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NCCN35 75 (NSCLC)i 35 (18 3k K 45 5/ 45

BT ;gzgz; e R 5 GeA iR
EGFR KRR [l N TR R AR ARA N/A
ALK H PR b At N/A
KRAS HRAR AR H N/A
ROS1 H PR A At N/A
MET BRI ARA N/A
ERBB2 AR AR N/A
BRAF PR PN N/A
RET FE R A At N/A

or: 1. EiREH B H TNCCNISR (NSCLC) i8Nt . Hrh, EGFREiZE(EAFR TT790M. L858R. S768I.
L861Q. Exon19del. Exon19ins. Exon20 ins%5%745; ALKI® 3% {H AR TEML4-ALK. KIF5B-ALKZfl& 948, ROS1
M E AR T CD74-ROS1 4 fl 45848, KRASIHF#E AR TG12C. G12V. G12D%%748; BRAFIH #E AR TV600E
LHRAR; METIR GG (HA R T4 DUy 1 RETWA G (H AR TKIF5B-RETE /A 548 ; ERBB2iH i {H AR T-Exon20 ins

2. AN AR 55 T o P 4 A DR LR R 8113, 5 BRI 45 SR A% L PR AR AL 41136
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EGFR
ROS1

BRAF

. ARBEAERRE X

ALK KRAS
MET ERBB2
RET AXL

o, BN EHE (ALK, ROS1. RET. AXL)

o, EEP B (MET

HENRREEFFAGR R

RIUEAES

e ARG B 25 SR

Wi .

2B FE i BCA R HH EGFREIUR R A,
e PSR GEAM. Frol TR 4
Thae At ) 25 5545 B
EGFR TKIsSKL M Y AU, R TE 54

B R 2 ER AR 40 fifi e (NSCLC) %5 D) AH 5% 1 ik [ i
R LML AER R, Ko RER 2T AHEWF

HETABI# . T &A KN B EGFREBURRAL, — i Ut Ak /) 41 ifd fii g 28 35 %

//\rﬂ%i EjEfE}EHJJE m,@ rﬁ%%ﬁ

THEH
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B RAK I 55 R
FEH TREAR 44K ARG Ko g R
c.2369C>T
N/A 5
p.T790M A
Exon 21
c.2573T>G N/A AR H
p.L858R
Exon19 k55345 N/A AAH
EGFR
Exon19 4 A\ 248 N/A A
Exon20 # A\ 2845 N/A AR H
c.2303G>T
N/A 5
p.S768l A
c.2582T>A
N/A 5
p.L861Q AR
c.2155G>A
N/A )
p.G719S AR

B R R AR AR http://mww.repugene.com

eSS L)

EGFREZMZE, HEEEL10%,
T MNA35%; HAEGFR T790M
RALF5%

EGFRZEZHR, HXEL10%,
T MLI35%; Ho LBS8REAL
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EGFREA M, HEEEL10%,
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Exon196k 4 5845 4] 1548 %
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ETMZ135%; HFHEGFR
Exon19#fi N R4 411 %
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T MA35%; HA1ST68I5RAFL)
51.5-3%

EGFREALSIA, #EREHL10%,
TWMLI35%: HHL861QRAL L
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EGFREAMZE, HEXEL10%,
TEMZI35%; HPG719S KA
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HH FEAR 4 TR RAHIAR  Fardll 2 R A% 1t B H NPT N
W—f e e o =
B R amge. LREE.
ALK H R Al N/A & ALK& 5 A 4% 493-7%
A fib & A fili & R LE AR 2 Brigatinib®) . %=/t (
Lorlatinib%) ALK TKIsf#/#
ZRE L RITEGFR.
c.34G>T NA o it e R P KRAS AR #2928y ALKETAERUINSCLC %,
p.G12C . 15-25%, HAFGI12CRAEA) H42% W AES 5XTEGFR TKIs i
7
. %R L KU TEGFR.
TR R PKRAS SR IIR 20y :
c.35G>T NA Sk 15.05% ., HehGIVIEL b ALK LR INSCLC %,
p.G12V . .y v A g% 5HEGFR TKIsHIfit
KRAS 4
. ZRAEZ K TEGFR.
T 5 PKRAS AR 20y )
c.35G>A NIA i 15,955 HGA2D AL & ALKHFERINSCLC %,
p.G12D ~ v A= A% 5% EGFR TKisfiit
17%
7
.35G>C it iR H 3 P KRAS [ AT AR £ ZRAEZ R TEGFR.
'G12A N/A ARA H H15-25%, HHGI12ARAL) ALKEF AR FINSCLC 23,
P 7% ft % SEGFR TKIsi i 24
ROS1 RS N/A A ROS1fl& K EMZH£2% o} T s S SRR
METH 3 R A5 292-4% ;. #5ii ”
EGFRE;@%’}/EJ‘-’FHEGFRTK];%E XM E U, 2
MET SER N/A FA , - EGFR TKIs 375 1 i 241 [X]
e B BIEEHEGREED, METS e LT N
PR £15-20% )
ERBB2 A% £12-4%, K N
. R H/: il #8533 X Trastuzumab .
ERBB2  Exon20 i A5 N/A K ERBB2 204MEFHE AL & ‘ et
Ry B )6 S U
83-100%
A799T>A BRAFZRASHIZE H1-4%, H StEsidE e . kR AR
BRAF c.1799 N/A ko j;E‘b 2H H AT HEZRJE . R E B R
p.V600E V600E R4 155 % J&
_ - XFCabozantinib.
RET B[R Al N/A H i RETH: R i & iR 291 %
Rl fil & Ao H Jits i v L R i G A0 4 Vandetanibs i

feom: 1. AHSROTHER S B R, FEAE/ NIt (NSCLC),  KZ172-90% RS i A EGFRI R4S, HIEGFREFAAY, 1
[ A FHEGFRARAZEF M 151550%. 5 AAEGFRIGEVERAZR AL/ N, EGFREFAMXLEEE, HIFEE
SRR AR BUR . (HIREGFRAADIRE AR, JEIsH Je S5 th ] HI 58 — /58 =2k IIG )T -

2. LAt A5 HINCCNTE FE B o (1081 A e i 7 BB RAR (A 1 - A IR s Pl A 26 (8 (S IR ZE R 5138 B
MIRRAL, JFEANSBRIG, LA ATRE (75 U1K S AN A il 45 S5 AR A (A AR
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R H|F
JE[H S8 4, A% S5 ] 8 25
2351G>A . s ~
ERBB2 ¢ 0.45% A AT B AU SR H B B 2415 B
p.R784H
3505G>T .
MET ¢ 0.49% Tk Sk [ ST X e 7 50 50 25
p.G1169W
3691G>A N . N .
MET Cp 123 0.43% TR SR H1ERF ST XSS H B B 2415 B

$eon: 1. BANEE G OB RS SCIR AN B e, AT RERI SRR HER I 2578 SR, (B 1 T RSSO b T AW AR R 5 A R IEY
Bty XEeR M5 SO BA EIRCWANAIT IO H R, BAIGYT J7 5 R 253 Bl R R 2R 7 o vt

2. ZASIE A T AR (SRR E SR LR RURAR, WA, LUK RER)PE UL 57 M R il 5 4 R AR A
R, SRR S R R AN YRR, WHZFE D ARAER P
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o 0 B >

FE A48

il A — i DL IR, T AR AR AT R B AR, RYE P ERE G B, B £ SR E R AR
RoHEEAT, ZREEESILRE ZR A . v 32275 /N i i A E i s py f 21 21258, e
80-85% AR/ NHARATIE . 1T/ N R AT ) AR A 2 8 KDL, R B E N QA . B
TR, AN A, R RAEREE 2SI, I BB AN R 542 (1 (3 0T 29 ) SR BLAF A2 22
5o PIAER AN AR T A i A 0 2 748 G ATAR DN, A B TR IR HES T . Bl Z(RIATED)AED
240 e 4 1) P 24 S DR DN - H AR P AU AR — AR P BOR, - REP™ A2 2 08 v T P IR L, AS M AN R SR AR R 2
F R R A 5

AR WA Fr 5 A /N s B 1) FH 245 25 DDA DG IO R R, MU FENCCNTR B4R I8N KA, LLWEGFR,
ALK, ROS1ZEH WAl SR Eh LR, 30 0045 55 40 [0 HI 25T 25 A0 R IAXL, KRASAFHE[A . Hrh AXLEE A 5 248 [F)ih
SY I, IR AR A2 SRAS PR 25 % DIAROC . AR DI AE e R BB AT I tH p A8 . BRI B A, BRI 0 56 2 Fh 2R 7Y
(R DR AL, o it 3 1) R DA () U R AR o T 24 RAR AT T 2T, ARAEAS I 28 SR, $ios S B8 ) 247 470 ) Uk
P, 5B A N & B VAT T R

HEAAE L
[H
IOE o L4 R {ERIBLE R FIZ515 B R
I

(Cotinib LA 5P 0 (S E GRS Z BRI, 51T A
3 i HEGFREG I NI B8 cofinbHEGFRE
lootinib L EGFR oK TR BB AR LBt REGFR | ©

TR, ERARKRBE DN, 2.

Gefitinib, & 7 1% (1) —fCE GFRES & R BG40 7], BEA Rdm
Gefitinib HAEEE EGFR HIEGFR E4 ¥ B & e e RS 1L A7 . (EXTERRAL AL i Tyr1173 2
1 Tyr9Q2 U ME I, 5 2 ik 2 Gefitinib A BE 411 .

Erlotinib & —Ff Al ¥ (¥ EGF RE% ZU B g 177, REA X
Erlotinib JoisE e EGFR EGFRIEGFRIE Tk, FHAGHIRLIMIIGTE . 247, N &
—REGFR TKEH1l7 .

PP Osimertinib  (AZD9291) Ny =/XEGFRFE& 2 B2 i 4 1l 771,

Osimertinib (AZD9291) EGFR fe L HIHIExon 1952, L858REEGFREBUKZRAS, LUK 2
XFT790M 72 A [N 24545 97 3L
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LS

Afatinib

Bevacizumab

Crizotinib

Vemurafenib

Neratinib

Dacomitinib

Necitumumab

Alectinib

Pembrolizumab

Ramucirumab
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o e
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KA

Py R e

it 5 22 R B 47T

VIRBE

YR LT

EE YRR

HL R A

EGFR
ERBB2

VEGF

ALK
MET
ROS1

BRAF

EGFR
ERBB2

EGFR

EGFR

ALK

PD-1

VEGFR2

YR FAMLER & F 2415 2

Afatinibs24t % EGFRAERBB2 1) X H AN A 1 fi% 22 iR Sk g 411
Hil7, A ARTKEERZ) . fE5HIEGFR/IERBB2R AL Y
AR/ NN i, o Rl ERBB274% 53 5 2 1) Gefitinib Al
Erlotinib%%—fREGFR TKIs Il i 24 i G VR 7 i 71

Bevacizumab 241 % VEGF B A ik, Re S a4
VEGF#; Rtk 454, FHESVEGF 547 T 4 B 40 i % 18 (1) 5%
PARZE A, DT H ) P Re 0L P A S, IS D e 2H 2 1
BER, bR 40 B ) A R . B 1 24 RE T R
A /INGH L it

Crizotinib/& — G 2 ALK, METAHIROS 1 1% %2 1 1 il 411 i)
70, 3 I A ALKORIME T ) s £ L W e g 4 i 2 K R A7
. Crizotinibth ] 17477 ROS13E K 5848 [ #4675 1t AR /N4 it
Jiigess 5B 2

Vemurafenib & —FRlHi B E R, &1 14 BRAF A B30
7. NCCNHE# A H T & 4 BRAF V600E 548 [ E /N4 fi
JilrgeE VAT -

Neratinib & —Fih 5 & 1% 55 () ERB B2 R E GF RS 2 R i g 411
7, R E T RIAERBB2EGFRIM 4T .

Dacomitinibs&—FF 241, A Al 17z EroBHHIF, 1EH
T H:H EGFREUR AR R B /NI il &2 2, DacomitinibXf
T8 BB BT 3.

Necitumumab & —FEGFREE M LA, AESEGFREALEA
MM FLIEEGFRE H LR 1454, MM BEWTEGFR{E 51l
P, FEASAHIE GF R MR 40 M (1 3 B AN FE 7 . A ) 2548
3 F - AR =l /) 41 P s

Alectinib 2 ALK Z BN 75), T Crizotinibifif 25 (1)
ALKGRl A FE R BH T e 3R/ a0 A Bl 2 IR 9T
AlectinibX} T~ Crizotinibi 7 i 125 F& ¥ 1 HA /N4 o it e 28 2%
BA REFRITRG T Wi R b 83 v DU 45 515 1

Pembrolizumab-2 454 FIPD-1 [ 8 5o 5 ik, REfHNT 5PD-
L1/PD-L2/AHEAEH, $HIPD-14E @, RERIERS
TR ThRE -

Ramucirumab & —f'VEGFR24E [f) 44, ] il i BH Wr M5 A
KT (VEGF) 5VEGFR2454, FHIFIR 4143 4
Rz 4N B A B BE A RS, U0 IR i

Fo

o

o
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8 ) 24 R FRR 1) S A
Dabrafenib ERFEE BRAF
Nivolumab R PD-1

Ceritinib kiR ALK
Brigatinib ALK
Trametinib M=% e MEK
Atezolizumab PD-L1

Bevacizumab-aw
wb

VEGF
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W
YR FAMLER & F 2415 2 Zh
iy

Dabrafenibse % 14t % BRAF K] i s BN 417, BB EE
FIPE . NCCN#EZEn] ff F T & EBRAF V600E 284%
B /IS 20 it il e RO YR 9T <

|

Nivolumab & —FiPD-1¥E mfrid, i 5 T4H R H 1 PD-1
4h4, BHWTPD-L1/PD-L2fi & e {5 S m g, WET
PP ThRE, B RVA T I H H.

o

Ceritinib 2 ALKHEK S BRI HIFR, 0] 7 Az 1 Fil 5 ik PR 8 A8

BINHIE . T2 Crizotinibiay7 & 7= AE ifit 25 5%} Crizotinib
AN 52 () ) A8 PR 0K EL BT R P 1 (ALK B Rs R/ Nl

it £ FRIVETT

|

Brigatinib (AP26113) AR 10 [ AL KK 22 BRI B4 61 771
F T~ Crizotinibifit 24 (1] ALKl -G 5= PR BH A4 1) 3 /)~ 20 ff it e £

# . BrigatinibXfEGFR.A W E I EYE. FDAT-20174F
4 F it FH T Crizotinib iR 7 e 5 17 12 & BUAN T 52 I ALK
A BE A R /)N 2 i i A

iy

Trametinib/& —FAEATP 5% 4+ 14 FIMEK1/ME K2 R 1 H 1) 751,
I HIMEK BRI I, F2IMEK/ERK/MAPK (S 53
M, MITH 40 G5 . FDAT-20174E6 H fiti:Dabrafenib
B4 Trametinib T 7677 #67 t BRAF VE600EF: [X 5845 [y 4%
FE /N it o

o

Atezolizumab & —FPD-L1#l [ Hifk, v 5PD-L1454G, H
WrH 5PD-1 &B7 ARG &, i g/ i SR 55 11 e 7%
IHME S, HORTAN A SR PR %% (E . FDAT
2016410 A fit#EAtezolizumabH T 45415 RWIT R BEE R
NSCLC; #EEEWEGFRIGALKZRAS, [Nl FHAFDATL
HEMEE ST EVRTT 75 %6, Witk & J5 mT {3 F Atezolizumab.

7|

Bevacizumab-awwb yBevacizumab A= 7i#124, ] LG
7 2R e . 20174E9H, FDAfit#EBevacizumab-
awwb & Carboplatin Xz Paclitaxel ] T — £ V67 ASml VB
(. FRFRMRIA . R B R P I e =l N 2 s 2 3 1)
BIT .

il
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HH R 3k R A 4

ALK i — A J& T 192 59 2 2R SR IO s B 2 4, T AN
PR A e M B R M A L Y B X = DRI, — AR T
WL, NEESBMIET . TEIER I EFDRE T, ALKER A S MORE T IF
BA T UM RO AR SE & 4 SRR S & )5, ALK A
RREA, THRALK B4k, P I B 45 M R R 1 1 3%

W HETTEOE TS ST, AR 2R E A E R, B ALK Fusion
GHIRTS. MG, BRI, PIARE %, MALKEE KL SER, nge  Protein

5| FALKER [ (S B0, 3F AR 2 SHik s RS ri s, :
T 5 45 T 55 1O 200 L i PR 400 A, 51 sl R 2 /’l

R R

ALKIERIRETLRE R, SR L AR GRS '
Wo. R EHRLA SO, AR A RO L. ALKEREA T (k) (QUEK)
SRR, TUB, S I KR |
Buki. SR KBATIOH ER Z A . AR SALK R B
HIFERAB 24, ELAEML4. NPM. KIF5B. PTPN3, H bk /N it fifi @ @ @ @
i PEMLA-ALKL A 0% Wo ALKEEDR 5996 00 F b2 4 . 4N
MO S b, ALKEIR 3 JE T b e 96 PEALEF A Rt . ORI S . A NIk, 3 et
A T SR AT NI IV S . 1 FALKIERR 2 2 R b E R, O LIS 05 2 2 e 3 B A
S, ALKIEER O 71— TSR HAR.  ECPALKEIS I /A T A0 CL 8 TF 5 L1 B, L B s B
(Crizotinib) . X% 8 (Ceritinib) « X RFJE (Alectinib) 575 # 8 (Lorlatinib) . Brigatinib.

AXLEE R g tish (1 2 R T2 AR B A IR TAMZE %, Z K e A HETYRO3M!
MERTKHANEH . Gas6/2 TAMZK % ki L FIFL A, HhAXLY Gas6 4 &kt
Fiig. AXLSIRAS GG, HMSRAENES, WAV IE Rk, Mk
i NUFPIBK/AKT. RAS/ERK. STAT3%% (5 5. AXLIER ZRET A
LR A, S 5. K SR, T BRI, AR N L
ZMEIR R, WFARIT, AXLIEGTE 22 Bl e 41 23 -h #0710 B ik 5l s
SR R AE R BEDIASE, 2 MR a7 AR T e A 2 BB R N — .

R RN

T 45 245 (1 U7 F1 22 B S8 e SR T BIAXL (i, 23 HOAX L i
PRS2 SR R AR AR, R I T, (R
P ML A 2 A (AR B B RS AR 2%, B 40 7 R o 260
M2 CLLE MR LA S 4 FlREAE o W 22 51 ph T AX Lo i e 1= A TR
(2T, AT LB MBI AXLE A RIS X R 25 . H AT ENSCLC i thil 8¢
BIAXLEE D R 2R B SR 1. DA AR IAXL-MBIP R A St | proweraton | [ migraton || surwval |
(R SEHE YIRS AT AL SR 25450 /N TG A 26 s e i d . 40
[ AXLIFI /N3 1304 75 e 5 Cabozantinib. - Gilteritinib. BPO016M% . [ AXLIFLASRZGY IEAEWT & .
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T % (RJIATAY)

BRAFJ& T 'RAF Ser/Thrig 1M X % . fERAF/MEK/ERK(E 5 &%, RASH LU
FBRAF K HBGE, 1HILIBRAFEIIMEKKHE SALBAERK, #Emmi@id/EH T2 MK
IR . . KRR TS ML RE. PRI, BRAFTEZFA
MR ERAEAEAR S, [N KRAS B % BRAF J: [ 9845 2 35 7 F i H B 5 ey o g 25 W0
ST R IR R . L2 I, BRAF VB0OEFE % MR iy ik, I H IR i
TGER KNS W G TT S A IR R RIME . ik, BRAF SIS g (1 15

ER RGN HLIREIE-S )= N

R RN

FENFMRE T D4 K LK BRAF AL T A it 4070, Hrh180-90% 72 #6004 (1 Vali
Gluti A, SIEBRAF RS I 2 185, A3 IR 4H i MEK/ERKI& AR HF S (119
i [FIBRAF VE0OE J A8 0 (i #5 4 i 1 LAFE VA AT A N AL A7 42 R 2 AR R TE R

BRI . 0T K AEBRAF SRS IR B 35, ARG T 727 AR, B A IR P RAR 1) B 308 45 W T 1 v AR FEOIR i feb
SR EINAR BTG . A R A PR 2R B R (20164ERR) HEFEATEGFR-TKIA T 45 W 1) £ % 347 BRAF % [4]
V600E 7 [ . H A%t 5 BRAF V600E 1)/ 7l 71 L EAT 4E 254k JEé  (Vemurafenib) . Dabrafenib (GSK 2118436) .
NCCN#E#E XS & - BRAF VB00E 248 [INSCLC &35 iRy nl s F 4E 55k Je .

EGFRIEL A 4wt =) N s A TR MG 2 4k, J8 TR A
K72k (ERBBMHER) FKi%k. EGFRE [ 5 M s
B s A3, PEIREIX P PN TS S TR TR Il 4 A Sl A R 2 25 W 3
PUASThEEIR. 2447 T 41 % EGFRAC AL &1 S EGF %
AR ERAR S & )5, EGFREE R AE AR, RIS A 1
TR BRI B R 1L, HETT S T IFRAS/RAF/MAPK .
PIBK/AKTHIJAK/STATA: 2 2515 5 I, T 1 4% 20 g 44
B At AR RS 2 P E B AR FE . EGFRYENTE
EZRR R e RS RRE, IS BE R
R RN ATG SIS BRI, AR N
I EB 25 160 b 8 400 A 485 47 E GF RIS 9828 LI EGF R 4
ATRBESIAL S, WrgEh, st rf#sEGFR
GBS, SRR ZERIEE, SRR RA.
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