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M. RrlEs R

ATUHGIE T 5 —RNFT &, RMNESE e NCCN IGRSZEE ) e fil. 4 1HiEE B i
15 PR =1/ )N 248 P e 5 FH 245900 (P BRI 24 R 67 o mT A—2RPEXS ALK BRAF. EGFR. HER2. KRAS. MET.
NRAS. PIK3CA. RET. ROS1 R:HMRAS, . MAA TR E. SEgammilisitt, HoR Egs EA
AL .

ARUHEFGIEE R G BERRER P RNE ALK ZFEREE, EGFR ERRZ.

B seas  |FDA #EERTIR/NAMNE  FDA M THAMEE B NNy #Hz5y
R | PR | gmsy | SRESGY | SEEY | RRBGY | WB%Y | SREEY
T
ALK JihiE e
fil & 6 H i Jeé JLigE e / / / /
NM_004304 e
By >k % Je
JEEE e
EGFR HIEEE
exon21 . BwEe
o L8SER 37.11% A / / / / /
NM_005228 LR P
(=

FZ51R

ARFEA PRI ALK ZEBE, R BE RN WM e S7RiB e Ml e. e Je NPT RE e
&, e S RAEUR: JCKNF] EGFR p.L858R &, frEHREkE . &, Buge.
WA 1L R P E UK. R KImREARE B B ERE S HEIT R

e RABRIGEZA K ITA SR T, RARISE AR R i b ORI B A AR AR R o B, RARHIER 40% RN IZAL s
B 0% FAR S FE R 600011 B A T Sy FE TR o MR SCRRRAE , AN IR R AR/ T 0.4% IO FRARNL i, ROWRFEAH N (1 40
[ 25 BRI R AR T RE AR A PR o [RI I M 42 SR AR IR AR A Xt T L 170 26500 ) P 26 8 R R i 24515 DL W] REAT 28R S i, %
AT ARII AR AL A7 R ) EGFR T790M FBE 7 RE Tl A6 471 /D 5o T 2 TR U8l 10 o 70 s 245 PO PR 440 1 A8 (42— X EGFR 1l 71
VAT A AT RE A B S DR B 24 4
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>IN

EMER | Cizotnb | Xakoi | A0 MED N
FhiE e Lorlatinib | LORBRENA | ALK/ROS1 AR N o nivee
g e brigatinib | ALUNBRIG ALK JE /N it
BRI R Ceritinib Zykadia ALK. ROS1 AR/ fffo e
BISRE fe Alectinib LT ALK JR3 FS G S e A P A /N 2 i it e
JEEE e Erlotinib Tarceva EGFR JE/NauRfL e L
HEER Gefitinib Iressa EGFR Ak /N e
®Ru®E Icotinib Conmana EGFR Ak /INH e
BEERRE Osimertinib Tagrisso EGFR kNG i it
EESB Dacomitinib Vizimpro EGFR R PEE /N GH B it Jes
BT 8 B Afatinib Gilotrif EGFR. HER2 /I e e

TEMEER R & —2KEE A ALK/ MET [N 1 B BRXCEERHIHIR], %299 00 ATP 517X, 456 4]
ALK ¥ &% ALK BiEE A ok, sk R MET #E, BHBui (s S5 S, Ml g iy
FIBEEE . TR 77 T AR bk R I (ALK BHSE 0 J5 30 e AN #4572 1 A /Nl B it (NSCLC) o e
JE HIVE FHRE o ALKIMET, B IIEE A8 ALK, ROS1. MET 4. 4 ALK, ROS1 kA4 mEHEEk MET]
KA BB X e e B JE U, SRR AT DU e e . FDA v v e JE F TIRTT ALK BH M R it
EAAEEE AN il

FhER AMERTR AT, ERHZREERORME . HX TUmeE B Ko AR ALK H 7 24 () il 4 2L
i L, T B Rl aE I v, X AR TR R SR EE RS 1 AR /N P s T R AR R . 1 TR
7 ALK FH%FT ROSL BHIAMEHA NSCLC, FDA # T H R EAIU L2 AL, H R4 FDA #2521
T HIE, AT NDA BB, HAST 2018 45 9 H 21 HHtbvE s 245 H PR A 5] 125 =48 ALK #5157 h: B e
Lorlatinib 77, & X% ALK #1767 f5 2 B REM 52, (A ZS PR RS CALKD  BHPE M = R A
U Bl A 1 LN A0 R e S RIR T

DR e & — IS RSB 1 5, TEARAMEPEATEIR PR b o] SBLR B X 2 PP (145 ALK, ROSL1, i)
ok T v iR 4 A b ) TR A AR LR O (ALK SZARMEF, IR kBRI A K. SR AL, EX)
EGFR RAFRYRIN B A RSB X EMLA-ALK Rl 2L A1), 9 AN Tomk & Je iy 24 (1 54 A 1R B
XS TR ARRLE B I S R I AL i AR P R HESCHE T . 2017 4 4 F 28 H, Ariad il 24523 & 1B HT 24
brigatinib 3k FDA #tifE b7, FH TR 770 5w e B JEHPTER AN 52 1K) ALK+IE /N e 28 2
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D EBES

f@IRE B T Crizotinib B2 fowdiidt R BN Crizotinib i 24 (1 ALK FHERE 5 : JE /N0 o s « 2017 4E 5
H 26 H, Z£[E FDA #lbE T 5n % e ¥ ik Mo %, T ALK BHIER R R PEIR /N M ifiJes (NSCLC)
BE I —RIBIT .

BISREE A& MEFEIER) ALK S50, AT pomaniasg s, FSMimT. %257 2015 £ 12 A 11
H3REE FDA kit iy, AT ALK BIPEAR N e & 10vR )7, @ M T2 e e ia T Ja A s
N 52 ) B . 2018 4F 8 12 HFRE EE P EIRAL Ly, Sy E ALK BHAEAE/INH AR e 2 35 e ok 4
WA T .

BB £ — KM EGFR I/ TR BERINER, H TR/ Nt (NSCLC) FHR RS .
O e IV FHEE 0N EGFR,  E B MIEE 58 BRAF. EGFR. KRAS. 4 EGFR f1] 18/19/21 54N g 15
ARSI, SHZZEYEUR, BORIGRRIESEMEH; 24 EGFR20 S4ME TRAF . KRAS 245}, MIXT Tk & et s,
G ARA WS . FDA it —28. 4R, 20— Ab7 B 5 1 288 E 2 261 EGFR K% 19 411
iR AR 21 AR T RAR (L8S8R) (M ML /N it . NMPA CftbifEfE R [ 177 o

HIEFHE & KM EGFR BN THE S BRI ER GR35 245 W) 3 T BH W R AR K BR324k
(EGFR) [yl v M 40 | FL R R AU AN TS 54 T, AT B0 Huib g /R, RIS ] irbJe 40 B pr 8 4
Ak, RIS R RE B S AT AU O I PUMIR YT A SRS R E BRSO EGFR,  E AL SN BRAF,
EGFR. KRAS. * EGFR [f] 18/19/21 ‘SAMR T RAZM, XZAMEUR, FnimRILEMH: 2 EGFR20
SHMNE TR, KRAS AR, NIXTEHIER B2, IRRAEBEH. FDA fitifi—2ki6y7 EGFR JE[HZE
19 JME F-H R EER 21 HME T R4 (LBS8R) 1 F ML /N At i . NMPA Ttk fE R [ i o

RFEJE 2 Ak R B K T AR (EGFR) IS 2R A7), X EF AR A RAZ R EGFR Y4 10
e NMPA St 38 SAE ) EGFR UK SR A 1A Jr) iSRG 301 sl e B 1k A /N B e (NSCLC) ) — i 7 - B
WA 4320 28 /b — MU 5 S8 (FE BEAHSE 25 W ) SR =5 B e ST B e A2 1 NSCLC (113677

RAE)E FE/EH T L858R/T790M , Exon 19 deletion 4% EGFR %874%. FDA T 2015 4F 11 A 13 Hini#
HE#E 1 osimertinib F 17677 Mo B R A KR 75248 (EGFR) T790M Z¥4% 1 slont H el EGFR i) 551 i
24 P Tl /N g i it R 3 . Osimertinib A2 & ML AE I T2 ARERO 254, 172 55 = AR R & R i1 o)
7 (TKID . 2017 43 A 24 H, EZEMHZAHEEEHER (NMPA) CIEtHEBAs & B TFlEL £
B A KR T 52 AR (EGFR) i & BRI 1) 7 (T 1697 I B vA 7 5 BB, o &R sl f7-7E EGFR
T790M RAZ BHE ) Joy A e S el e e M /N A I M e (NSCLC) RN S 17697 . FDA - 2018 4 4 H
18 HittuE T Osimertinib ] T-#%17 EGFR Exon 19 deletion 5 L858R HI3l /N1 i i) — 287677 -

AR 23 EWEG A F (Pizer) B 1928 AR, Al EGFR MBS Z BRUKBEHN HFI(TKI), GEA AT
—F R ERBB FK /> T/ i: EGFR(HER1). HER2 fll HER4. R N#llfi|£ 4 ERBB FiKEH, Frbli
R T R T T4 ERTE . Sak L ARCHER 1050 11 #IIGARTT 5T, 7E#E4 EGFR MU% R4 K R
H AR I B FEFL M NSCLC B2 T J2, YAl T Dacomitinib(n=227) A%} T Gefitinib(n=225) /1 T —£16 57 107
Rz At Bl R, M Gefitinib 674, Dacomitinib ¥G97 4L ICHEE AEAFI(PFS) IE K4 5.5 A
OV T Bl R R 2 35 AR T 41%, HLEERBAEKCAN 2416 (] . 2018 4 9 H 28 H, 3£ FDA =M
/3w (Pfizer) ) Vizimpro (Dacomitinib) T~ —Ziay7 457 EGFR JERZE 19 SME-FHkal 21 FME R4
(L858R) (1% F4 14 AE /N4 ffa fifi 38 (NSCLC) 35

Ry e A& — 258015 EGFR/HERZ /INJ3 11 GUBR B 1 A w3 st 351), A D 28 AR o 28O0 R = T i e 4D 74
R E SR, nT RS EGFR A HER2 P24k, I 4s& EGFR. HER2 fUINGEIX Ik, Anidif
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TV SRR IR K B BERR AL, S ECTUHE SR T, S0 R g s s i A A K. 2013 48 7 F, FDA
HLHE T EGFR RAZBHE I AR R B8 I6 YT
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A BERHALR

ALK fil &/ EHE filEr/EHE o ot
RRAR p.C1156Y / /
RRAR p.F1174L / /
RRAE p.G1202R / /
RRAR p.G1269A / /
RRAR p.L1152R / /
RRAL p.L1196M / /
RRAR p.S51206Y / /

BRAF RRAR p.G466V / /
RRAR p.G469A / /
RRAR p.G469L / /
RRAR p.L597V / /
RRAR p.V600E / /
MR p.Y472C / /

EGFR TN exonl9 / /
ETIPAN exonl9 / /
ETIPAN exon20 / /
A p.A763_Y764insFQEA / /
MR p.C797S / /
RRAR p.G719A / /
RRAR p.G719C / /
RRAR p.G719S / /
MRA p.L858R p.L858R 37.11%
RRAR p.L861Q / /
RRAR p.R776C / /
RRAR p.S768I / /
RRAR p.T790M / /

HER2 A exon20 / /
Ci i / /

KRAS Ei G / /
RRAR p.A146P / /
RRAR p.A146T / /
RRAR p.A146V / /
MR p.A59E / /
RRAR p.A59G / /
RRAR p.A59T / /
RRAR p.G12A / /
RRAR p.G12C / /
RRAR p.G12D / /
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(P RBEY
RRAR p.G12F / /
RRAR p.G12R / /
RRAR p.G12S / /
RRAR p.G12V / /
RRAR p.G13A / /
RRAR p.G13C / /
RRAR p.G13D / /
RRAR p.G13R / /
RRAR p.G13S / /
RRAR p.G13V / /
RRAR p.K117N / /
RRAR p.Q61H / /
MR p.Q61K / /
MR p.Q61L / /
RRAR p.Q61R / /
MET TN .2888delA / /
1N ¢.3001_3021del / /
RRAR ¢.G3028C / /
RRAR ¢.G3028T / /
BT R A exon 14 splice mutation / /
R R ¢.3004_3028+5del / /
i 1y / /
RRAR p.D1010N / /
NRAS RRAR p.G12A / /
RRAR p.G12C / /
RRAR p.G12D / /
RRAR p.G12R / /
RRAR p.G12S / /
RRAR p.G12V / /
RRAR p.G13A / /
RRAR p.G13C / /
RRAR p.G13D / /
RRAR p.G13R / /
RRAR p.G13S / /
AR p.G13V / /
RRAR p.Q61H / /
RRAR p.Q61L / /
PIK3CA RRAR p.E542K / /
RRAR p.E545K / /
RRAR p.E545Q / /
AR p.H1047L / /
AR p.H1047R / /
RET A E il A5/ 7 HE / /
H8 Il /319 W e IEE g5 : 20N00662
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b, HfRZ

#H

RER

L2 &N KERER COSMIC &
RET 0.44% NM_020975 p.R77H COSM294752
RET 0.43% NM_020975 p.R820H COSM6765040
ALK 0.40% NM_004304 p.W915G COSM6214528

E: HMmRTERHFIRF A COSMIC H|/EFILRMIER S REE, BHET NCCN i F EHMAZARR, RIS ZIE, 36
NCCN 8B #E4T B H5.

FEI0H /190 1G5 . PVKE %5 20N00662




N BRSEREN

Jitger 2 ] Fp 5 DL PSR e o 5 AT R (R PR R 3R LRI . NI o A R AR . AR B
AH G 2E A T AR A e e 1 43 e BN ATE (non-small-cell lung cancer, NSCLC) Fl/NH g il
(small-cell lung cancer, SCLC) Wi R, bk Nt B finies iR 911 240 o o3 51 5 201 85% . BEAE “HREVEERIT” 1
FEREAN “AMEAGIRTT” BIRLA, ORI TCIESE R, BT X AR R IR S B R AR I B FRE AR T R, A
HRA LMY RAm SR, HERRMESR, RImR i S 0T iR, (B GRN AR
PR A IR H A s, W AN RE DRIEAS I 1) Zx T HE B VI 2 o0 BB I IR B TgH . ESLAETFRNLEOR . e
B TREHOR . BUlRAF Ak R R LI — B &= 7 HR - (next generation sequencing, NGS) , AKFE
7RI B, e AT X iR R AR 3 R A S AT R T AL A, BT MR IR T IR LT . AR, A RUNIR
ST R A, BA AR E .

FAL W /319 4 H: IVRE w5 : 20N00662




A UAT I I A0

ALK R 2 RIS

EMLA-ALKF & FE R CBRZ 20 4 T8 A OC B 1 R 4- 8] 28 % 7k B2 8 ¥ echinoderm
mcrotubule-as-sociated protein-like 4-anaplastic lymphoma kinase) #&ALK3E K 5 k) &
W3R, ] Sodafe AEAE /N H i Th ORI, HHER2 S Jeta iR IR N TR A
X Fih A FE DA (1) 2546 I, C ALK 23 20 B0 45 146 T 55 204/ 7~ 1) R 4 e ) 1 22 PR
WG LSRN I R B, EMLARS 43 ML FE AT A — B 9w 2 1 N 38 3 R B8 B
Zknill, PR IR LR G I Y F I Re, HARE YN — A ik G IR e R . R
PN FIAA A SEBRHIE SEEMLA-ALKE A S0 7 7 . EMLA-ALKFL £ J PR 2 it 2 2R 1) oK
¥ 2 —. 7eMEJE (Crizotinib) J&20114F thi FDAE v (136 97 i 1 254, =&
ALK/ROS1/c-MET /N ~F 4l 551 7E #5717 ALKEE PR 3 HE (1 E /N2 B s 238 b, ik
B BIBTT IR RILR65%, HA MBI S TESMWT . JLHXN T4 M 2595 9F
B, e einir LR R, ZA eI IRIF R .

BRAF 2 [ 52 1

BRAF (B-raf) & —Mym i H, B M2/ A REREME, &
RAS/RAF/MEK/ERK/MAPK i % 5 2L (1) 5% F K1, Z 5N 2 ey fir,
Mg AR ORI . BHAUR, 2P B MR, B R I
Bl W FRIYE . R KRR S A A EL g 1) BRAF R RAF, 2
6690 14 HA (1, 2R A 15% ) 25 i A7 F BRAF JE [RIR4H 4 L 48 . K% 80-90%
(1) BRAF JE[RI RAF A AETE Exonl5 ¥ 1799 B H I I, T RN A, SFEHmIEHIAR
R 4 BRI (V600E) - HETIAA, V600E 2848 il fiftl T599 Fll S602 PNz i 1)
WERR AL FE, Ml B-raf 23 H B0 . 128480 S8 K-ras B A= 74 o f 2 it
PR ZGW T 28 P AR 241 . A4S B FR 3 T, A9 AE B-raf JE X VB0OE 7 /4
KA, —LRVRIT RS FHHT EGFR $ubi (PHZE8H) 1BI7 BN

EGFR £H
(Exon18/19/21)

AT

KEWFTTRIERH EGFR JEF A R BAE AR IRIMEE X (S 2T 18-2D , Hr
19 SME 72 AHEN BRI (746-753) PERAE, 295G RACH 45%; 21 SN+ 2 W&
RRAE (FZE L858R) , £ A RALN] 40%. EGFR HEH4midX 4R T 18, 19
121 B R 548 12 fB I PR EGFR-TKI ¥R 1R 97 250 2 L B R4 . iF TR R B
e/ an it 4E e o EGFR BE & BRI L K Jmig X 4P i 7~ 18, 19 B 21 AR 3,
A% R PRSI (TKIs) W gy (FAEEE) « F:P Ul JEEE R HBITIARL
PR E R, 26 FH E 74ESRAEM 4% (NCCND IRPRTE RS CLAmRds . iy EGFR %
BRRTHE R, WEHIESE. JLisE e FpkE e ohde N itiE — 267 24 .

EGFR Z[H (Exon20)
AR

EGFR % 20 M1 (T790M. INS) RAFA 5[ EIER B Juig e TKIs K2 .
EGFR /b WLRAE, fdf S7681 F5RAE, X1 —f EGFR-TKIs &Kt/ T EGFR
S RAZ AN EGFR B AR 2 8] . AT —AX EGFR-TKIs M &, —AX EGFR-TKIs 7] i
G T EGFR D WA HIVE YT o« Q0N T—/ M AN EGFR Kl o, A I 24 584
Bl T790M NHE7RHX T B A BB #0617 (TKIs) , 1. Gvd GHEIERED .
DY JusEe) BIm.

HER2 K 2251

HER2/ErbB2 &3 i £ K K152k (epidermal growth factor receptor, EGFR) ZXJ& )
— . HER2 # DI (XRREERY H) R 2 HE R T, HER2 fy%E
AR S Bk TP DAL, A EEEFFIRA . HAE LES 20 5487 1)
ANFAE, fEAE/ Nt . HER2 SRAF L i 2-4%, o rp Joii i st g il et KB 3 v o5
EbEi S . HER2 1) 20 S4ME 4l AR LIE 8 HER2 SR G 1, A —2 8
T T U e 2 B GEE B . 2014 AF R 36 B R SR S RE M 4% (NCCND i v
ST AR IR B XS BT NSCLC #2725k EGFR.ALK Z 4k ) MET.ROS1.RET.
BRAF. HER2 3t 5 A~ B 1) 4 T #0 /5

1270 /319

Jid % FIVKE w595 : 20N00662
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KRAS 2K (Exon2/3)

KRAS (K-ras) %: A& i B EZ W MR BUR AR 2 —, 25 EGFR & 5/ 3id 4. KRAS
BRI RAZ FE EGFR 55 18 M 358 S W0 3k 1 e S s A M 3 5, o DL 1) S8 L 4
KRAS L[R2 2 SR 1) 12 F1 13 # k. 55 3 AR 111 61 %5+ WM,
KRAS J: R AR /M it o 5 vb CGEAER e  FP Ul JeigEe) &
HENRIT AR R IR 256 2% . AAh, X T B B, KRAS 3 K 52454 i FH
T B R RIEH EGFR Byr 2z 4% (P2 By |« 4w &t (e 190
(IEIT « SEE E S48 0 EM 4% (NCCN) 2015 SEfIG RVA T HErEFa . KRAS JE[A]
RAZ/E EGFR g 2 IR BB 1) 7117 A T E b, Mg B3 72422 EGFR BRI 25430
ST AT LT KRAS &K SEARKGI, DA Bh ik e 3 2 53252 EGFR %2 BRI 1
HIFIRZIRTT o

MET ZH 3 sl &
(Exonl4)
AR

MET (c-Met) J&2—Fl i c-Met JiJa & R gm bl (¥ 85 1 7240, A AR K IR 7524,
HEMEREEEY, S2M@ERmAETTEAHEX, 591G 845, 4
BREHRE, SAMIGHE. s s EERE R R KT
(HGF) /c-Met 15 58 B 71 J5 & 1 e 1 T8 1 S b R e # it 35 22 0 B AR A o
c-Met | " ZRETZMAMIEFHHL, Bl S, e, BEWE. B, oy
B, B, MR BERE. S BT SR A A R R RS
RKiE . RABITEMES AL . Y c-Met {5 5 @EEWENE, 18— K5 PIBERE 10 R S5
PI-3K, ERL1/2, PLC-y, STAT # FAK Z5HEZHE 551 LAHNFE SIEEE, M
VT MR A 3G L R AR 2R RE S B B — R R ALY, ATP a4+t /Ng ¥
c-Met BEEHIHIF . oM E JEIRAANH] c-Met BERRILAIS 5565, FHMHIASL c-Met
AR 140 50T P e R 4 PR R Py B 4

NRAS 2K (Exon2/3)
A

NRAS (N-ras) FEPIAEEILR, JBT RAS FEFFK, RAS F& Ak s i W2
FEHER . NRAS RAZZ RAELELIER 61 %01, X430 7 9mbd i 2 L #L 2 Ras 1
A GTP BHEILEE (GAP) HIVERIAL S . RS H Ras-GTP AT REEHMIHIRES, 5l
YN BB E S B AN F5 S o« 20 1% NSCLC B35 /7/F NRAS A2l 548 . NRAS RAFTE
e I A TR O S ) s S R R AR LR, 54 EGFR-TKI K2 W 256 5% . 9T
R, NRAS JEF AR 5B/ N A Iifides X MEKL/2 il 71 (1 PR A oK

PIK3CA ZF (Exon9/20)
ZRAS R

W AR EE VLR -3-F 0l (PI3K) & —Fiig e, T S5aMfris. @30, BMAE T
S5 2 PP AR BRI RE Y o PIBK A& HH R 5 AL p85 AR AL V. p110 ZH B 7 il —
Rk, PIK3CA 2wt PI3K ] p110o EALIEIE, &2 H il PISK A 52 2 IR e —
—ANET A A A 98 AR T SO LR . EGFR BB —BALJE M Ras A,
TR A G s ST 0 PISKIAKE 15 538 %, AT 5 &2 e (1) K A2 K R . it EGFR
B ) Y697 1E A2 26 T b ML T R S v 1 BEL BT DR S B R T A BRI B, (HY
PIK3CA RAZI FETh AL I, NWATSed EGFR MIMIUAME 5 i (s 53l i 4 4t
Wk, ST EGFR ML 259097 BAME . KREHHE R PIK3CA AL 4/5 kA4

PIBK IR SEEE M58, 51 PISK/AKE 5 SBBk R G 1L, PI3K 1E4 EGFR
TS SRS, SBUMRANN EGFR-TKI (EGFR #ifil) 25 2.

RET @& 2Rl

RET (Ret Proto-Oncogene) J& PR 854 8 B X R A A 2 —» ST S AR A IR
R, AR S T, SHRAEKMSLE S SEEEEEMN. #H1 RET
R TR IR SR RET #0HI7)BU . 7EAE/NAH it S8 2w, 60T RET Rilve BRI R
B . 2015 4F, R BB NCCN $5 g #E# F T RET S HEMFE /N i fili g
B

ROS1 g ZE BRIl

ROS1 52 A% 2 PRI Ft I8 e AR FE HEE B /NI i (NSCLC) — AN T, fifi
Ji BB ROST JER HHEPH I HR ) 0.9%. FEARSMNH M S296F 52 ROST Fe K HHEAT LA

A3 /19|
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o nmEs

3 E N E

#t ROSL fl & #ERIRIE, - HIERAN ST ROS BAEHM K UM . IRRF R R
B, ROSL JE PR 5k i) foy s mee A sl % £ v Ak /N 200 e i 0% A e & JE 967 gk 2
RO ROSL J [R] 2 HE & e iE & v Pk 5 JE JR B (B XA 4. 2017 i NCCN Fa g 5 2
UK ROSL 2[Rl il A A 9 N B 1 NSCLC —£2R7697 T =

EAYSL

MR e AR A5 I OF e AR (1 AR YR I 45 5 £ 5%
MUE 20 AR S AR LR S, FrR45 itk AT H it Leaivs iR A iR . AR RIBIER, BARIIRYT 77 E 0
I PR S A 1
MUE 3. AKTIN G BT Rt R SR e — AN R B A AR AR, TR RSB R ASASI R R S S IR AR AR I R X
BRI BURFRE ;SRR ACR AR H BE RS BLAE IS R, Al I ASBEAE i 2 B0VR YT 7T RINS % .
Mk 4 MRS MR IR T 5
Hi%: 400-860-8065
IE#H: service@geneis.cn
JRi PR A
O AR Sd A e 5 eeg 2 5T 1 DNA 7K 38 5 (RO i AR L /NI N B . 8 DU S5 AT H | AN Al & 25 8D, A
WIREAR . RNA KF.
O BHEEEERR, 55 B AL I IS 1 2590008 B2 (R FE R R A, BT LA AE BT AT S22 # mT AR B % iR [ 25470
O i3 A PEFR DNA SRU5 T8 R 5 L A0 OB AN LR, A P A i A8 200 P 14 SR A A e R TSN L DR bt 5 o T G0 281 1028 53 T
V258 4 S I A A S A AR S A
O i BA S e, A /N2 SRS D00 280 R A W] 8 TIC 1% 5 4 S s ek o7 4 0 40 P A% e 55 L

Rl . M & W jmi# ﬂ‘)%gﬁ%%i
%%?93 REEW 20200731 | Tﬁ%%é -

14 91 /419 T jiég 2 IVKE WS : 20N00662




Je/Nam R ftE H FDA #E#EREE R 259/ )2 NCCN 8 &

%k HLAA TR LYy RALTEHE

JEsE e Erlotinib EGFR FDA/CFDA

HAEE e Gefitinib EGFR FDA/CFDA

(pF=IE) Afatinib EGFR/HER2/ERBB4 FDA/CFDA

Byt e Icotinib EGFR CFDA

L= Osimertinib EGFR FDA/CFDA

Portrazza Necitumumab EGFR FDA

T e Crizotinib ALK/ROS1/MET FDA/CFDA

RE e Alectinib ALK FDA

SRR YIE Ceritinib ALK/IGFIR FDA

Alunbrig Brigatinib ALK FDA

igiﬁ)ﬁ+ i Dabrafenib+ trametinib BRAF V600E FDA

FHEP RS | Ramucirumab VEGFR-2 FDA

TARER#PT | Bevacizumab VEGF/KDR FDA/CFDA

e piEAEER ) Pembrolizumab PD-1 FDA

AN RN Nivolumab PD-1 FDA

Tecentriq Atezolizumab PD-L1 FDA
Erlotinib ] TV 97 BEAT 520 22 20— AT 07 22 U 1 =3 50 e 3 sl 7 1 R /N4 il
fififs . NCCN IImpRIETE (2018.v4) BH#ffEH, MY EGFR RAKIFI#E F, HEFELE e
RN B it — R TT 290
Gefitinib 7] T JAE/ N P fifi e () — 83497 . NCCN KT RS (2018.v4) BmaTe ., e
EGFR ZAZMHTHE T, & L8 Je AR/ N il — 2697 254 .
Afatinib P[] T EGFR &7 PR/ DA A i 97 . NCCN IRIRTERS (2018.V4) BHHf
fath, M EGFR RAZMIRTHE T, HEFEREE B AR/ N itm — 21697 2540 -
Icotinib: CFDA L [f13&E NAE N EGFR B S A% 1) e 38 30 5 2 7% 14 3 /1N 200 it it e

RACERAE | (NSCLC) I —LRIAYT, BREEALHAZ I 28 /b —AMULIT 7 28 (R AR 25 R 5L ) 2 I 11 )= 3

M3 AL R4 1 NSCLC HIVRTT .

Osimertinib 7] H T-74F7 EGFR-T790M €45 BH 4 (K1 3E /> 4 i Jii Jes

Necitumumab 3& J] 5 7 PUABIEMUBEF I Dy e R SRR AR/ i i 83 i) — AT

Crizotinib 7] H F¥597 ALK BHE ) 5 30 3k i sl i A /N0 Pl i Je . NCCN Il PR 45 /e
(2018.V4) BHHaFaH, MR ALK EHARTHE R, 2 s Je e/ N i e — 269677
2%,

Alectinib A T 77 A8/ R i 2 fi B RER 32 SO E T

Ceritinib 7] 1+ ALK FHMH: O F R B/ NIl (NSCLC) EE 1 —ZRiG77

Brigatinib F VA7 i M a) AR P bk R B CALKD BHPEAE /N0 e, FLZE e e 8
Crizotinib ¥ 77 J& i 15 H B e sl 52 1 .

Dabrafenib+ trametinib F - T- BRAF VV600E 7% {3k /N4 o fifide

Ramucirumab =] Fl TG 77 A2 PEAE/N i il fee (22 B 2RI 7 22 PE A 38967 0 8] BR 7 R R
TR T 1) ) o

Bevacizumab A H TR 7 H A2 AR /NI ifiE . NCCN I R$5 RS (2018.v3) BHAfi+EH, UL
R EALE A R AR ERZ B N (PS 0-1)3F /N0 B e i) — 283697 77 & .
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Pembrolizumab H T 33A PDL1 RIS PEE /NI ffilise (NSCLC) 3.

Nivolumab 7] F 167 5 8  BRIR AE /N 41 i it o

Atezolizumab F-T-% i2E g 1 E /N e 2B 2

LN

Erlotinib /& —8#L [ EGFR (/N1 Bt BB BRI 7], 123825 Wi i Bk B 2 K A
52 (EGFR) I SRS 1 i 400 | FL R AL AN N (5 5 4% T TS BIDTMRAE RS, ] e
ARG ZE . RIS th RES AT A B0T I UIR T R

Gefitinib /& —2K#LF EGFR (/N B & BRI, 1228 259038 1 BT 2 B ARG B 7
52 (EGFR) A St RS T i 400 1| LA AN N (5 5 4% T AT ke BIHTMRAE RS, ] e
ARG ZE . RIS thRES AT ABUT BRI BUIR T R

Afatinib 4211 EGFRIHER2 /vy BRI I iG], {55 — AR o0 4
A R B 159, TR %) EGFR I HER2 PIAME 1K, J61 4 EGFR, HER?
ORI B, AT R R 10 ETBERR AL, ST W S T, 0B
A TR K

Icotinib J& — itk PEVERR 1 K D7 2 (EGFR) B BRI M AR ), 072 AL S 25 7
EGFR M7 M/ il . CFDA JHLi (038 Wi Jy EGFR SR8 1 PR TSR B4 A e Al
WAE(NSCLC) i1 — 3077, SRBEAE B2 23t /b — AT 77 2 (G T4 K2 Sl 2 I
F) J5 B 0 B P NSCLLC 3677

Osimertinib &2 UK B E KA T (EGFR) s Z BB B i1 711257 (TKI).

Necitumumab J& —F 3 i 4= K K1 52 R (EGFR) #5177 -

Crizotinib f2#E[a] ALKIMET /N7 B B XU 77, 2250 LL ATP SE4+ 15 3,
L5 5 IHH] ALK il ALK Bia 8EE . Bbdh, sameEs JEIn ] MET e, PHIST2H i N 15
SRR, AT A e 4 B A

Alectinib /& —Ff ALK #5157

Ceritinib & —Fh ALK #7171«

Brigatinib s&—Ff ALK #1417

Dabrafenib & —Fh i 40H] 5. Trametinib A/ T MEKL F1 MEK2 3 171 o

Ramucirumab 2 SRR 167 T R 1 58 2 N e diiA(1gGl).

Bevacizumab JyEH N JEIL L d DA, JBISRAN . ARAMEI RGIESE 19G1 HiikRE S5 A
I N Rz A A R - (VEGF) 45 6 BELWT L A= 3t 1 o T AT ROV T 7 1 AR AR (1 2544 [X AN
Al 454 VEGF 1 SRR LB 0 Bk X o [RIBRRT LT R 5 VEGF 254 M il VEGF AR
e R)52 R FLT-1 R KDR 78 4 S 4H MR TS A, DTS00 P R 200 P43 e R £ fie e if 5
TE R

Pembrolizumab 2 f] T AE G BT I NIRALDUIR, ERERFE R4 SET- 1 (PD-1) %
A, BEWTE SR ORI B, 35 S AR G REREOUR X LT 4T .

Nivolumab »&— 7 A2 19G4 Figt PD-1 g FEPTIA .

Atezolizumab & — MR IERESIALS & PD-LL, fi#fk PD-L1/PD-1 A1 i G S W il 1
o
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