 LIk 2bDTHEH, £/ 7u—7F
NAUET D 2 7 LRI R 508, D3R L
BREEAEZRL TR %, LaL, Z0E0 I i:
Ji A 72 4 B 455 25 /F I (antibody-dependent cell-mediated
cytotoxicity : ADCC) 5> fifi {4 {4 47 14 it el 455 55 7 FH (comple-
ment-dependent cytotoxicity : CDC) 2334I BI 5 L T %
bbbz, s DOEHETFICBIL QI ToEY) ©
b5 (E2).

1. ADCC

B T~ DA, €/ 70— T VPR H e
(Fc §l0) 23, Fe L2 79 —%2RBIL T2 7 275 —
Ml (FF 27 1% 7 —filgeern7r—) LiaT
%, ZOfGEMLTI7 =7 ¥ —HIRaHERT o - Fs B
flel % W9 %,

2. CDC

B TN DR G, €/ 70— F VHikOE F R
(Fe fEI80) ISRl ST Clq 23 L, Motk 2 ihik
fLx¥ s, ZORRE, MEORKEAHRTDH 2 BERELS
N RO FiciA S, Mlgsz ol
R

& i
FRESRAN D T R EITER IS D WIS IHIC R L L
TRL 7,
1. HifkEE

TN E LTEL L€/ 7 —F ufifkdiix, FH

Cl~9x [Je*b

Fab

Fc

< R * X SHUE b MesitE b M
(8RB =omab) (§ERE=ximab) (§8E=zumab) (F&ZE=umab)

Ibritumomab Rituximab Trastuzumab  Panitumumab
Cetuximab Bevacizumab Denosumab

Infliximab Gemtuzumab Adalimumab

Tocilizumab Golimumab

I A

X 3 HEROBERE

HFERFEOBE LORBEZTOBEICHERIT 2MBERICDOVNT
KU e, MAPFEHIEE FHRDEIENERBIEFER S,

A

Fab : fragment, antigen binding (RIZE848I%k), Fc : fragment, crys-
tallizable (7€ & EBE1)

U IR T dH 2 /Ny 738 & U TR o -~ D R 5
MBECR EOREFIZALTWE, Y~y 2fle )
0 —FAPEBH G S N T WD, < APk %E b bk
542 LSS TRG S = 7 AR IS T 2 hifkEd
BEID, 7F747F =K NPT ARD#ED
R UG MNREEE 222 2 £, b MG L 2B
P EORER S H - 72, WAL, & ToOYUEDF:
FIHA 3R TH B DICR L, & MG Inze T R
PUA D I B2 5 3 HERETHh 5, 2 2T, difk
FoFALICmF <IN ofERZ wRTRL, w72
PihD—iH 5\ IFTT2 & ikl oldsIc iE X
ATCHihZ A S 2 2 L CREFRERET S, ip
W% e X 2 HINCRI¥ S N 023 % X 7Hifk, & b
bhifks L0t Mk TH %, B3 ICiEIns oFifkdEo
B s Gk T 2 @mAkicow TR L%z, 28, IgG
IZiZ 4 25D7 4 Y ¥4 7 (IgG1 « IgG2 * 1gG3 * [gG4) D37
fEL, ADCC iHME® X O eDC it & & < b B v b
DIF, IgGl 7> T 5,

BUE, PUASEOERETIZ, VA Y P E I3 ZAERICH
HLTE T I MBEZERTT 2 70 v X v 7Pk, SN
TG LY 7P aidEs LRSI 27 2= 2 ik, 15
457 &£ K54 L ADCC % CDC % #FE T 2 hifk, ALK
B 2 A5G LR RIS E 28T 2 S A LAl
Pilthze Eh3d 59,
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(FAVEAT)

BOHT

THRERE

FREMER

RNV YT
(FPIRRF®)

SEHTEE
(IgG1)

[ I E7RES

VEGF

fahs - EiaE
FE/HE R i

Yavy, FF747F—KER HIE
Eil, B AEORERE Him mie
FERE =MESEMNE SIEES Y-,
SR B EMEERS, * 70— EE&

i B OBMIE, 5oMmEDTL HEHS

%é

N b b
T TNER- I TNFa/

(Ilg&1) mazmE | ¢

THXRILET N
(ZT>7 L)

UM, Fh%, BERERREREOHMRER
RIE, R BEELTLILF—RE, EE
BrMRESE BiERE BEUEMX 7
dsDNA FE DG L2 # 5 )L — 7 ARRIER
B, FTEEEREE, TEMREIRIERAILE,
REMIRIRIEREY, ZAIE FUiF ik
REMGGHENEX 2HEre x70—
CERE, 02

g o~ F

LTa : lymphotoxina, TNFa : tumor necrosis factora, TNFR- I :

growth factor
KEEROEERA VI 1—T A —LZEITER

TTRRERD 257>C, PUARSE &N T3 & DRI 7058
WIFFTRICH D, FUAFEDIZI DY 100 5L LD KRE W,
CORESIE, HEHEBOMOMEMIZER TS 2505, K
I, HOAEBEZ i T & 2o\ T & D S T I E A I R
EIND, o, RRNNEEINE 3R E, N T DT
172 D 100 f5 b R 720, HEHFETH HBoMRIC 1 [9]
BETIUE R E W) ERBY TOMRBH 5, £, D
FTHRITEMNSEROFE 2 Z T 570, OFEHLED
WA E 72 253, FukFida Nl oGRS
2T 2720, ZnoD0FE 2R T hvEwIRLA
T2, PUREIREORG TR Eiffid £ 2B I N Tw R
WEDTERETH L EVIHIRADLH B,

1) UAYRENEFERLD

(OVEGF 1ZHyEE

L% N Bz 34 5[] 1~ (vascular endothelial growth factor :
VEGF) 1%, IMEFAEICBEE L, I8N EMidZ: & oL
ICFEBLL T % VEGF Z%4 4 (VEGFR) I & L TP
ORIz 2 5 7% &, MERTEDR D 5] 7% 1E O
JArD—>2& LT & &bz, IMEEEEDITEICH Y
HLTw3, IEHEMIECE T 2 A BRImE § A 3 a4
BOWTEETHD, MATERFDIIIERZEZIZCDET
M IEH RIS LT\ %, VEGF X, G - G
Ji, LTI Z XL 0% OIEEICE W OREIZFEBLOER
Lo, ZOFBL L ETPREDHEICHEDNHZ Z LY

tumor necrosis factor receptor Il, VEGF : vascular endothelial

HEL T30,

* N/ XY 7 Bevacizumab (Z /N F @)

RNy X2 7%, VEGF Ixt§ 3t ML IgGl €/ 7
0 — LA T, VEGF ERFRIICHIAT 22 itk D,
VEGF & Il W BZAINE EICFEBI L T % VEGFR & D&
ZHET 27, ZoMEEMNIC XY BT OmE A
PHIFI S, Z ORI, EORMHEINS Z Lick
D YRS RN IR 2 6419 2, LSRR IC B W T, EEE
HHNER S 2P LT 2 2 LTI E HIT T 5,

@TNFa/LTo 1Ay

BUE Y v = FClE, WENCEAR I N SIEMEY A P A A
¥ T ® % [EEESE R F (tumor necrosis factor © TNF) a
lymphotoxin o (LTa) 5% DB RIEICEHEG LT3, ¥
7o, AABISZHRMEDELEIN, ZN60¥ A M A4 v Off
FZIHEIL T 38,

* T4 %JLE7~ Etanercept(T> 7 LJL®)

IY RN E T I, AIERRZEERIC X 5 TNFa/LTa O
MHEMAICER LTSzt b 1gGl @ Fe fl L &
I tumor necrosis factor receptor Il (TNFR- 1T ) DFIfI@#} B #
A VPSR AMEERERAITS 5, AHANL, @RNPEA
SNz TNFa 8 & O LTa 2 77 WIC H % niE RS2 540
L TCHIRT 5 2 EIC XD TNFa % LTa OZEAE~
OfEEEMINCHE T2 Z LIk VLY v~ F1EHZ R
79,
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N EiZ N o s L

DIBE, 7F7 4 5% S —HER B

I o e EPER - MEE, BmEED, 17

AN fiﬁ e Mesitk | HER2 e SR, MRS, Al FRS

¢ F ®E g flEE BEE 5E

MMk, BT BumE

ks NP EE D infusion reaction, EEDKE

SO R o R BEMEEE, 0FR EEOT

E EGFR | i8 - Biem | A BY/RY Y LINE - BRERE

K=Y LR T SERIE C s BEOREER, MEEmES B
RIFAEYTR®) (19G2) v @ infusion reaction, EED THI

EGFR : epidermal growth factor receptor, HER2 : human epidermal growth factor receptor type 2

KEEFOEERA VI 1—T A — LT EITER

2) BEXBHERENE (R 2)

(DHER? RHyZE

b b bR aTER T 52 5 4F 2 B HER2 (human epidermal
growth factor receptor type 2 : HER2 ; HER2/neu ; c-erbB-2)
1%, & MEEETE L CHE S L B EDE IR E N 12 A
hTh b, X% (HER], HER3 8 XN HER4) & & b
IZHER 7 7 3V —ZEEZIVEL T, RZEEHBE
Mibsiha &, HifasghE, mEFEe 7 R — 2l
EpplERI IS,

* N2 XY XY 7 Trastuzumab (J\—tE 7 F>®)

b7 2y X< 7%, HER2 2§ 5t +bIgGl €/ 7
O —FLHiE T, HINEEE O HER2 2 IR RIS &
L, tFairdo—flildktzry =78 —fillde L
ADCC 12 & ) HilEgish R % Sl 22, £ 72, AAIDH
D HER2 ZAMICHE L, HER2 AR 2 WA ¢
5 2 BTk ) Ml 7PV EIE IS 2 LT, KA
DIEFE I I 2 B9 2 L I T L E L ST
52, ks, AFNIIMINEAE o HER2 BEAES T OFB
ZAERR L R S 05,

(@EGFR #Ri%E

t b+ bR T 3Z 8 (epidermal growth factor recep-
tor : EGFR ; HER1) 1&, 4 MiOZAEKMF oL v ¥ F—X
(HERI~4) 5185 7 7 2V =BT 2. AZHEIE, ©
VAV EDMEET ZMlas B A4 v, @ffieBEEE B X A
v, BLO@Fur X=X E D OMIIEA R X A v,
D3 ODFHEINZE F AL Y THREINTW S, YAV T
b % bR R F (epidermal growth factor : EGF) 235 &9
3L, “EEFA-)BEKRIR, Farr¥F—¥F

A4 YWNITH B ATP fEAERALIC ATP 23569 5 L HLY
VIBALOER S IR 5, 20k, TlROY 7P vis
R AL CHIRERE, M FTES 7 R b — > 20 7%
ExGlERITY,

* W F YT Cetuximab(Z—E5 v o7 Z®)

Y ¥ <2 7l% EGFR IZWT2E /v A¥x 257
IgGl €/ 7 0 —F VHUUKRT, EGFR ICRFRNICHESGT 5
LT XD EGF @ EGFR “DOffitrZHET 2 L &£ b,
EGFR D¥ 7L X¥alL —v a vz bl TRAKy 7
FADWAZE TS TI LIk, MG, ML,
e B, G N A BT AR & &k OSHIEIR I 20 &, BES 0 -
HICBIG-T %% < OfIaERE 2 ] L CHUEEo R 2 %
W2, F7, AANIELEI KRAS BIZT2H T 5 BHEIC
ZIESITH B T Lo, BEM KRAS BIn 2B LT3
ZLRMERLE ) ATHHE NS,

* /)= AN 7 Panitumumab(R7 71 Evw 7 ZA®)

=V A2 7IE EGFR IZX§ 5 b 1gG2 €/ 7 u—F
WHURT, Y * > <7 L FARRIC EGFR IZRFRMICHE AT
% Z X2k Y, EGF @ EGFR ~DfE& % BHE L CHlmAN A~
DY T FMEERIHT 2 2 12X ) BiEE R % S
%5, £, KAl Y X< 7HRICERA KRAS BT
ZETDEBEIIEITH S 2 L5, BRI KRAS #ER
TEALTVS Z EZERLL ) ATHAI NS,

3) WRE - BEREAESFIRNE (KR 3)

(DRANKL 1ZfEE

Receptor activator for nuclear factor— kB (RANK) 1%, &k
N % F) 2 e & & Y2 oIBR8 2 %2
HETH Y, EMIROIER, HigE X OV EFZGIET 2
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TR - EEEHA EEL
> )27 SEE Cips | pancl | BFEGRIEBHE . | RRERE KREET TS
(5v%—4%) (1IgG2) v B RSES) DB ARE BB MOIEER

BiF

BE Y Y F N— | BRI ik HERES
FryhRicE28AN | CORMBRLEE &% =
N i EXNESER, SBMHE EE 73 infusion reaction, BiBEEE
s 1 3 33 B SR
LY HE | o ©F MEMEEEE B | 5 MMEMRY s
= 9 TSR, SRR, | JERIEBHBUE # dsDNA itk
BEWTHELS, YO0—Y | OBELEES L—F REE
W OEEEAER BE EEAMKEE
BUISE, Bhidste & DEE RS
N | BFMEERMEGA B | E S -7 R
FEULRYT SEE C g YT, BENEE | BaES EEATLILE-R
(£235°) (IlgG1) BIERREME, RENE | b EEAMRRES MEHE
#es Bgs, BUSERTZ:, FRigcRE=
8 fPRe
MRS 3 v 2, BIE
\ ) e WA E DEE LR, S
| N o SER ;
(/jj nf§_7_7®) ,(_legéf; b ki BIERY Y F 1, BBEECE, B IR,
- 9 5 S MEnFe, BEE7 LI
PRI L— 7 REERR
BIETU I F, B _
’ PFEI74T7F—=g3v I, 7
] N 1] 2= ’
RS UZRT SEE 3 RURME SHEEE | 5 sxv_manr mp
P! MEdEE | IL-6R | MEASRUEEA Fry | Jo o
(FHF1L5°) (1gG1) WRETS TV R mEMA BEEL,
ANRIBCHSHIER | g o 00
BLORBFRRONE e RS

IL-6R ! interleukin—6 receptor, RANKL : receptor activator of NF-«B ligand, TNFa : tumor necrosis factor a.

KEBEERDOEERA VI 1—T A — LT EITER

Z EIWZBY5 L TWw 3, RANK &, receptor activator of NF-
KB ligand (RANKL) DZEAETH 510,

%7/ A~ 7 Denosumab(Z > ~—7®)

7/ A 7%, RANKL I8 95k b 1gG2 €/ 7u—F
WYUETT, ANATE X OGRS G e B RANKL 156 L C
RANK/RANKL #%#% 2 BHE L, Ba o imd bz 4
23 L THIRIGEEZ T S8, FEIC X 25 EOERN
HIzhH % Fe T 510,

@TNFa iZEE

TNFo 1, 70— ey v < 5% £ DEERIEIC
WG L, A X OB AAEEL Tw B,

k4> 71)FIT T Infiximab(L 24— R®)

A 7VF>2 7L, INFRIZWHT2E b/ 27 A% A7
B 1gGl €/ 7 u—F Pk T, AT E X OB &

TNFa 26 L C INFa ZH54K & O ZHE T L & b
12, BEHEEH TNFa & ORG24 L7z ADCC & % \» i3
CDC 2 & 2 M I & O PLAAEMEH 2 549 210,

* 7% ) AN 7 Adalimumab(k 2 2 5®)

TV LR T7IE INFa 94 5k b 1gGl €/ 71 —F
IWHURT, AERE X OVEERS & TNFa ICfi A L T TNFa
LB E DR RIAE L, ENHINTD Y 7 ik
PHIPEATIC & b HLIESE %2 i 212,

x T AN T Golimumab (¥ Y R=—®)

TY LTI b IgGl €/ 7 u—F Lk, AAR
B L OIS A8 TNFa IS/ 4 L C TNFo & 5 & Dl
H7HFEL, TNFo OMFEN> 7 F ASEIHIERIC X D
PIREMEF % F6 5 21,
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s A s o O o G VAN g=2! > #25
HH| (FAY 51T & wemE | EMSTF WREE F73EIER
TFT7 4 T7FI—FKER - FESE - LE
= (infusion reaction DIER E U THRbN
32 ENH D), EBHEEEREE B IR
% - EETA. FAOEE
. ) - CD20 BBt B A'JJ:L)LZ\‘L &\%EUTE&H?,*H\%U)%@ n
YYEYTT EHE || Tt sy o | FMEE, A SEMBUER MR
(UyxHo®) (IlgG1) > )XEE B, BMEGEA, FHEGRA, MmIVvMRE
A RRE, ETHLZEMERBENE, ME
cD20 MR, DEE, BEE ELEZL. N
TR, PR B ENEEREE R & DM
FRIRFEIR
TIVIERT .| R HamE - Bl
Foktsyy (Y2 RYZTE | T eow o s . | B, ERGKEES BRE
(E57 1) 45 In, =Y ) IV
ViR Y v ) CiE
Infusion reaction, EEBBUE, MKRESE
by XS wEmE (BRENS)3 ), BREEE, Hm, EEEmE
ATHTA Y TERER b MEbTE HhVT 7 cp3s | P33 Bl | RREERSE (disseminated intravascular
(YA 05 —2%) (1gG4) 7 R4V B8 A Iw coagulation : DIC), A%, FFlEE, BE
FER = [E3 B fE 1% B (tumor lysis syn-
drome : TLS), FffEZE, REMAMA
BUIMAE, Bh, 3%, BPTRFE, IR
e N E Nk - F [EXR, BEL AUEBZRBED
(;tizig f%% oas | — | O lmmyoer | EmaBmE Savs, 777q9%
9 MAEEE IR L MENE, ZRE, WIRE
O DEELBHE BEMEMA

CD : cell surface antigen, CTLA-4 : cytotoxic T-lymphocyte antigen 4, "''In : indium (¥ —emitter), °°Y : yttrium (3 -emitter)

MKRERNDODEERA VI 1 —T 4 —LmEITHER

BIL-6R 1ZHZE

A vy —uixre(L-6)%, RIEKE, FHxrOHMED
S AUEREORTE, S SIE DA B B\ XM SE 72
&, RIS B ZAE L T 5, £/, IL-6 (F7]
BB X OB AT O 2 fi O IL-6 A (IL-6R) &
al, ZoEakicss oy 7P VEESTFTH D
epl30 DEE T 2 2 L X DfilaNIc Y 7 F U hEE S
n, fixoEBRIGICES T 29,

* k¥ XX 7 Tocilizumab (7 7 7 L5®)

P Y X270, IL-6 19 5k MEIgGL €/ 7 u—
FFUET, AERE X OMERS AR IL-6R ICH5A LT IL-
6 LRHERLDREAZIAEL, gpl30 L DREAHINH S
52 LickD, IL-6 DN 7 WS HE S 41T
PiIL-6 fERI 2 F4E§ 519,

4) BELHMERRENE (R 4)

(1CD20 1ZHYZE

t b CD20 HiE 1, B MR IO AFEILT 547 35KDa D
ffe EER O MR EYUE Ch 5, FiEHIicEW»TiZY
YL Tw v, HUEHRN R STk o TR kI
ZE|EICY vt En, CtOMAIBIS L Tw3 LE
Z 61T 5%, CD20 (FHEMALCHih O B fifldTY »
LTz, B ez Eb 2w B filgTixy v
Bl Touizn &2 5, B MDD G277
XnTwzY,

* W27 Rituximab (YW £ >®)

VY Xe = 7ld CD20 I dT e/ vy AX X T
IgGl €/ 7 0 —F ik T, Mgk i i v»T cD20 Hii
ERPEIICESA L, ADCC 8 XU CDC 2 & D YIS A3
AT Y,
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L A=T2TD
T, HMEEE
eI

faiRGE

CD20fz4BH#lAE
X 4 BEHRIZHEFTHZIATIYVENYT - FoxEIY
DIERKR

A TUYERTIE, UYVYFIIYTREKIC CD20 MIRICHE

U, AFLiCEWTFL— i\ﬁU‘Ca‘i%ﬁ‘—"JﬂFtﬁz(Mx-
DTPA)ZN L TA Yy MU D LCY) EBAICEELTWST
&, Y MEDR—Y B IC L DIBIRIEEEFHT D, Rif
BERICEELTIE, YYF YT EENDFIEEEKETH ZH,
HEEEBSDDER>TWDS, T, HYVBRERET
B I L(MIN)IBHEAE, REIDOEERDHEDA X —
IVITDHDIEREBL, N—9B0LSHEE/ER
72U\,

XA JUVYENYT - FUFXt4 > Ibritumomab tiuxetan
(ET702®)

AT7VVERT - FOFLY L CD0 T E2T R
i /7 7 a—F kT, #v ez it 2 iR L
THETHEA Y7L (Mn) THERSINBMAL, =%
Mz BT 2 RN EETH 24 v P YT A (CY) T
Bk S A O 2 FMFEE L, HEKICE » T 2
oy PCHAT 2, AR OIBEICHD, v
LR B3 B M o> CD20 YU I3 B i iR
WK EREEZAA L C, koL ENSfiEZ v h X T
AR=T Ik OERT 2HNTHHSNS, A X =Y
VO TREWDHER S NI, N— 7 BRI

B filfid o CD20 HiJi & DA% AL X — & ik ic

2 BT IENIC & 0 PO R 2 T 2 (R 4)19,
(2CD33 ZfE

Tk~ —A—D—>T, HIK, —HORIFIK, ELER
FR R ER 7 E IS BSR4 B 3, IEH A i,
Y v oG B X OIRE IR AR E R BLEE O &
b)'ﬁ)o

X T LY XX TAYHYA > Gemtuzumab Ozoga-

micin(¥ 1 0% —2"%)

BRI RR T A B2 A>3, MluGEfERE2ET 5

P EIIEMETH 2 H ) r 7T ~A4 > v OFEA%E
cm3uﬂﬁétbﬂngM%/7u—%wﬁwhm%%
KB I EbDTH %, KANL, HilAHT %2/~ L T CD33
#ﬁ%%ﬁLkEmFﬁw;ﬁﬁwuﬁétfmwmum
DiAFENBIC, MlNICTEELZZA) r 7oA > vk
RO BANATEEIC X O HUIEE I % Fe 519,

(3CD80/86 1ZHIZE

Bif Y v = FiciE T Mo g basBI 5 L, 2 okt
WP R RIS 7 v L 7 v o 2 D
B EBMETH B, HURERRAYS 7 oviciE, T Milasz
R (TCR) & PUsFERAIE (APC) 261 o> 32 T o £
fBEARMHC) 2B 5 L, s 7 FviconTid,
T #MilEzRIMid CD28 & APC %[ . CD80/86 & DA
HHBEE LT 3'7,

* 7/)\% 7~ Abatacept(A L > 7®)

TN X7 ML, b G EE T VU v oSERbUE -4
(cytotoxic T-lymphocyte antigen 4 : CTLA-4) O Ml K X
A vt MuEra 7Y v OEFTEER (Fe) 2> 6 1 5 Rl &
HETHDH, APC i LD CD80/86 I CTLA-4 %/ L T
e L, cD2s Lol 7 2HEL T, THllHO
WERIGIT 2 2 LIc X DY v~ FEMZ R 217,
CD28 & CTLA-4 1% CD80/86 DIED VAV N ThH %, %
B, K#AlZ, Fc Lt 7% —Ibfied %5 ADCC JHMER
CDC JftEIFERD 5T,

2. INGFE

1) YT FIURERD FIENE

(DEGFR FO Y v £+ —UEMWE (R 5)

%77 4 F =7 Gefitinib (1 L v %)

774 F=71F, EGFRDFRL ¥ F—E AL N
D ATP FEEEFAZLIC BT ATP & AT T3 2 &
T EGFR O HC ) VB2 & R H D ALy ICBHE § %
Z kb, EMEOMIEEE b2 5 TN 2 s
ZUIHEIL, PUEEAIRZ T 2, £, WK Loz
& LT, B, 77 A, &t JEEEch s
ZEDRENLBEY, ZOREBETEHICE VT, KA
LTHOWEREZRT L I D EGFR #Ein 12 5 (exon
19 BE U212 [EE SN2 DS, EGFR BG4
BERT HEFICBLWTHHEINTL S

% T)LEF =7 Erlotinib (¥ JLE/\®)

IvuF=7k, 774 F =7 EFRICHIRNGERIC H
2583 r*F—XD ATP FEGHALICE VT ATP D&y
HEzGl I LIckhFr v F—LYOiEE(Lz
MHL, EGFR o HLY YELAHE S 1, Ml 7
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7 W | EaT e T ENE
SIREE, MEEL EEO TR, Bk FEERY
B F=T SEERE, RUSREIRERR, SIAIEL B BTISES
3 | b P
(fLyyey | A FNBRIRE | e mm Fre mEy HOEENL SEEL W
EGFR tEZEF, HLEESE HtEHMm
L | mEEmA e Fre FEEEE SEOTA &
f;f';@? e #dﬁﬁﬂmﬁ WERS, MESERERE, hEERRIETMEE, ¥
= BT, HLERS HLERD AET. AEES
(5??5?@ % | EGFR HER2 28 FrighciEz, RIEMRRE, DREE, TR, QT BRES

EGFR : epidermal growth factor receptor, HER2 : human epidermal growth factor receptor type 2

KEEROEERA VI 1—T A —LZEITER

IAREDIH S 05 & & THUBRENIR 2 7T 2 A1,
F7 4 F =7 LD 5, EGFREIBTEREZAFT
2HEAICBOTEHOWEMEIHEREI N T 228, ¥ 74 F
=7 L3R L YD, EGFREEBETEREZAGLAVEHFIIE L
THAMEDHER SN T2,

* S JXF =7 Lapatinib (¥ 1 7L T®)

789 =71%, EGFR & XU HER2 DfifaNF v v ¥
F ¥R RRIICIHE T 2 TN ¥ - EHEETH 5,
AFNT M ZEZEOMBNER IS 2 Frs v X F—XD
ATP fEAEALIZ BT, ATP OfEGIHERI ST &
kD Fur X —EoiEM 2 IEl L, mZEED H
OV YL E S T, Ml S 7 USEI S
5 EIC K Y PURE IR 2 RIS 5, 2k, AANIMINER
i Ed HER2 HHED TORBEZMHERL 2BHEHI N
624)0

(@BCR-ABL FO ¥ >+ —TFIEMNE (X 6)

P BEYE 119 (chronic myeloid leukemia @ CML) % &
PV > o3 1% (acute lymphocytic leukemia @ ALL) D —
Tk, 5o WYLtk L5 22 BYORDH A ELE L, abel-
son (abl) #8151+ & breakpoint cluster region (ber : TIWi M LA
L) B IS T DSEE U 72 ber-abl 3815 1% £ BH e fafk
(74 7 FN7 4 7HEME) BIBR SN T 02529 2D
Wl 5 1 085 T EY T d % BCR-ABL &2 H[p210,
p185 (p190) NI MUAE NI FEBI 3R 0 & 1 5 IEZRIARL F
uyr¥xF—¥T, HERNOEE LI TeT, MlEN
ICIHET 238 B X O HC Y YEBLIEE /i L i
> FNDIEEAL, 7R b= 2], iR R
EOER %5 &2 329,

¥+ YF =7 Imatinib(ZU Ry I ®)

4 <3 =71% BCR-ABL #1¥ v¥F—X D ATP &
HALIZ B T ATP & BA ISP L TRHEMEM Z R L,
BCR-ABL ¥R ¥ ¥ F—E i IIHl SN s 2 Lic kD
VBB IR 2 FIE T 27, £/, ARIZEGKMF o v
¥ — ¥ TH 5 MM R THIA T-3Z 244 (platelet-derived
growth factor receptor : PDGFR) ¥ X OV il fi [K] 1~ 52 & &
(stem cell factor receptor : KIT) IZ %} L C % BCR-ABL F 1
YU F—X LRI D HEE-HEZAEL TV
%, 27T, KITFuyv¥F—¥OBETERICLSIE
PRI~ D EALHIEIA & 22 5 T B 0 FVE IS (gas-
trointestinal stromal tumor : GIST) IZ R L T & AANZ G R
AT B, BIEE TIC BCR-ABL ICBH9 2 220AZ8 1
IZ & D ARFANAT Bt LR S LT 528, TIROH
2 AR DBHFEIIC X > THIEDHRE L %2> T B,

* ZHOF =7 Nilotinib (¥ ¥ 7'+®)

=B F =71 ATP EBAICHEHLL, BCR-ABL 1
YEFF—ERHET S LI X > T BCR-ABL FHMlLD
MNEst % 583 %, &AL BCR-ABL 717 T4, KIT &8
XU PDGFR O F v v ¥+ —¥2HET 525, KIT B X
' PDGFR 0¥ v ¥+ —XDHEEMIZA ~F =7 LA
FETH DI L, B4R BCR-ABL 12134 v F =7 &L
Mg Ui 30 i1 = BHEEH 2 A L, BCR-ABL &Y
(PSS R % FEd 52732

* &Y F =7 Dasatinib(Z 7 &/)L®)

FHF =7, A vF=7P=nF =7 LHAIZ BCR-
ABL ¥R V¥ F—X¥ 230 dZRUMFas v X F—
¥ Tdh % PDGFR ° KIT @O ATP fSAHAZIC BT ATP &
BTN L CHEEH 2R3 2 & ChlE R %2 FE i



AN

569

% 6 BCR-ABL FOY Y FxF+—TEENE(IDFE)

(2012 £ 5 AR TOERERAGEE)

A ailhiZ ENDF WRER FAEIER
CML BEEIS, L, EEEZI, EEHMm
Ph+ALL frigeefEs, &E, Ffre, EELGHRET
—— GIST B RLE EELBEE MEMR
(TU Ry 5 A FIP1L1-PDGFR« FARHERE, ERGRBER, ~avy, 7
BGIEEE - FEEERIES | 774 ZF KR DERK, BFE
FEMREE - BB | BEERNELR, MEECL VX, Mg =
BCR-ABL, B 5% B, ENHRRE ES R RERRE
PDGFR, KIT BRG], OBHEE, POE OF2
QT HRER, DOEX, EHFEARLHM, JEib
—nF-o EHIm, FEEEEm, RREE (R, B
(53 25759) h7eILE CML fERRE), BFR, FPHEEREE, =|E, L,
HRETE (DERATEE, Y VIR —7),
BB, BCZE HLEZEI BEER
R
BCR-ABL, SREING, o (AYEm - BEET Em,
SHF =T PDGFR-8, KIT, CML {LEHMm), f¢5&ﬁ?€£(ﬂf§l7j<, FikpE, OB
(27 4)L%) el SFKs(SRC, LCK, PhAALL AT, BEK, 2BWEFERE), BRPE
YES, FYN), BEEMER BEAERERE 08K
EPHA2 QT iER, D12 2AUBE RS

CML : chronic myeloid leukemia, EPHA2 : ephrin A2, GIST : gastrointestinal stromal tumor, KIT : stem cell factor recep-
tor, PDGFR : platelet-derived growth factor receptor, Ph+ALL : Philadelphia chromosome-positive acute lymphoblastic

leukemia, SFKs : Src family kinases
KEFEROEERRA VI E1—T A —LZEITER

T5, 3612, hoIERZERMFus X —X¥THS
SRC 7 7 £ —%F—+(SRC, LCK, YES ¥ & ¥ FYN)
L 7YY A2(BPHA2) ZAERF B ¥ F—EIZD0T
bIHEMREZE L, ENXF—E (2L F X+ —8)HE
K EMPEN TV 22, BCR-ABL #123 » ¥ F—L Ik
LT3, 4 ~=F=7 L LT 300 5500 2 BHEEH %
HLTWw2Y,

@VILFFF+—CENE(ERT)

W), EEIRIC T S AR o 72 FIEN3EIE, EGER %
BCR-ABL &\ o 72dh B RED ¥ F—X 7 EDRENITTFIC
EHT 52 EZ2HNIAEE SN D THo7, 26D
AL, BUEF TR LG HMEIHER S, BHEE
BELTEIDT o255, L Lo T,
X0 EVRIRE B, BRI, MiaoRiis X o
477, B - B, MEFER Ef4 OMRICBR#H L CTw»
B DR IS 5 2 & H3AlEE 2 3EAN D BT D3
&5, TLEEBHEA] (multiple targeted inhibitors) § & V> 9
BEFRD b &, W O DREXIDPHFE S i, LR EHE A
1, HBOENSTF~OERZET 5 Los, BENST
DH—TH BPURIETIE %R, Fus ¥ F—BES T

ERITRER SN BN TIEE 7 239,

%Y 57 =7 Sorafenib (X2 H#/\—)L®)

V7722703, BTG % c-Raf, 1IEHHEE
K OZ S B-Raf ¥ — €M, 76 NC Fms fkFm s v
¥ F — %X 3 AR (Fms-like tyrosine kinase 3 : FLT-3),
KIT 7% £ DRZEEMF 1 > v % F — LG S5 @55 i
HHAEICBIS5 9 %5 VEGFR % PDGFR 2D F v ¥
F— IO X Y FUBEI R & ST 52,

* ZZF =7 Sunitinib(R—7 >~ ~®)

A=F =70, ORI, Af7, Bk o IR
BACBEG-T 2 REE DAL F 1> v % F — ¥ [VEGFR-
1, VEGFR-2 £ X U} VEGFR-3, PDGFR-a & £ ' PDGFR-
B, KIT, w717 7— an=—fl#KTZ%44 (macro-
phage colony stimulating factor 1 receptor : CSF-1R), FLT-3
B L0 7l R e AR 2 N 152 A E (glial cell line-
derived neurotrophic factor receptor : RET) N D ATP & A3
fISTHAMIC ATP Ofi 2 E T2 2 ik, Fur
VX F—RIENE BRI U, ST & A
R D BRI X > CHUBE )R % T 5 23739,
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A Al ENDF PSS FEER
FRIEMRR, HRIERBEX, REWNKRRERE £
TEALBE, I, BIGERTX, FHERERREE - &8, T
VEGFR, PDGFR, T £, FHERE 2MMES, BERRX smES
FEH KIT, FLT-3, c-Raf, Py U—t, mEEREERE OBEN - DEFIEE,
B-Raf SoMitEbARL, HILEZ HIEESREER HimE
fez, RIMERGA, BRG], BEX BRe, Y3y
T, PFT747FI—KRER, ERHEIRRE
SREINGI, RRE SOE, S, EEEZIL
QT BRER, LEUREMR OFA2, LERBE
BT, FhZEteE, RECFRARIASEE, MiSMRUNLE
o VEGFR. PDGFR, fE, zf‘ﬁ'liﬂiﬁﬁllﬂl%fﬁ,. PRAEZE, %E'I‘EM%P\]‘E&
AZF=T 7 | KT FLT-3 GSF- GIST fiE 1% &% (disseminated |ntra\{ascular coagulation :
1R’ RET ' EffifE | DIC), TAD AR, RILEME R EMNERERR,
' BERL, RIRREERES, T2 FFRERS,
B|H HEEME 2HEBEfRE XT7O—EEER
B, BOERRE, IA/NY—, BAIBHETS, B
95 FR SR AT
CSF-1R : macrophage colony stimulating factor 1 receptor, FLT-3 : Fms-like tyrosine kinase 3, GIST : gastrointestinal
stromal tumor, PDGFR : platelet-derived growth factor receptor, RET : glial cell line-derived neurotrophic factor receptor,

VEGFR : vascular endothelial growth factor receptor
KEEROEERA VI 1 —T A —LZEICTER

VYS7x=Z7
(R HIR=)L®)

£ 8 mTOREVY « ALAZYFF—EE LV T7AT 7Y — LD FIENE (D FE)
(2012 £ 5 AR TOERENEGEE)

A 5 i HRESE FREIER
MEEREER, BRE BARE BIfE BR
RORIEXZ(FIBE, BRG], OWN%E 77+

IARAOULZR s SRR T4 SV —IEEER, ANTIREOERER i
(77 4= k—JL®) BERSUIES | ERE RSBRSE, RIS ETHS
BB BK YL ABE MM

mTOR mEEE, MmEEaE OBRES
RIE Mm%, EEED infusion reaction, B&ARIMAS
FLAVOY LR - P EINE, MEMERE BRS ELEEI
(h—ygue) | A% i DIPREE, Bk, . BGRm. SmE B

SE, WERIERRE, SRR
BEE. LB FEEEE BRI, 1
KAFVST | . Loz, SRS, GnE, EEnErE
(R ey | EAE |26Sproteasome|  ZRUEEME | ooy preee mmkmmETE, Rt
B B B R

mTOR : mammalian target of rapamycin
KEEROEERA VI 1 —T A —LZEICER

@mTOR VY - AL A=V FF+—CENZE(KS) MR + v RICEOG L, MlaAAFIC b b 54 DEFE
mTOR (mammalian target of rapamycin) 1%, £V ¥ + AL DAz A U CHHNER T e B 2 HIAH LT %, JE
A=v¥F -2 A L, PIBK-AKT #£#O FIRICAZE @ TI, PIBK-AKT #EEOIEELIC & D mTOR Dtk S IT
U TR I K NP IRAE, B X MEBE LR LD HEL T3, mTOR DIGHALIZHIIETERCHL 7 A b —2 A
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e %R & 2§, %72, VEGF % PDGF @ X 9 &I %
AR T D AR TUE D A, I8 NI o B S BISL,
TEMI DL - HTiAMEE S 5™,

* IAROY AR Everolimus (7 7 « = k—JL®)

IREY LRIREOED 5 <4 > vFEERTH 2, M
JINT mTOR DIEMEZHE T 2 Z LI &k 0, JEfifdic 817
% PI3K-AKT-mTOR &6 % i L C, J@flao r4d - B
Z MY 2 EAE AR IME R KT TH % VEGF D
ARG 5, o0, MW LT, JEias
O AR S U7 VEGF (2 X 2l s 7 v b4 %,
N OEFIC & b PUEESIRE 2 i 5 240,

*x7LA¥0OY AR Temsirolimus(k—1 &=)L®)

FAIaY LARIFERED T A > U FEATH B,
IRy AAFRERIC, mTOR I L CHEFHAZET % C
L CPUBE AR A RIS 24, B TH L L h s, %
HH 5032 REBN 0 LT ASA[EETH 5,

2) 7077V —LDFIENE(ES)

EAESMEN OB I NI EED DI, 28X F
v+ 7u7 7Y —A5(UPP) R03%H %, UPP RITHEIE T
D80 %> TED, 265 70T 7 — LH Dl 2 1% E
W LT3, UPP R, EHE DA AL CHl
e o A 47 75 & O MIHBERE 2 H L T 5, Efiiic s
WTH UPP R3% { OBETHEINE OFEICEYSG L T
B, MEAZ e HIE S 2 KR ithEs ey &
2 W IFER GG T2 BUCHIEE S 2 0 T LR AT 5,
X o, B 2RO E LTk hiEH S
nTn,

*7RJLT Y = 7 Bortezomib(RJLT 1 R®)

RVTVINE, 7077V —LDXFE Y 7Y VS
Hx2ET2BE5 722y bOiGHEhLCEESL T, 7o
TT7Y — L ERFRNpOMMINICHE T 2 gk D, E
BEllc B W CEE R &RE E 72§ NF-«B OB DOHH 57
TTh % Ik-BaDfEaIIHIL, NF-«B OifMEALz Bl
T2 2 LT k) PUEESR 2 ST 229,

bbb

AR, D FREENEEN R 2 CERIREA SN, ZOa8EDS
OIS L6, SHBOTELR ZFRIRE IR
INTw3, ZORELRMRFCHTITIBZ 2701,
FEEEED § 250 2 RKIRICFHE S 2 X, Z Dl
EHEAICEDL ZLIEDBAATH DD, ST ENHELES
TROSREAEHRIIN L THBEUNIETE S L HM

DOFELIFETROOENT DI LIZE I EFTLR Y,
COBEBEWERTIICEHZEINDET, —ATHLE L DHE
EDNYTEREOREICHEHIP NS Z L 2EUTkER
W,
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