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[ Abstract ] Targeted therapy is one of the major treatment modalities in advanced non-small cell lung cancer
(NSCLC) with sensitive driver gene mutations. BRAF is considered a promising oncogenic driver in NSCLC after the dis-
covery of epidermal growth factor receptor (EGFR) mutation, anaplastic lymphoma kinase (ALK) fusion and ROSI rear-
rangement. BRAF V60OE mutation accounts for more than half of BRAF mutations, which is a potential therapeutic target for
advanced NSCLC. This review aims to summarize the advancements of BRAF gene mutation and targeted therapy for BRAF

mutation in NSCLC.
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BRAFFER 2875 B T CRIW A LA A 55 1141 .
T REE1SHMNE T, HPBRAFR# WAL R N 1550 B
T, 7990 H IR FTRAS A, TG 040 2
MR8 AT 22, RIV60OE, ffiBRAFHEIHFLLAGE, 2
BRAFIEPEZ5006%50, 376 5 [ BRAF N BERS AR T
FUFRASIEEIY K, FEERKIFEEKIGS, V60OEZ
JENSCLCH ILEIBRAFZASHA (55% ) , HoAthH 058748
fUH5G469A (35% ) FIDS94G (10% ) %51, 5BRAF V600
A% (V60OE/K/D/R) Ll HABZEAIFBRAFRASIE AL
HRASTCRMFIIE R IR, ANEATHARIEPES,

2 BRAFEREZRZMIERFHE

BRAFHER SR TE NIRRT (1 K AR A Ny 8% , F U
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Wit 5% 2 W (polymerase chain reaction, PCR) +%ﬁ‘¥ﬁ5$%
R A ( high-resolution melting analysis, HRMA )
R, FESA i R A e £ TP R BRAF R AE 373
SH3.5% . 4.9%F10.3%, FHHIBRAF V60OEZE K Az %K
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BRI, TOWAAE (disease free survival, DFS)
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RRAS%H2.6%, 5 RRIEA WEAHCHE (P<0.000,1)
BRAF V600EZRAETE L PE (P=0.004 ) 1A HH 25
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FUIRIE 571 BAS ) 1226 . NSCLCH % 1 4% 1k e
FRZNRYY, BWMZEE2 (objective response rate, ORR )
42% (95%CI: 20%-67% ) , T iPFSH7.34H (95%CI:
3.5-10.8 ) , 127 0OSHK66% (95%CI: 36-85) , =TI
B o W WA RN A K IE . Z 1M R
(40% ) o L% A Je AEX T ET BEPEAT 58 AR B T 3007
HITTF R4 4P, BRAF V6007 A AT B A A NSCLCHT iR
g Ly
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AR BZGIRIT o B G5 AR 201 74F 35 [ I IR I 2
4> ( American Society of Clinical Oncology, ASCO ) KL
&, BIRHBEHEORRNI7.0% (95%Cl: 24.3%-51.3% ) , H
HIPESH6.1 M H (95%Cl: 5.1-8.3) , HI0SH15.47F
(95%CI: 8.2-22.6 ) ; WIALEHIORRHN37.5% (95%CI:
8.5%-75.5% ) , TAIPFSAIKE[12.91 (95%CI:
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BRAF, HER2. Hedgehogii %5155, HAPBRAFZRLF
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214, HHV600%=AE (¥SHVE00ERAE ) 144, &R
% & . BRAF V60OEZEAE F 3 [1)Y7 %1 5 VE-BASKET WA
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B8] ( duration of response, DOR) 5/1~H, TidEBRAF V600
RASE SR NBEA R W 4%, HET, 25 7E4k
2L, W TBRAFIEV600R 7L B E 7R EE , BRAFRZENS
HEARTALLZEE .

FIRJLISY, GESE T IR TR, 4R
4 Je 177 BRAF V600iX — IR 2 2 (NSCLC, @ BH 14>
NEEBERITR, TSt oE g AT
3.2 isHiAER e R e RPAEJEAE R 5 —FIBRAFHI I
A, EFDAYKYE R ) JE J5 e i 28 —ANA YT 44 BRAF
V600EZE 2 (W46 4 1 PR (R AL M1 254 . Planchard#(
P AT e T — Ik fir Al Je 5 2 s 5 F T i WA BRAF
V600EZZENSCLC ( BRF 113928 ) AUIUMIAE:, 4504 A
R B R B B . 2 — B BEXT 4 IA BRAF V60OE
RAFINSCLCE EITB PR e B 2hiayy, HorbsfhiliTan
PR, ORRJ40% (8/20) , k¥ FHA L, Il ahss
BB .

TEEE BB, A MLLR AR TR . iAH R
Jerghdl (BAFIA) , khidkfe 5iEE R AIRIT 4
HEEY (BAFIB) Kikhidke 5l L& e BB 1RTT )
HEEL (AFIC) .
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V600745 F I 60 300 R B R SR i BRI T e, X —
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Mgz e . shide e iRk hidkJe . EBRAFR AR
Hi, V600E[183%, ORRHNS3%, PESHIOSS:HI ks~ H Fl
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BEAFHI IR GEURE, RS SE R Bk 13X — sile), 7ERK
PHEURAFBASIBESE H, 6fINSCLCH:# HBRAFIEV600E
R, PFSNOSIEILR TV600EZR A 4 ; HiE, 14
GS96VRAL B F I AR JE 315 TPR. 1EH N, 1
TBRAFFFIE LI I Z N (B -596-600 ) 58751 g
XTBRAFIHIFIRURET, F35k, BRAFIEV600EZR AR H 55
RASTRAE I AFAERS o ] RESE MR 25 1) N 22—

FER IR NIGIRITIEH , BRAFIEV600EZE AL H X}
BRAFMHIFIMH 2, {H X MEKIN 74 % . FENSCLCAH
MR LB, FA2 3585 JE fE BRAFEV600E 58 A% 4
Ml Z AT FAAKRTSSE 5@, R iZ 400 2 X A 25 MEKA
R 2 5 240 5 R SR A 2 B R Je A R AN R
f, AKTIEESEEA FH, $&/R7EBRAFAEV600ESE AL i 4
MIFR, BRI AR IR T2 M 36 e >, ChenF5l0K
BL, BRAFUH X BRAEII il 7 48 % A1 JE Tiif 25 {H X RAF
T RIRINHIFILY30091208U8% . FEBRAFERIK (14 i Ja 45 7Y
Hr, LY3009120f# iR AE KR 1. X T BRAFHK o BRAF
VE R R AR & FE D RE I T A I MUY BRAFZS A2 11 R 4 ok
Ui, LY3009120/&—FIETERNAYTIES:. HAET, MARE
FIMEKHN 1 F7#E [ 74T BRAFAEV600E 2 28 FINSCLC ) Ife
RIFFTEE R

s BRAFHNHFIH 241 H1 K2 i 25 5 SR e

BRAFH1Ifi] 5 X BRAF V600E %S 2% FYNSCLC £ 754
711871 I (B9 95 B N 5 Ry A =Y (1 P2 P S GO S e
BRAFAIHI I i 25 ULl B R WA, I R i 25 AL 322
$i: RACIZRAE . PTENHUK | 208 I8 R ZK AL A
THEREE AR ALAE . 4k A it 25 HL i 2 F AR MAPK / ERKGE
% S AR MAPK / ERKGH [ PRl Fi & (L FENRASIA A
MG 584, BRAFRR [FIIEGA AT . ¥ itekml &, MEK
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ik, PI3K/AKT(5 ‘5l G M L iRSE0-, 7Rt B,
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T BRAF-CRAF AR JE BRI CRAF Y e 3 o
FH R, ERKL/20RFLLHE H8 MO T 32 /R A0 B4R
FH%EI{%)[ZE@Z ( receptor interacting protein kinase-2, RIP2 )
PG E, (HAMKEMEKL /2175 . BRAFFIEGFRH il
I T, AT BHWTERKAS 5 A RS , ARAMRIIA IR
B rp X AT I Ak, AT 22N BRAFRAE & i 25 NSCLC
(V60OE ) KA I FIBRAFFIEGERINKIFIIEST

Abravanel {28 1151623 1) Lo 1 B A il i JE &, b
JRAZIPD-L11K90%, K >400 i G I AUNGS
WFFEEN, L8 2K 7 {EBRAF V60OEZAS . B —
LBAIT S MR RBTIRYT R, B R, N AR
JeBeaHiER e, MEAPR, AR, 7E218)E, MK
oy L BT Akt R 25 B BT SR T A TE S A e B
F AR, AHURIN R A — A I 7R, BR T B4R A BRAF
V600ERASAN, ih4k% | NRAS q61kR7E, R/ vilk
PEM SZ AL . ZENSCLCHERA i FIBRAFFIMEKH i 1] i)
LT, i 25 275 5 70 IR MAPKGH B iU A ¢, Hedn
WO FLARAFZEI A 03 B0 PISKGH B, A Rtk — 2 bt
5o

KT 4G, B T 7 —RIIRE.
ComunanzalS A KB, FEBRAFZEZAS/NEAEA, BRAFHI
VEGFMERA TN S E8OMRE M T . FeA B Mg g | il
R/ FF 438 X BRAFA i ¥l plx 4720/ KA 24 o Xue
20330 o IRERKAN 57 S5 RAF . MEKH i 77 ] 85 107 FH 708
BN 2 PA G B RS MR A TR P BIMRIVE A, A X R 4R 24
T RAGAF M2 2. SmidaE B4 MY T SL T,
RPRE RS ( ataxia telangiectasia-mutation, ATM ) BIELR
23 HA TR KRASEY BRAFZ 7S U it 240 L % ME KA ] 1 ik
PE, DRI, il A ATMZE AR IR A W] BB B MEKAN il 57 1
B EEIAREY) o RossBFBITEIRSMAF TR IESE , 2220 1R
He W TR T 0 X BRAFA i 3R T 24 1) S R 25, [
BF, ISR T P At 5 AL H RIS NSCLC A A 2 4 4
B AR e ss iR e i 2 b A R

6 /h\gE

BRAFH: R 2 A8 AN A& EGFR-TKIf 24 J5 (I L =2
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