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A2 Z|LHEA AAH A (small molecule kinase inhibitor)e= A& MY AZ(signal transduction pathway)
£ BACoz B2 H2 902 AP EZ AXA 2t stof AF2F 7|LA AAH= 25 BFAZA,
2001H 2|22 £9Ql=l BCR-Abl E|2Al Z|LIA| 2AA|A|(tyrosine kinase inhibitor)?! imatinib (S|,
Gleevec®)0| OHY B4 wiEdy Szj0f|| EHYSH A4 EE 2O0|TAM A|RE|UCt 0/0f 2003 LM Z
HI| A1} £~83|(epidermal growth factor receptor, EGFR)2| E|2A! Z|LIA| Ax|A|Ql
gefitinib (O[2{IA}, Iressa®)0| HIAMEH Q0| SQIE|UCH 1 & A& JHegBM S o 300 Z2f
A7t MM F2 SAAZ AREED AUCE

>

Ao

Zt(small molecule)2t FSiQI7}?

Hr
>
rr

E22120| 900 daltons O|aHAMZHO 2= 600 daltons O|5HQ |R7| SEE2M MZELUAS A

ME W 28 20 =29 + UL 2oz Azs d=¢td B (HYE E= it )0

A

A5 M AS ZHY(cell signaling) S HAQo &= Tt 7|58 HHEIA|F|= effector (RFEQUZ)RA 2
Aer0| 7tssict.

Kinase (Q4tgts4)zt 221217172

Kinase= ATPQ} Z+2 10|z  £2(9] QIASIEES (phosphorylation)S  Z0§5Hs QARSI EA

I B8 F=0f oj* 28 A4S Sh=tl, kinase
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NEW DRUG
CRITICISM

AProtein kinase (CHHZ! QlAISIS 4)
Protein kinase= CtEHZI0| OIAGIE E510] CHEHZIO| CIAFSH 7|5 HSIE AozZICt o2 S0 Chu
o

o
Aol 288 37t E= Y2AIZ|L, get £ EaAlZI7|= St EYst ME

—LI

2o 2A=[AZ]7|%= st

CH2 SrZTlo] 4BRES Al EE @AY 22 YU

[ | —
017t Q0= 50000 Z2| protein kinase?l U=, Ol= HH| SHALQ| oF 29%0f ST
0l248t kinases= ZA| Ql7h THHZIOl 309% O|AS HHSIA|IZ|, MZE L AMSHEZAZ(intracellular signal
3

Protein Kinase (&2: www.wikipedia.org)

ATyrosine kinase (TyK, E|2A1 7|L}A|)
Protein kinaseQ| &t ZF9l tyrosine kinasee ME W ATPREE Tt 749| QIALY|E tyrosinelf HE st
M= 7|58 ‘on’ & ‘off St =, St 7He| QULtV[7} tyrosinent ZEot= S THEHRAQ| QlAE2t o=

Ct. o[t

—

o
[e][l
B

Cl, ol ME W M= HEN ME 2355 2Est0] ¢ MES 43 S0 328 9=

0.

S5 tyrosine kinase EAS ¢ U ZpIIS Ws S Yozt

Receptor tyrosine kinase (RTK)Zt FSi0l17}?

QA& 2IFO0|A ZA=0| ZUSHH MZEI| A= +EAHE Soff O|F QA|eCt 0] +=&8A= 3AA M=
2o =2F MZE 2 R&2, MELY S F&2 2|1 MZE U £20] U=H ol

241 7|t (receptor tyrosine kinase, RTK)2b StCt RTKe| MIE 2| 22 £% ligand?t Zd&st=

FE0[0, ME U F22 ligandof oI5t gdstel =S ME U2 HdEsH= 7IsS St

N

f
RTKOl= EGFR, VEGFR, PDGFR S0| AL} HFE9| o4d ZU2 Olzfet MES| YAl 4Hsde
HAAZE RAEA Rotd AEgstEls S HOIStHAM US| =l=d], ol2fst d&2 F 7Rl &t
gof ol RELEL;. H HHes 28 AAHU 22 +EXH0 ZYste ligand9| 2HLTOICH & #HRl=

RTK €7| Mol SAHHO|(mutation)O|C}. Ol= ligand-£=8%| ZAT0| O|R0{R|R| UG2tE RfH|ZQl &
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NEW DRUG
CRITICISM

EHz|2AO BE 2, AR F|LA| AHF|(1) @_

o2 ME W d&4=IF dEE= 2E 2Tt Ml BiRi= tyrosine kinaseZt M|Zo| TSt 7|sE &

0

et 2Z ChEATo] BN BRI BYS WS HoICh

Receptor Tyrosine Kinase (&4: www.mdpi.com)

Z0jste BARM ATPE Chi
29| tyrosine &7|(residue)2 O|=A|ZICt. nRTKE ME LW 7|5& ‘on’ £& ‘offstle 28S SHHM ME

of g4, 34, 28, 72, 0|F, ME AtZ(apoptosis) & ME U 755 ZEsHCt

Nuclear factor

Cell Proliferation

RTK and nRTK (£*: www.mdpi.com)
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NEW DRUG
CRITICISM

EHz|2AO BE 2, AR F|LA| AHF|(1) @_

RTKOl= OotH SJ7} /U=71?

AL Mozt ~84|(epidermal growth factor receptor, EGFR)
EGFR2 RTK & 7t& B2 952 HAQUR £EHZM I MZES| HHO| Yale|=H|, MEZRI| 28 &
At A (class)Q! TR tyrosine kinasel| G&QIA +EA|T(family)Ol £t EGFR2 HER (human
epidermal growth factor receptor)-1, HER-2, HER-3, HER-4 S 4| 727} QIC}. EGFRQ M= 2|
domainOi ligand7t Z2&5HA =P tyrosine kinase?| &4 S M =, ME U2 MEGZLSIH A
£|0f Of0f el LM HZO0|LE SA4], MO|7F LOjLtct,

EGFR2 EGFL} TGF 59| ligand2t Z&3stH homo L= heterodimerizationO| =0 1 5t9e] A& MY

HAE 2-dstAlZ|0, PI3K-AKT-mTOR Z=Z 2 RAS-RAF-MEK-MAPK Z2E Solf MZ 34, MZE 4Z,
A

S A4 Y HO| SO| EHstECt

= -0 =

Extracellular Growth -
Faclor > R Cell membranea

Growth Factor Receptor
LEGFR and EGFR family members)

P13 KINASE
(PIK3CA)

Cell Proliferation, Cell Survival, Cytoplasm
Invasion & Metastasis
Tumor-Induced Angiogenesis

Mucleus

EGFR Activation (&%: www.nature.com)

Tt AMIECS| EHO| EGFRO| Y& AMES ¥ 23 &
22 & 66%0|A EGFRO| HUTIELC} 0|20f ofz] THAOME L +EAQ &Y S7t7F 2Lt
o

L5t EGFR H|AMEHHNSCLC, non small cell lung carcinoma)?| 2F 50~80%0fA npeaig

8
I
Uz

EGFR-TKI (tyrosine kinase inhibitor)& EGFR intracellular domainQ| tyrosine kinaseO MEfH o2 ZHEt

Stof ATPZt ZElste AS HAY22ZMN St9l UZFZRE LS Y A2 gefitinib, erlotinib,

—
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NEW DRUG
CRITICISM

afatinib 0| QUC}.

AYR LYo MAOIZ} £84|(vascular endothelial growth factor receptor, VEGFR)

VEGFOlE= 6712|2| OFH(VEGF-A, -B, -C, -D, -E, and -F)O| & U1, 22| ofyat ghSots $E4
= 37HAI(VEGF-1, -2, -3)7} EATCtD L2{A QUCE VEGF-AE VEGFR-1, 28 SdliM As MY HAHE
2dstAZ|Et, Ol g2 UIMES S4, 0lF, d&S FAZIY. E£8H VEGF-C2F D= VEGFR-2,

VEGFR-32 2&5t0] 4 oz & g2t ddS wE6C 12(1 VEGFE HYUM =2 LELE,

0| & VEGF-A= CHE Of&of Blai £3] & =2 UELD, O|F =2 VEGF-AE el 4oLt 2

ocooc=2

0gt

F=0 2 F&S DIRICE 0l0f 220l MEY E= 47 ZY2EY AN S22t 20 VEGF
o

|10

| AHE 2HoZ st= HZHZ|2J} AlRE|D

= =/

AN
VEGF= Aldgat 40| 7t 2% dgE sh=0l VEGF 0[2|0|= FGF, PDGF, PIGF (placental

o =2u o O

growth factor) S& ZAECH VEGFQ AMSHY AZE EGFR A2} H|X5IA PI3K-AKT-mTOR A2 2

ofm
:Olg
ne
2
rc
il

RAS-RAF-MEK-MAPK Z2Z

I

Endothelial cell Proliferation, Migration, Survival

Tumor angiogenesis

VEGF and Tumor Angiogenesis (2% www.jtd.amegroups.com)

EHz|2AO BE 2, AR F|LA| AHF|(1) @_
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NEW DRUG

CRITICISM BH22AHQ ZE A, 282} 7|LEA| AAAH|(1)

@_

A& ZE(signal transduction)O|2t LS1Q17}?
dutdoz MES 7to| HE w2 2f QRHMHYRIA, MFXEEE, 222 5)2 =TIt M=o =AY
st FEA0| QAZHM ME U2 JY D OYet Z22 Soff A27t af W2 MEECH 0|2 Qs Al

Hoto| ElbY, 28HY = HI|A AEfRE MIZO| CHAL, &2H|, A, &3t = 2
OIx| MZQIZHgrowth factor, O: EGF, VEGF, PDGF, FGF £)9 Z<, <
VEGFR, PDGFR, FGFR &)2t Z&ol0] &gt HA Mol 4t 25t 28 deS sttt 2Lt

o ASO|M= tyrosine kinase?t =0 AHLE MHESE|0] 2E 7|50| AotzH £3%

o
> 4>

UL,

40

o

4Lk
lo

|2
L RTKQ| tyrosine kinaseZt 2-d3tz|™, O[SA[(dimer) JOIM AM=29| tyrosines QULtst A[ZICH Ol Z

= tyrosine?| QIS M2 MIE 2/9] =0 Oigt MEE M W2 dEste 7t 28 1E0[ Eoh

S ZAH(ligand)Q! SHQUAZE RTKE ME 2| 220 Us +EH0 25 ME(cytoplasm)

o

Ligand-binding site

Pty

-

Rm}:ﬂnr mﬁ:lno

kinase proteins
CYTOPLASM

mesponse 1

e P . P | e
e ) o i,

Anﬁ\ratié tyrﬂrsinu Fully inli'u'ltld receplor
kinase regions tyrosine kinase

Signaling Transduction (Ex: www.quizlet.com)
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NEW DRUG

CRITICISM BAHRZAHC 2= 2 A2} F|LEAH AAH|AH|(1)

@_

MSZHELAZ (signal transduction pathway)2t £21017}?

MESHYAZE F32o2 MSE o L2 MYSt0] MEel SAl(proliferation), £3H(differentiation), 0|F
(migration), d&(survival), F2f(adhesion) 2 CiAH(metabolism)E &7| {IE0Itt. HUSHLFI2E HIE
LSO DR Cist Mo MG At M2 HAE 0 45 28s5t7| W20l thesty E4Lh Thol 2-8at

o -
= Ck=Ch

ZQ MSHMEARE= JAK/STAT B2, MAPK/ERK ZZ2 50| =h|, JAK/STAT 2=

protein-tyrosine

ASES

kinase@} ZA} QIZt AFO|E ZIY™ AHZAA|H protein-tyrosine QAISH= A} QIZO] 2|2|Q} 7|50 IS &
%

T}, 31 MAPK/ERK ZRE MI E0I} 8 AjO|2 ZF¥MO2 QIHSZ0|, 2ZHO= protein-kinase

4 B-S0f ofsto] SHOjA HAF QURtol QLtet7t UO{LHES BT

Plasma dimer
membrane

Cortical actin |
cytoskeleton

* Proliferation * Differentiation  * Migration

s Survival = Adhesion s Metabolism

Dutput.i

Signaling Transduction Pathway (&*: www.nature.com)

F2 MSHMYAHR(signal transduction pathway)2t £2Q17}?

AJAK/STAT 42

JAK/STAT A=29| siAl Q1= STAT (signal transducer and activator of transcription)
(Src homology 2) =00l Z= AAt Qo] YZ0|ct,

JAK (Janus kinase) +=&x= O|F|(dimern)2 &[0 U=H|, BHYAl ligandZt §ls W=

CHef eI, SH2

M2 20 AT
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NEW DRUG
CRITICISM

nJIOII

7t 29| cytokine St 22 ligandZt 2t = O|FA7F M2 7| €Lt JAKIF 24
ASHO] STAT CHHZO| REED ORIVIZZ QU4SHEICt QILtStEl STATZ O|HAE ddsta dHe= o|lsd

Z U ==, o2 0|58 STATZ DNAO| Zestod HAE AT}

JAK/STAT A=2& ZZ SOCS (suppressor of cytokine signaling)Lt PTP (protein tyrosine phosphatase)

oF Z2 A QRS0 Q5 2AELH, FCHHQ A= ubiquitin (Ub)ol| Q5 JAKIt 23iE|0{H2|7|= &t
Ct. £35] 0] SOM PTP= AYS| Qs oA E0E 2t O JAK L& STATO &4 HA| A
4 QUCH

Proteasome ©°

C—

%

Nucleus

JAK/STAT Pathway (&*: www.nature.com)

AMAPK/ERK Z=&2

MAPK/ERK dZ2= JAK/STAT ZF=22t ORIIAZ BA0= ligand?t M2 oM UCE £=E30
ligand7t ZglctH O|FAHE Ydot=dl, OIFA7I FE=H £EAQ] ME WE domainO| QI4HEICH
12{¥ GRB2 (growth factor receptor-bound protein 2), SOS (son of sevenless)?} Z2 CHEHZIS0|

0|Zd2 QIAISIY RAS} AS28F oA Zl=4|, 0] HAHM RASE GTP (guanosine triphosphate)E 4

CHEHZIE S CHY|M o2 SHYSIAH 2|22 =2 ERK (extracellular signal regulated kinase) HHEHZIE 24
shlAtshetezn & LHRE=2 RS £~ QUA St s LHE=Z S0{Z2t ERKe HAF 2E Atz 28g &

ME U AE 2 7™ 2oz CE 2010 ola] MAF 23 Axpt =2EE + ULt O]

£0
nl
T
-
2
_l_
r°|'
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NEW DRUG
CRITICISM

MAPK/ERK Pathway (&x{: www.nature.com)

API3K/AKT/mTOR 22

GYAAIE M BHO| 2ol CHder 8|2t 2get = ME T2 tyrosine kinase/t Egotz|0] &Y
gt A& PI3K (phosphoinositide 3-kinase)?t EAE &dststezM NI W=z MEIt M=t MYE A

30| osf MEoz AL &MsHEl PI3KE Akt (protein kinase B), mTOR (mammalian target of
rapamycin)E &xtd2z 2dotAl7|0, YMELl SAl, E3t, ME, Ol L CHAIO| 20{sH= CHuHRol =

= gttt

M Tyrosine kinase
receptor

PI3K/AKT/mTOR Pathway = 30?9C ffpr:‘:m;;
\

y

(31 www.nature.com) & IProhferat:on cell survival, ang:ogenesisl

EHARAQ BE 2, A2 7|LA AHAH () @_
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NEW DRUG
CRITICISM

BH2|RAS BE A,

AR F|LEA AAAH (1)

A ZILHA ARl A1)
LM HY, 23t L ME0| AN MSHYER| &3t 2% IS oSt=tl, 0| 225 43t Al7|
= £2% 0P EAS2E E|IZA F|LHA|(tyrosine kinase), Z2E|Ql 7|LtA| C (protein kinase C) &
Farnesyl transferase 0| U204, O|2{st 2459 &84S AA|st= BEHXZAS0| Y= A= A
ct.

AE|Z24 F|LIA| AA|A|(tyrosine kinase

AMES| F¥0ls ME HBO| ZAst=

Tyrosine kinase= MZE 2| ligand?l MZAZEE o

SAO0|Ct, EGFRO| tyrosin kinaseQ| #0f &35t= CHEZA MAQIZIQIH|, O]

o
EE:E

2|29 tyrosine kinase 2AA|A|Q! imatinib (M=

YA SME BH
%

(0]

o 8

fO| J¥stil ASstH OIS

Yol AL +~E%

inhibitor, TKI)

TKI

Inhibits HER
kinase aclivity

Phosphorylation

14
Akt F»

sCL2t

Tumor cell
survival

o gtz

SFO ol mEECt

hY

Tumor cell
proliferation

Hu

o
w2tM tyrosine kinaseE zfth

20| FYHoz ZEelo 0|Fo AMSHY HAHE Q
BCR-AbI2| tyrosine kinaseZA{9| HgtE 2}tt5t0

0ot

b

o

Y. =24, G

gyt =827t o 2T

Apoptosis

®)

eevec

MBHAIHM MBI el 2 otgo

ek 2HS LIEfHCE

o
[

HESI0 2237t BASEBN HE RO ASHUHE EASHA
Yozict EHz|ZAC| UEQ MSHLARZ MHE MR} 48
Ao BAEIE ATEtoRN AMEO| HD S o)

G, arrest

-Abl tyrosine kinase2| ATP
2H
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NEW DRUG

CRITICISM BHz|Z2HO BE A AR2F 7L AAA|(1)

1

ACIE HA 7|LHAY| AAAM|(multiple-targeted kinase inhibitor)
7|LHAl AAAH= ARl WY 7|, Asstd MEld, S sHF0 et FA SHES JHX| 3 UCEH Y

o
22 o2 U=HI0| ofa LUSIEZ ChE BEA 7|LIA| AAAHZ CHfst B S AASh= A0 dyHe=
8

OFA| LHEoll CHAME THOf BlsH 2S 4 UCH 2Lt Tk 7|LHAl AAAlE chdet

J
U
1
s
(X
J

tu
i
o
_O'ﬂ
|0
tu
2
J=
ox

J0| oj 4 QUck,

TR B3C IO JEC s 10 1P

raCEsmor

Pecepanr For ool o imion

- TyITsing e Sares ghad

e o ol 5 dlivae
- Mty
Sl i TR e

-
p ¢

Troweh Bciod 1 it TaCss oot Eac10e
BLENS W gl SHNGRL 8] Mk @ sarLle Ao e
for coll &0 cavide EROCH] v ST i} 1 il

s i = ol [P

> 5 bt gt - . .
I Tyreadesy bindcn —}— Muin Tkl
& *— inhinaoe srop ?SF:I_ :
H‘ulull-‘}wull o s
PV
*— T gong
s Call

[

A

Single-targeted TKI and Multiple-targeted TKI

St MM A|A|(angiogenesis inhibitor)e $S1917}?
A2 AMM(angiogenesis)
ot MM J[Z9 DINYUCZEE MEBR M0 M= ¥z, JIHHoZE Hfjoto] €Y

bryonic development) Al, &x2| x|g, 7|42l 4| HAY| ASe| #Hst wjot oLy 1

Q]
ZUOME Aol LO{LIA| Q=0 it gt A1Y0] A 2He=2 ZHL|Z| Rt YHoZ AL

—
[}

ox
or 3
2

)

0x
oN
olr

FolAl &8 olg] 2SS UozZIct HT AlMo| iz 2ozt FUZER da MeZE i 7|8 9 Al

=2

-_Ill_l- +_|OH, 3Ei-_'lll|- I_lAOHAO-| _Llﬁ: o, O o r O 2w — _|I-E_]||- 2Elil_l-, [ e | o, 10 r O
g, =rdA dwr3SAS, Y 29Fg S0| A=, AFEY 2 WY FSY 2, A4, M =
S, S=d |05, AR IFY, (=5 &2 D51 ZE0| A2, YMES| it Mols HEAl ¢
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NEW DRUG

CRITICISM BAHRZAHC 2= 2 A2} F|LEAH AAH|AH|(1)

1

o%l‘

2ol g MdE2 1nYYS Foto J|=o YUSRFRE ZM 0| HoLPte HYES S5t oLt
Of, 0| 2t ¥0|Z2= AASHH LYS IEHSE = & UACH Y22HE b MY A=0f tfet g2
2 7|29 g, 55 ZMEY =9 ME™Y =2 7IAHY0| ZoiEl, O ¢g2 & UL MEIt 2=
FEH Lot &= ol Olseitt ojnf Fof TE= M= DNA g2t MEESHE sto] 2o 0g=tt M2
= 0| AYEH VRS S 29 A (loop)E Y ISHHEM GO AYS HA Hst Pz
YS Aot DRRYHeZ BMYR0| J7|AHY E= a9 MESO| Qdl 2 MMM d5t 2HEH
e sttt

g Hd2 TY0 F 7tx| S28 s skt AMe L2 S MOlE 0|z SYQ 9 L SA0
2%t Y MAE Sgcts A0[1, SMe SYA| AFEE L ZHE SO0 H0lsts 2MEIL N
=AZ S0Z & U= 7I8E FOf SHEIF 2F0 HA MO0|(metastasis) 7t =|AH SHLt.

O ) Normal cet @D Biood vessel with pericyte
(O Cancer col “ Apoptosing, necrotic cell
@P) onvisng co

Angiogenesis (Z%{: www.nature.com)

LOIA HtH A (macular degeneration), YA Aok (diabetic retinopathy), R=0(Q| QUOHZ  AlAK
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NEW DRUG
CRITICISM

X
3
ar
X
2
m
~
IH
<
=
Ul
o
ol
I—:.Al
L]
X
&
H

iioll

iy
I

)

J
ot
<+

ioll

ar
oju

<d

1
ol

<

=
—

A7l E-OICE VEGF

2

o UWOMES] g3 A E= ME AMES REShe

A, o

=
=

o0, O2f 7t LMIELOH|A

ol

LHIMZE 2HESHAl

—
2 dZAx=

ot
=

OZ[7| WZO0f LHI|ME =R (survival factor)?t

N
<J

.

G
el

]

f

K

UL,

=4

VEGF, Ang-1

s
—/ -

= integrin,

20{5f

7= pericytes, MI-MIZ 7t ZFHo|

AL LHIMIZE %

o 0|59 AEAHE

o
—

Of S7t=l7|

= EGF, IGF

0f, VEGF

Ct.

=
S

AA|A|Q! angiostatin, endostatin, thrombospondin, interferon

Aste gt A

=
—

| Lhof

’

SRy

7tAIZ

A Z0|(metastasis)

=

Hof2t AMEI LA SYLUZFE F2l&[0f

SECNERELT

tol 2

SAIZ17] %5

SEAF
S

af

1o 2

Al 25t As A2 HIZ o Oof

5]

o

o

iy

ojny

A

b LI M2 A 2HQIZH(vascular endothelial growth factor, VEGF) A

bl
—_

|

AZ

|
1
o

HIO|ME BHO| A= VEGF £EX0f ZESIHAM tyrosine kinaseE ZH/ISHAIA

.
o

= 3
— =2

VEGF

7 AN 3

S
=2

A bevacizumabO| UL, SHHHHM 2|Z2A| ranibizumabll aflibercept

b

=1
o

2/AF22M

O ALt

=
S

0| 2@ kinase inhibitor2A] sunitinib, sorafenib

=
S
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NEW DRUG
CRITICISM

' ziv-Aflibercept ,—I

HAH2|2Aol RE A, A22F 7|LHA AAAHI(1)

¢ Bevacnzumab‘

Ramucirumab
e —

(40292209022220202 8829299292

$5555555535555544%

=Uoll=
EIZA 7| A

HH0|| Tel AtMi5] &7

A

M A

VEGFB
PIGF

y

PEPPPIIN

955594

NP1 VEGFR1

glis

VEGFA EVEGFA

VEGFC VEGFC
VEGFD VEGFD

LA AR At attd Abots
ss\\s\ssssx\ssss\sss AN

VEGFR2 VEGFR3

PF -03446962

TRC105 | GFp

'

CD105

Lr2157299 —|ALK1
TGFBRII
Endothelial Cell Regorafenib
Sunitinib
Sorafenib
Axitinib
Pazopanib

Migration Proliferation Survival

Angiogenesis

AL ZILA A AL A=712

O

0000&0 Jaooa¢ PIPPIP

5555558 Basassss il asans

Demcizumab

MEDIO639

REGN-421

—

Di4

Notch I .

b baaante s e st ad FESSS]

AR

Tie2 PDGFR FGFR

Permeability

Angiogenesis Inhibitor (£*{: www.nature.com)

FolE 3 ©E BY F|UARL Cis BY F|LA| JA2 2/ & AL CfA

(T AEAF 7 LA AAH siED
o |4 g4 AEY A RAL F2 A3
QS guEy, 2
A 7|1 2Z9K(GIST)
ini 2| A ew riEgec '
Ber-Abl Imatinib =24y LHEE|A WM Tl oA
871’4 I2HRsS
Nilotinib EIA| LIS LHIE|A OFA DA M S
Radotinib LHENS t2(22) DSyl
EGFR Gefitinib O||AHY OtAE2hA| 4| 7} H| A M 2T e
E_I_|»O|
= | EGFR(Erb1) Erlotinib EMEHY 2% HIAM I QF, 2|2
EGFR(Erb family) Afatinib A2EYY HiZ Aol 25t H] A M| 2
EGFR T790M Olmutinib 22EHY Sto|kE A M 2T R
ZoHQ| Osimertinib Et12|a OtAE2HA|H| 7} H| A M| 21| QF
ALK Ceritinib Ato|7tCjope | LHIE[A H| A M| 2T
EGFR(Erb1/Erb2) Lapatinib EO|HEZ LHIE[A sy
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NEW DRUG

CRITICISM A2 ZAHQ BE Z, A22F 7|LIA| AHH| (1)

JAK 1, 2 Ruxolitinib A7HH|H LHIE|A =THRAS
JAK Tofacitinib AR A 3lo| At Z20E|A

BRAF
serine-threonine Vemurafenib Agzto A 24 SMZ

kinase
PDGFR(a, B),

VEGFR1(1, 2, 3),
KIT, FLT3, CSF-1R),

RET
Raf kinase(c-Raf,

mutant B-Raf, wild
type B-Raf),
VEGFR-2, VEGFR-3,
PDGFR-B, Flt3,
c-KIT, p38-alpha)
VEGFR 1, 2, 3 Axitinib Ql2t0o|EtY 2}0| At ALM|IZEQF
VEGF, RET, BRK,
TIE2, EPH kinase
receptor, SRC Vandetanib FtoAALY OtAE2kA|H|7} Uad 2

C}= | kinase receptor

o IINEY, WY

O [

AMESY

183
>

S}O| A}

3
[=

Sunitinib

ox Hd0

Sorafenib SIALEEY Hroj MAEQE ZEM[Ee 2t

OFd D AABHE ] A
_ .. A'“'l oll o=2T o120 H o
BCR-ABL, SRC Dasatinib AIZHO|AMdH Hl Al of| A om0
RTK, ALK, HGFR, I ]
c-Met, d’origine Crizotinib 20|z} H| A M| 2T F
nantais receptor
VEGFR(1, 2,
3)/PDGFR
i (@, B)', Pazopanib HEZ|JEH LHIE|A MM It
FGFR (1, 3), Kit Itk,
Lck, c-Fms
VEGFR 1-3, KIT,
PDGFR(a, B), RET,
FGFR, TIE2, DDR2 2A4AYY AdE 7|
' ' ' Regorafenib AE[HHA Ho|o '
Trk2A, Eph2A, 9 e ol AZY
RAF-1, BRAF,
SAPK2, PTK5, Abl
W E|FFH(RF7| 0| Al HE BF
. WEZIE  of {E|ZH(Z 7| O] Al H & &t
Everolimus e LHE|A ), OlILE(FY,
mTOR ° ANEY 5)
7| Sirolimus 2HIHE A 2}0| 2t Z7|0| A8
= Temsirolimus Eold=z 30| &t AN ZE QY
e =42
H HH| = OFA !
Proteasome Bortezomib HH 0| EF il oEMZRnZ
Histone
Vorinostat Z2AANE Aoj| AL o8 THZ 2Z=

Deacetylase
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CRITICISM BAHRZAHC 2= 2 A2} F|LEAH AAH|AH|(1)

2|28 gHlel e =&, KSBMB NEWS 6235
7|Ef QIEY 2=

©Copyright All Rights Reserved @ Korea Pharmaceutical Information Center Since 2000



