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[ Abstract ] With the development of precision medicine, therapies of targeting driver genes have significantly pro-

longed survival in advanced non-small cell lung cancer (NSCLC) patients. Among them, BRAF gene mutation is relatively rare,

and the traditional regimen follows the treatment plan of NSCLC without driver gene mutation, which is far from meeting

the clinical needs. In recent years, targeted therapy for NSCLC patients with BRAF V600E mutations has shown good efficacy

when we are still exploring the better targeted therapies for other BRAF-mutated subtypes. Inmunotherapy also showed posi-

tive antitumor activity in V600E and non-V600E subtypes of BRAF-mutated NSCLC. This article reviewed the progress of im-

munological and targeted therapy for patients with BRAF-mutated NSCLC.
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Jii 9 e 4 BRER AE FF A2 ORI SE T R A Ry 1Y R A
Z—0, Hrp R/l ( non-small cell lung cancer,
NSCLC) &R HN85%-90%, FEALIHMRE (5
40%-50% ) FEIE ( 120%-30% ) @1, KZI30%HNSCLC
SR AR X B 1636 97 BUR Yk R A [ Nk B A KA
T-3Z4k (epidermal growth factor receptor, EGFR ) 7% |
[ A5 P4 bk 4 98 384l ( anaplastic lymphoma kinase, ALK )
FEHEFN c-ros IR R BUR R 1 32 AR i A BR WL ( ROS proto-
oncogene 1, receptor tyrosine kinase, ROS1 ) filify | B/, 7Efifi

PR 325038 i, IRMNEERICS: () 5 310022 40, i
PRI 5 S AT, B RRA B R T i 3g = e S e P
Bl WA MR EEBE RN (BRI, Jis) GaillES . iz,
E-mail: fanyun@zjcc.org.cn )

e vh 2R R k48 964 A A VA IS 1 R RE PRLA B R
R SR, BOR B2 1 B R B S NSCLCAH G, Horp
SIS R B SE R R AIB T (v-raf murine sar-coma viral
oncogene homolog B1, BRAF ) &[N AJ G ZNSCLCH L —
AEEAIRSN LA, 5 E R ERGRE M 4% ( National
Comprehensive Cancer Network, NCCN ) #§ 1 C ¥ HAE K
AR R AT H L AR JF B, BRE N BRAFFI
MEKH 50 2 i BRAF V600EZEAENSCLCH A IFRETR
J7 o SRTMIXSTIEBRAF V600E S A% I filiid 8 35 (T3 98 TG TC
W FEE ARSI R, R AR IIRTT RN
Fa A i1 7) (immune checkpoint inhibitor, ICI ) H Hij /&
T3 —IRTT 9K Bl A DA B A A iR Y TR, HATE
AWFFAR/RICTR T BRAFFHPERINSCLCA #7345 . A
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SO BRAFFAPE G NS CLC R 35 A L[] Rl e 28 34 T P 0T
St RE—2Rk .

1 BRAFEFE#LA

1.1 BRAFFE[H W) A451F BRAFFE 2 —Fh L 210 I
P, EALT 79 g EK, H181M I T, 4ifBRAF
M, 5A-RAFHIC-RAF[A]JE TRAFFKE®, JERAS-RAF-
MEK-ERKH i 1) LIl 5+, 2522806 E A
( mitogen-activated protein kinase, MAPK ) K, 7ETH
M AR ST T R SR . MAPKIHE S5 5 50
T RASHIBRAFZRAE T 8, M2848 kLI, BRAFER
FIBERR AL IT(H T WA B A 1530 ( extracellular regulated
kinases, ERK ) FF&EH0IG, & FEMR I LKA, ifF
RAFR I #PREREIR L MEK, {HBRAFI 5P 5 = 0

BRAFZE [K 58745 32 %2 5 = T CR3 P4l 45 ) 3k 114 41 S
F1URILS, ARG G RAS A5 AL R il 3% 14 ] LAKS:
BRAFRZESr R = AThHede ). BB SRR V60078 A8
(12R) | MRS R IREVe00%AE (1128) FIE
ZRAYAEV6005 4 i — A (11126 ) U, 5 ILAYVE00E
AR 600N IR B AR (V) B JA M
(E) , FVFBRAFVEREHENE PR AR, R
V600575 1] LI 5 1] 55 BRAFFA GG 5, LICRAFA &
177 2O ERIGHE B IR RATIFE R, SRR
AL, TIZEFIIIZE BRAFSE S A A fig 15 RASHE K 28 15 2L
f£, RIAEV600R AR A n] fe & AERASHL AR, — T KA
mIEPERF AT 13X 4518, Planchard B2 7£2020
ARSI R I 2% 2445 ( American Society of Clinical
Oncology, ASCO ) Hf{ti 7R BRAFZE 7 [A] i H A KRAS
GI13C. cMET 14Bkist . PIK3CAZ5HLoe7s () g F 432 0 )
eV ARCILE ST YN
1.2 BRAFZRZE I RFFAE BRAFFE R 7L J&:—Ff | 1% 1)
FERRAR, B ERIT ANFIUSCIRRIE, 7R S
H AR 7%, PR E IR 4 R 50%) . DR
PR R F136%-53% . HUR PSS EL I 5%-22% , ik
2 53] 0 S MG 2 9 30%05], BRAFSE 78 7E i 8 v A A6
R R1%-3%, DU 22 W0e, FE TR [ K M Fl
WA W 225079 Hhve00E %€ 48 FAEV600E S AL 45 1
BRAFZE i 1 509207

— T [m] BRI 5T 43 0T T 1,837 I EGFRZEAENSCLC i
G R FHEAE, & BUAEAR R 3K 8 £ [ NS CLC
BE T, AR 28 A48 0B AT e HL A AN [R] A9 I R AR AIE

It HAAT AR RITATT Hh 3k 35 R BE AT BEAF7E 22 Y, )
BT A T 1,046 INSCLCH F 1Y 1] BB 5% % 30,
BRAF V600EZE L filifia 5 2 Lok . AW, H80%
fIVE00E 5 A% i ELAT T FL S R il 55 4580 1) T A= A
1 ( disease-free survival, DES ) F1E A7 (overall survival,
0S) BEMAK, MIEVE00EZ AL H A7 WA s, 57
Je T A DG D7) R ) — TR ZS A A B P T
BRAFZENSCLCIYIGRFFE, AN 11635057 311,714
NSCLCH#, HFFEHE R Lotk B I BRAFZR AR R i T
P (3.02% vs 2.43%, P=0.02) , {HiX 55 —THF5E 20 1
RS R M, MVE00BZALS B H Z ML, X
SUARMTF T RARRN . DL B RSN, S5 BRAF
JEV600EZE LM L, VE00EZEAE 5NSCLCAN R Tl AHE
—LALSTIDESHOSHE S, HPIFAEVER . AR J7 1
B FE22H0Y, 20124F-20134F 1 [ FE Sk 0 B — 011G
WINSCLC/r i3 H (n=17,664 ) %} H:A ({23011 BRAF
AR BE AT T AR BRI TRCR BRERIEAR RS, 450Kk
BLLIARTT Ry X 5 ANBE— LR U N 23%, 28
GfRFALUR9%, H 5 EGFRIAMESLALKBHYE ABEFA L, FL
M OS K otk R HE A7 (progression-free survival, PES ) 1%
B, XS5 R BRAFSEAENSCLC & LAY i 1Y
E ARV EE &

1.3 BRAFZRZZRKEM HEINCCNEHIHfELE Y BRAFR
ARG 7 245 Sanger 7 | SEATER A W IR K1 (real-time
polymerase chain reaction, RT-PCR) . —fCillJF (next-
generation senquencing, NGS) 4. Sangerill /7 J& T — 1l
¥, BB TSR RNE 5848, il LI I V6005€ 4 I
LG A R AR, To A 3] Y (o445 DB
SIS AR e, ot by 20 B 1) 5 B BER B (520% ) B,
RT-PCRIE:—FhREAS K T 01 28 48 (14 £ X1 vk
BT T BRER, RERIN7% MR AEDNAYE V%, H
MrksAR e, RBEUELRN97.5%, T V600EF V600K
HORER T, RS R AL I BRAFSS A8 W AU 285 1 3t

T2l NGSHEMS [F] I PEAT Z2 R IR, L4 By vl fig
MRS, AN | AP, HDNAKI T

B RS%, W LIGRASEE iz 050 T S, o o8 T R
ARATHI 1] YA 7 1) FLA 55 WL I PR OK Bl 2848, e o J FE IS
BB, GPegH b (immunohistochemistry, THC ) JE Al
BRAF V600EZEAE (1) 55 — N J ik, S5k FH B M4
SEREHUARVEL, BA B U RV B, X
A BRAFAEVG600E 5742 [ A5 I 4 S ML B IX 1 100% . “BX 1Y
F 3k 5 7E Tt T-BRAF V60OE 14 55 B 53 Jot M i A 2 B vl
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REHBBRAYE, I H Al = BRAF V60OK B HAth A5 S A
FIPLIR, X RSN e 2 2 A e o 2848 . ik
A, B THCHINEF FIMAEDNA, FIKIHCHIE T
DNARHG I 25 R 2 (8] A] REAFAE 26 S 28 bR Al Jy ik
SN ) S AR oy B I (B Ve o 1 R Y 0153 15 0
HVE 2 ORI SR A R R ACIE R . (H R T Il iR
i Z R S, I P BRAFEAEDNAAFTE I A
AL 71 b ygg 1) B s e () R U, YR AR T R AT A7 A R B
PRSI

2 BRAFZEZENSCLCHIER[E;87T

BRAFHMNSCLC B WL 767 259 12 E A0 45
BRAFHIHIFIFIMERIM G, BEAE AT & 30 P 1) 24
YR IRITI TR T 245234
2.1 BRAFAIil5]

2.1.1 4 AEJE ( Vemurafenib ) #4E% 4F 2 7 BRAFAYIE
PEPERHI7), BEAE SN HIBRAF V6OOEM TG, i
il ( half maximal inhibitory concentration, IC,, ) Ak
#31 nmol/L, 20114F#% 36 H & & 25 B8 #R) (Food
and Drug Administration, FDA ) HEHAEIRYT & BRAF V600E
RAR AT VI BRBUE Btk R AR . 4EX AR eiAR
J¥NSCLCH B g 16 Pk 1 56 — > 0 6 T4 >k 5 — 14T
XFBRAF V600E FHPE | B8 (5 239 i iF 1 08 T o ), X
TR 52 H NS CLC A B A ZH T 19451 BRAF V600E FH 4 1)
SRR, AL ARCRAINYT, BB MEMF

( objective response rate, ORR ) i5%42%, " {\iPFSH7.3
MHL 121 H0SHh66% ., WFFRai ks T2 S, b
JE AT T AR, g A2 BINSCLCEE, HA
SMFI TG B ISP A B 2l P4 10.74 A B
Vi, ZIRHRHZEORRN37.0% (95%Cl: 24.3%-51.3% ) , "
PESH61MH, HL0SiERN15.44H o A KA HORRY
37.5% (95%CI: 8.5%-75.5% ) , TPESH12.91H, Hfi
OSAMAN, e WA R RN 0 (40%) o 54968
BFEHILG, 4% A ARG B H —KIG YT  A PESAE
KT,

TE—1 A1 EEURARA S 5T, S48 A 3515 BRAF
ZRASMIPINSCLCE# , H 4529 V600E%E S | 644/
V600ERZE , #:52 A[A HIBRAFMIHIFIGY Y, ih4e% Ik
Je . PR R s R AR, 314 52 —FBRAE
IR, 4B E TR T AR . 52 BRAFIR
250 )R YT R FORR A 53% ((95%Cl: 35.1%-70.2% )

PP HIPR (disease control rate, DCR ) “585% ( 95%CI:
68.9%-95.0% ) o Hrh24fi4Ez4E % AR e iR yT By Rl PR
BE, ORRNS4% (95%Cl: 32.8%-74.4% ) , DCRA96%
(95%CI: 78.9%-99.9% ) o EMAAFERIHIPES ST,
OSM10.81H ; V600EZRAELIHIPES H9.3 1 H , EV600E
RAFHPFS M5 H o

125 [ G A 58 A — O T4 AR JE A R i
07, DITEAS 4E % HE JE X BRAFBH PS4 iy 7 &R 22 42
PE. FENSCLCBAFI G 1180153, 145101/ BRAF V600
245 . 176|BRAFAEV600%E4E ,, BRAF V600%E4E 4351l 4197
HIV600E . 2f5lV600K . 1fV600DFI1{5IVe0oM, H1v i
1] 823.94 H . 7EBRAFIEV600BAF 1, A I H %
MR, BRSPS 1 . FEBRAF V600 S H1, ORRA
44.9%, HIPFSHS2MH (95%CI: 3.8-6.8) , OSA107
H (95%ClI: 6.8-15.7 ) o DL FWFFE3442E 78 BRAF V600ESEAE
Jits i 28 25 A LA V00 E 2845 1y £8 25 BT g AL 19 36 97
Rtd o
2.1.2 #HiAEJE (Dabrafenib )  IAF7IEJE EBRAFIEG 1 7]
WCPERHI R, A2 2 FaE Y BRAF 2R (90 il e A 4
KPR JE X BRAFZEZAENSCLCH B A R, el AE—Ii
RIS R IR, %I H 5F BRAFZR S SR -
FEX TS, ME— ) BRAF V600EZAENSCLC H & X}
IRIT A R, J R i RIS R AR 2SR 4
FAEJE, 20134EFDARLHEH ] TR Y7 BRAF V600EZ % 1
BRI,

Planchard Z{43% 31 % 2 () BRF 113828 IL I AR AFSE o,
84| BRAF V6002 AENSCLC #4525 B2k hi A R 1RTT
Hohtg78H 230 BB Mellva B . iR BnishidE
JEJORR H33%, DCRHAS8%, HAiPFSHS.STH, Hi
OSH12.71H o saBilEFE A3 (429% ) KAETEA
RFF, (HRZECN RO ATi 32 09 3355 — i IR
WF5EHE bR Je B 2GR YT 7E BRAF V60OEFHAENSCLCH:
A —E U IEE , EIRITRCRA R
2.2 PR JEBE S Trametinib  BRAF 57 BA. 25 f4 1iif 25
HLHI 1T B 5 MAPIGHE B 1 F TS A ¢, WA {EBRAF
PR R AMERSN IR, AT ReE ) B WTERK(E 538
B, MIMEE T B A It R O, sAH AR R B &
TrametinibE{7 BRAF V600E 545 [)NSCLC £ 4 H L Bl
7 R AR

BRF 113928 /& — WA FrdE Je sy s ik & i L8 e
G Y7 BRAF V600E L 816 B0 IA M NS CLC /B 4 1Y 11
WG IRDESE, BE5E 0 = A5 BAFI AR A E e
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254, BAIIBREIANARJE Sl BB B GIRIT &R B
A, BIICEIREIRITRIR B E A,

BAFIBALL T 57614, ORRIEE] T 63.2% (95%CI:
49.3%-75.6% ) , HHIPESH9.71H (95%Cl: 6.9-19.6) ,
6 H0SH65% (95%CI: 51%-76% ) , ECdE#iibmf, Hf;
OSANHLFAGY, WAL h 36| B # #:52 — Lk bk e
Tl EE RIGIY, Zad 1594 A Bfiti, ORRHM64%
(95%CI: 46%-79% ) , DCRN75% (95%CI: 58%-88% ) ,
FZPES 1090 (95%ClL: 7.0-16.6 ) , 0SS H24.61
A (95%CI: 12.3- K35 ), 5 WLAYAS B OV S & B,
BB Crhat3e il i)in B e — LI GIRYT . P PESH
10.91™H (95%CI: 7.0-16.6 ) , T{,0SH24.61H, ORR
ik E64%54, 5 HLZBRAFIAIRIF AL, SURERAFE—
28 TN 5 223497 BRAF V600EZE A4S NS CLC H #4) fid /s 1 3K
2o FETXIMGY, 20174EFDAHLHE T BRAF-MEKRUAL A
J7 BRAF V60OEZR % [ HINSCLC A 14,

2: E 1) GFPCHL S i B 58 Il A T 40 Bl BEFE 28R
BURIA BRI BRAF V60OEZEENSCLCH ¥, 15521541
ERB A I B eIRIT . SRR, P PESHIOSSH)
F17.540H (95%Cl: 7.1-23.0 ) F125.5H (95%Cl: 16.6-
Kik) o ofHEEZ —ZIGTT A W A PES l16.81 H
(95%CI: 6.1-23.2) , H0SH21.8MH (95%CI: 1.0-4
iK) o, 3Rz 2 R UL IRTT I B T PESFIOS 43
16,810 H (95%ClL: 6.1-23.2 ) F125.54H (95%CI: 16.6-
Kik) , HPARFHSEOHEE (18%) KAMBE 1A
57, 8B (20%) hHAYTY, PR RIAPEAECEG
i 2685 e 1697 296 BURIG HUBRAF V600EHE INSCLC K FL
R A AT SR T s e A

FE— T EINSCLC 1 B 55 (40, gl
A6stli g, i safifF{EBRAF V60OERAS, 114J&1k
V600EZRAE . 74232 BRAFIH VA YT 1305 V600E S 4%
G, dEBARR ALy | AR B2 DL RGA AR R A
& e iRy T A PES /3 7.8 H L S84 H Fle i
(P=0.970) o X T—ZAkS7, V60OEFIIEV600EHFH i)
{IPESHIMLL (5.4 H vs S4TH, P=0.825) o XI5 HE
JNBRAFHI[A]34 7 %47 BRAF V600EZE 7% i) Ff FINSCLC
HA IR 4
2.3 HAHZY Lifirafenib ( BGB-232) J&—Fl#Hi Al RAF
KA FEGERIN IR, &% BRAF V60058 74E [ 512
I (7 Al TE AL T — W R B B ), AR I i —
WIagE T, S3fIBRAFSGE AR SN (kv , 8l (15.1% )
IRASED I 27 i (partial response, PR) , 274 (50.9% ) N

YliifaE (stable disease, SD ) , 5B R LifirafenibiG )T
BRAF V60057 LA i A — e BB 3R 4, (HA W2
#E— WY Lifirafenib 525 15 Y7 BRG] 19 &2 2 PR FIA
Pk, H i Lifirafenib B A MEKAN H 7719477 BRAFZE AL SR
S T/ IS © 2 iR 5E (NCT03905148 )

JIT A5 () BRAFZEAZHR 43 PR TR ERKBE IR AL, A b4 )
ERKA5 53 P I 45 1 5 5% A 1 & BRAF R A8 TS AE B U4
R, BRAFMIMEKI 57 i AR AT R i 24 7] 68 5 MAPKAR
53 TP ERK A FHNAOE A OC . I R AT UEHE % /N
FERKIN IR GERE ST 25 PRt 3, 7E— 3 2 L T 55
TR R A RIS (NCT01781429 ) rf1, BRAF
R 57 #9145, ERKIKEEN i 57 Ulixertinib7E BRAF
V600 FIEV6005E 48 1Y SRR Hh 34 i /s th e g v 1, H:
H28 BRAFAEV600E 78 Hh 50% A WL o X THFIE
YRR Tl AR , #2755 BRAFAEV60028 75 1] g i T il
ERKAPHIMELE, 3% AiA77 BRAFAEV6005E 742 (1 S 1498
BF PR TR IR AT

Wl M UL B 3 - 8 Bl / B U R B/ A R R AL AR
( phosphoinositide-3 kinase/protein kinase B/mammalian target
of rapamycin, PI3K/AKT/mTOR ) il 55 T ZHFpsL ik i
R kA, fIRBEERE . NSCLC, FLIRE . SilniE
4, FIHEJSEBRAF-MEKHE VG Y7 A3 P 25 L 2 —
PX-86672—F AN 1] 10 S5 A R PISKAM 57, 5 BRAFHIH]
FIE G Ry FH X R 0 2968 200 R AR P 388 2 A P R iV o
Yam 5 HILEM I BRAF V60058722 I F8. 4 iE AT T PX-866
ML HE SIS 25 i) Z PO, LA & PX-866 1
A% A Je RS 252tk . TR A T 5
FBRAFZEEHINSCLCEE , BRA FH25 X X 38 /B 3 74K
SEARAN, AHIEA 6 I PISKA il 71 FIBRAFH il 771 7] BE 2
1AY7 BRAF V600575 it £ 5 1 g — Fiup 1y 241k

3 BRAFRZENSCLCHIGRIEETT

TEBR SN N BHE AUNSCLC B F H, ICIAY TG PEAH 24
55, W T RS EPEIINSCLCHH A RE N 14%-20%45)
P, S8R Y7 16 DK Sl 3 DR BH M A8 £ 3 A7 ) e
R B, iR IR BRAFRZE NSCLC R 1Y
B R R

IMMUNOTARGET & — i [al Bk 43 A e 2 16 S 7 7 3K
BB DA B B INS CLCHY P AR I R 5E 4, ST A
SSU - ALK B FE R PH A il £, FLHRBRAFBAS A
H T 43, PAGITRECN L, FEFEIEAIIET 2
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% 1 BRAFRZREHANSCLCER ER T IR R FTIC S

Tab 1 Summary of clinical study of targeted treatment for BRAF-mutant advanced NSCLC

Study Phase Drugs Line of Single/Combined  Patients =~ ORR PFS mOS/0S
treatment (n) (%) (mon) (mon)
EURAFUe! Retrospective Vv =1 Single 35 53 5 0S:10.8
VE-BASKET®¢! Il v =1 Single 62 37.1 6.5 mOS: 15.4
“basket” B3 Il Y =2 Single 19 42 73 NR
AcSéb7 Il Vv =1 Single 101 449 5.2 0S:10
BRF11382813234 Il D =1 Single 84 33 5.5 mOS: 12.7
BRF11382813234 Il D+T =2 Combined 57 63.2 9.7 NR
BRF11382813234 Il D+T 1 Combined 36 64 10.9 mOS: 24.6
GFPC01-20191 Retrospective D+T >1 Combined 40 NR 17.5 0S:25.5

D: Dabrafenib; T: Trametinib; V: Vemurafenib; mOS: median overall survival; BRAF: v-raf murine sar-coma viral oncogene homolog B1; ORR:

objective response rate; PFS: progression-free survival; NSCLC: non-small cell lung cancer.

figdAkr ( programmed cell death ligand 1, PD-L1 ) WPk
JKFEJES0%, ORRM24%, HAIPFSH3.IAMNH, HAI0SH
13.61 1, XTI iR X BRAFZEZE HINSCLC
HBERYTRA R, BRAF V600E 5 Hifll BRAFSE A () LE 173k
WA G257, 5 —IGFPCHF5E W A 1
HRIAYESE
TE 53— L) L rpols BRI e eI, AL T
39%IBRAFRZIGHINSCLCHE# , BAFIfL$E211|BRAF
V600EZE 75 i % (A4 ) Fl18MBRAFIEV600EZE 7S 3%
(B4L) o AZIFIBAL 4374 429% F150% 1955 | PD-L 115
Fik (TPS250% ) (P=0.05) . TE39BIEAL T, 2208
(AZ157%, BL1S5% ) 52 T HPEIRYT ( Nivolumab, n=11;
Pembrolizumab, n=10; Atezolizumab, n=1 ) ., Z4$:F0H G0
TBITIORRN28% , 1EV600EMIIEVE00EZEAE PA I H1 40 28
IBITIT A S PD-L15R IR KV Z W) JC S 3 AH OGPk o X bt
% 1Y JR) BRAME R Bk = 4 2 ICTIAYT [ BRAFET A= g F A
X RE, AE B ROR] g — 0T [ Jat P A 5 o kb 78 T X — AN
S, XIS 31,588 HINSCLCH ¥ %52 Nivolumab 2%
1RY7, BRAPIRZESRIAREOS H11.04H , i BRAFES A 7l
W20 FMIBRAFZEZAE W ZH A OSrloh11.24 A flt0.34~H
ORRZMNN9.19%F119.6%, K, BRAFZEAZ (35 2k Al
Nivolumabi&¥ 77 %A FR o
FE20204F H [ (1) — I Z v 0] otk i e ol

OB T 417801 BB R BEIRIT IR D, IR RPEIRITTE
BRAFZEZENSCLC B #H SRl . TEBRAFZEAE T FIBRAF
AR M, BRI PD-L1 Gk i TR AR A
(P=0.198) , TR TMBE TEf2E 8 ( P=0.009) ,
HOSTEWI Z A% A 25 (P=0.334) . HE—$4rHr &P

BRAFEV600EA 19137 OSHE 5 T-BRAF V600E4AL ( 141~ H
vsSTH ), HikB TS EE R (P=0.017)

Li b, SPEIRYTTEREIRAY T T 2 1 BRAFSE S Y B8 3
M R BUREIRITT, TS RGN B E T E =
5, BRAFZEERINSCLCHE#H MASEIRST A —E 345
HEAER AR, EEWCE T HarE p oM oos 5
BRAFZEAENSCLCH A [ 1) 58 SR 16T I RIFSE
nFR2lis . A PR R IE Fhttps: / /www.chinadrugtrials.

org.cn%ﬂhttps:/ /www.clinicaltrials.gov.
4 RESRE

H Aif BRAF ] i 77 B & MEK AN #1571 J& 14 )7 BRAF
V600EZEL [ M INSCLC /B # B Aok s, HRSZ iR
SPRAE IS X TR RS 2 I R A, RPEIRYT
XPHAT B I 30, HAREE AR, SUERRIT RS SR iR YT
A F SRR B

JUERR AT AU T R TR, R R
e O PSR L NI B R S =1 D0 KN e S A (OB TR G A ) N
TR 2, SENSCLCH U BIBRAFHE [ T 25 L i A
SEA I . FEXTBRAFN G 24 Y B €0 208 B b
#| T PTENGRS , H HA PTENHA 1 5 % 1252 BRAF
FNAYTHIPFSTH A, X /42 /s PTENTER K 5 BRAFH I 5
J AT 25 S0 A A G IFFE >S4 I BRAF V60OE 5 4%
NSCLCHEHIE AT BN 2, ¥ X KRAS G12D . KRAS
G12VE{NRAS QOIKRZF B, H IR BRAF V60OELK
BRAFTEARI S, PR IERASHI I I A BRAF il 51 XU
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