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[ Abstract] Non-small cell lung cancer (NSCLC) is the most common pathological
type of lung cancer, accounting for about 85%. Surgical resection is the standard treatment
for early-stage NSCLC; however, resected patients continue to experience a significant
recurrence rate, making optimal adjuvant therapy essential. In recent years, molecularly
targeted drugs have significantly improved the prognosis of patients with advanced NSCLC
with driver gene mutations. Based on this, scholars at home and abroad have proposed
whether applying molecularly targeted drugs to resectable patients with NSCLC with
resectable driver gene mutations can reduce the postoperative recurrence rate of these
patients. A series of related studies have been designed. This review details the mechanisms

of action of targeted agents, summarizes their advantages in advanced-stage driver gene-
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mutated NSCLC, and discusses the efficacy and safety of adjuvant targeted therapy in

resectable driver gene-mutated NSCLC patients, with the aim of guiding precision treatment

to lower recurrence rates.
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R 2024 45 f BT I AR 8T
Jils 95 H T ATS 2 A8 T A g e i P R S
BY o HG v i DL AR I g 2 RO IR 0N 26 i e
J% (non—small cell lung cancer, NSCLC) , 249 5
85%" e MUATETF AJE T ~ IA I NSCLC &
HPRAEIRIT & AR Bon, AT UIER
() NSCLC & ¥ A J5 Al AR 5 H A 15 0 1 4% B
b7 LRI AR 5 &2 & %21, {H /&, Pignon
ST — I meta 43 AT B OR R HE 52 B
L 97 1) AT D) B NSCLC iR A L A e WL 5 1Y
X HB 4 B 5.8% 5 AR T AR AE R
5.4% 1 5 4R RV A A 3R 8 RS Bl B Ak g AT
AEIE A 0] P B NSCLC 8 & 09 A 80R )T
Fo W, X AR oy 4R B Al R S
WORIT TR R KRR E
B .

BRI IG T 0 B ERE T K B B R 58 A5 11
NSCLC 3 1 T , i Mhif o7 J7 2 45 AL
1l o e S S 1 R A M B R Y O T R AR
R S BH A b A2 R A R R R
278, NSCLC f8 & Hh fi 3 UL Y 3K 8 5k [ 5% A%
h 4% Bz A K R F 32 K (epidermal growth factor
receptor , EGFR ) 3& [A 5& A% HI [f] 7R K B R
fiff (anaplastic lymphoma kinase, ALK) fifl & Jt
PLBRPES . BEAEBF IR 45 R 4R, G 97 Al
PLIK ) i 2 SE K 1 NSCLC f8 & Hh 6 o i Jie
A A7 B 1] ( progression—free survival , PFS) Fl &
H: A7 F 8] Coverall survival , OS) , P X 3140 £
WS AR BT a g H e (R, AT T BR
F1 9K 5 B[R] 28 A8 NSCLC 8 35 A J5 1oz 1 488 1] 34

Cancer, non-small cell lung; Mutation; Operation; Adjuvant therapy;

Shandong

J7 B8 75 HUAS A8 47 1 7 A550RN 28 4 AT il = i iE
& 2k PR kR 5

i o [ iR NSCLC £ # & A4 UK ol 2 I 28
A A AL R R B T B A ) 25 4 0 P R AL
il , g5 P — 2545 T 0K g 3 PR 58 A8 Y i
BEEZEIRIT R v BT
A Y 2C T 9K Bl 5 5] 5848 1) AT T Bk NSCLC /2
A e I 4 BB 1) 36 0T 5, SR X 4y R
B R MEAL DRI O S . ILAh, SRR iR T
T B WS AE B R, R R 1 R
PEBIF ST R % I LA et

— % 2 R 38 I B0 1) 58] (tyrosine kinase
inhibitors , TKIs ) B8 /E FI AL

TKIs J2& — i 1 BH 7 i 22 2 3 B 0% 1 1
0 iR A R B BE R 25, AL FE AT 3P TKs
FAS AT 6 ME TKIs. B ) NSCLC & 3 % %
TKIs i ZERK B H OS5, WK T
Al YIBE NSCLC & & A J5 I F A 36 97 1 97
o B, S5 A EH AR S R T
7%, WE FEWAH T EGFR-TKIs #l ALK-TKIs
A FBILT

1.EGFR-TKIs F 4 FHHL I

EGFR 3 [K %€ 7% J& NSCLC ¢ % UL 14 3K 3
SR GEAR R, B 5 ke T i
EGFR % K] 2y 52 4 i 24 R 18 8§ 2% W& (receptor
tyrosine kinase family , RTK) H1 55 1 4~ & 3 1 1L
R mERN TS TSR aREE R
OB ), 3 28 AN A B TR G A
1 210 4> %2 5L % 1Y EGFR R /& 41 15, 4 7 &
2y 170kDa’ ", 45 b A 45 4t A A1 Bie 1K 25 4 1k
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CL VI CIUFRIV ) | 55 58 25 e S8 R0 248 oA i 2
PR 18 ¥ (tyrosine kinase , TK ) 25 #4438, . 1E % 1%
WV N B O o el i N O N TS B
(epidermal growth factor, EGF) 4% & 3| EGFR
L A1 B A0 A B AT T 2 R T S TR Y
EGFR 5 A 1) HL A 04 R 56 175 1k A9 EGFR [H]
JE Z RAR AL, X A ZRAK AT LS =R
% 4 (adenosine triphosphate , ATP) 45 &, fii
EGFR — Rk A B B iR AL , o — 2 300 T Ui
5 5 i %, 52 B A0 M rY 4 Al L o Ak AT
2R S WU R TN £ O A MR N
EGFR [ 5 2 15 8 5 0 R 3k, B 5 W0 i i
P T 22 TR Vi G A 5 A% 3 08 i A TK S
FECH R ALK 2 R E BB T R T
B, A 55 K B 9% 9% B (rat sarcoma , RAS) -
2z 34 )5 35 A 2R 1 ¥ BB (mitogen—activated
protein kinase , MAPK ) i % . % i Mt AL B 3-
% 1 ( phosphoinositide 3—kinase , PI3K ) — 22 7.
2 B8 & [ 1% i ( serine—threonine kinase , AKT)
30 % N Janus 12 B ( Janus kinase , JAK) -5 5
M S I 5% BTG B M (signal transducer and
activator of transcription , STAT ) j# "' |
I & T # % A EGFR 15 5 18 5% 1 3%
(E 1), ILAh, NSCLC & # EGFR 3 [N %
AR B Z A, HoP iR WL EGFR R 2 N
EGFR b & 19 2k % 42 1 EGFR 4 &+
21 L8S8R A5 "7,
EGFR-TKIs 52— F1 53 ¥ 7] 254, n] LA
0 ok L 15 T 2 TR A e 2 A oA 410 o 45 5 1 e
M BE 1 44175 5 1) EGFR 364617, o —
L EGFR-TKIs 3 %558 i 5 EGFR 4 ATP 45 &
A5 5w 4, AT PR b 5 EGFR 454, i — 2 FH
W T 2 R B NS MR B Rt A AR R e
JE iR e MR v R Je 3 R A B, i AR
EGFR-TKIs ( i i 3 J& F1 1% 5 45 J& ) W] J& A A
Wi 5 EGFR 3L 25517 Bifi % EGFR-TKIs
LT, S X AR 43 B 2 Y BLARAS PR 25,
2 — 2 [ B T B TT90M 8 AR BT

I, = A8 EGFR-TKIs J& i 2 A~ /] 3 1) #8 [i]
EGFRT-790M 5 2% S fiff the if 24 [m] #2222 o K
53 7E B Y 2, EGFRT790M %8 45 I FH B8 75 %5 Je
— B 8] J5 AT 2 R R 9 A8 77 A T 24, v 4
5 G797 AL G796 AL AE > o WAk, A ETE
SR, EGFR TR 251 0T LL3E s 800 5% i i 42 52
B2/ 17/ (1 1 e w2 F S e
( mesenchymal-epithelial
MET) . A 2K 3K K 4 KW+ 52 K 2 (human
epidermal growth factor receptor-2, HER-2)
Y D, B R ER X ) 3R 9T R AE O B
FEASAE AT b o {H AT U] BR 9 NSCLC & &
HAF E EGFR 28 78 /Y ¥ o3 F8 4% 76 BE 13 i BE
PEAE TS HEBR 7E Ab L 31X 78 20 B8 R 52 Bl
B EGFR-TKIs fig 7 3K i v 2 2f — 2 ¥ 5T
(1),

2. ALK-TKITs i fE FABL

TE 1994 4F , 7 U & B ALK JE (K] 5 Ji] 725 44
R 240 i 94 B 90 AR OG , BIL R S NPM Rl
ALK ZE N R A A 3 Fh R AT, 73 51 O B 4
(rearrangement ,ALK-R) .9 (amplification R
ALK-A) Fl i A2 Bl JA , ALK 2 578
WA 78 T H At 1 S0 P g 2R B rp B T
NSCLC | 7L JJ3% g 0 45 B o o 25120 . ALK JE A
J& TR R Z AR AR — 517 ALK K& A
JE LT 25 Gl A8 A TR A — Tl 52 A T 2 TR T
ity , oA 26 MR 1 A% A 1 620 424 5k
MR 1 ALK B 11770 45 4 £, 45 g S 25 149 35
(extracellular domain, ECD) | 5 Ji 45 #4 Jaf
(transmembrane domain, TMD ) £ Jifd PN 28 #4) 3§,
(intracellular domain, ICD )" o #f 5% & /N,
ALK K&K 2 5 Ji [l #h & 248 A & R 48
B R AT A, NSCLC 214 5%
(8 23 R ALK R 9880 fe Lot
Soda 55 7 NSCLC 3% gy 2k [H] rp & Bl ALK %
AR Kz 2l W) 5l 8 A OC A 25 1 4 (echinoderm
microtubule associated protein—like 4, EM1.4) 40}
Wom G o AR R Rl G B DR A A

transition factor,
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s EGF() ?m

cell proliferation

BEl1 EGFR 3% i FE A EGFR-TKIs 9 1F HIFLT
(Created in BioRender. Li R, 2025. https://BioRender.com/g31h963)
TE: EGF: REEKET; EGFR: REAERKKEFZMA; Exon: ST JAK: Janus #HG;
STAT: {555 S M RMIGEN; Ras: KRN EE; Raf: PRENEL4EPR; MAPK: 223
IR FR s PISK . WRAGMEANLES 3-8 ; Ak 2205 G MREH A ATP: —BRRIRTT

Tk — 20 ARG T W A5 5 38 B B9 AH SOIR B, F
U R IIZ R A B N 2 S BUT I 4 4 B BUR
{5 5 1 B O, A2 45 JAK-STAT'! \MAPK-fiig
AME 5 PH T I (extracellular signal-regulated
kinase , ERK) """ | # JIg i C— vy (phospholipase
C—gamma , PLCy) — i i Mt L A% -4, 5 — 0 IR
( phosphatidylinositol-4, 5-bisphosphate , PIP2 ) —
WUwE 1, 4,5 = # R (inositol-1, 4, 5-
trisphosphate , IP3) fll PI3K-Akt'* (& 2) , X
B {5 5 1 R R IR kAR R TR R A
Vi )

fifi & EGFR-TKIs 7£ EGFR % ¢ NSCLC
F v RS B R ALK PR Y 3 ) 245 )
il 2 1 . ALK-TKIs # 75 FML A6 35 2 2
5 ALK fil5 25 1A ATP 455 o 5 58 Pk

4545, BE T B W ATP 5 ALK B & & F 19 &5
&7 HEirg & i iy ALK-TKIs 25 4 3t

340, Hop— 4% ALK-TKIs 2 8 1 5 ATP &
PEME v g 45 45 ALK . c—ros 98 3 A 1 (c—ros

EGFR mutatlons

Exon 18: L781Q,6719C/S/A,G724S
Exon 19: Indels
Exon 20: S768l, L769X, T790M,

L792X, G792X, G796S, C797X
Exon 21; G834L, L858R

JReversible
Target inhibitors

¢

@

Irreversible
inhibitors

Gefitingy,
Etlotipy,
cOtm ik

Afatinib
Dacomitinip
Osimertinip
Furmonertinip
Almonertinjh

€=

T % 5 AL I
( mesenchymal to epithelial transition factor ,
c—Met) [ 22 40 OB R0 Y . B bl
1) — 8 ALK-TKIs 25 ¥ f7 5 M & Je . — AR
ALK-TKIs D] J2& i 2F $1 fil ALK 7% P % BH B
i S50 B 1 AL = AR BTOR B e | 2E B
Je A e mE R e (Bl 2), Hr, 3%
Bt B Je & 7E — 8 ALK-TKIs 19 B 6l bk — 25
S8 X X B R G AR TE PR Ak, B
AR BN, = ALK-TKIs £ ALK FH 4 19
NSCLC & h R Mt B I x40
Y FIHL AR 3 2202 K ME D ) ALK #1 ROS1 25 1
() S 6 M, I 5 B ) iR A0 i 5 1 H
(0, TR B, 2% 25 W38 T DL B BB 3 PO pf
2R G, M R R e X — R
(Kl 2). ALK-TKIs fift & T ALK 58 48 1) i 1
NSCLC B & T2y n] By MER , IF B F K T
X4y H ) PFS A1 0S. R IE , H A E A 3
SrFSE R ST T AT UTBR ) ALK %€ 48 NSCLC i

oncogene 1, ROS1) F1 [q]
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Tumeor cell growth
Survival
Tumor cell proliferation
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@®cmLa-ak

l Ifusion protein |  Crizotinib
Alectinib

Ceritinib

Brigatinib

Ensartinib

Lorlatinib

41 Target

&
E Surel

2 ALK A0 i B2 A ALK-TKIs (7 FIBL ]
(Created in BioRender. Li R, 2025. https ://BioRender.com/Oou9ap7)
{E: EML4-ALK: BB sh RO HOCHEEE F 4- S PR LR ;s PIBK: BRAR LA 3-340 ;

Akt: 22N TRE MG JAK: Janus #4M¥; STAT:

F R R SRR ;. PLCy: BRAREE C-

v; PIP2. BEEWEULEE-4, 5 —BERR; 1P3: JULME1, 4, 5 =WilR; MAPK. 2ZZUJ53E 1k I ;

ERK: Ma8M 2 15 i

F R 5 Nl Bl ALK-TKIs RE 7 F& 1% 3% 36 45

BEMARGE KR,
— \EGFR-TKIs 7£ 7] Y] B NSCLC K J5 %
& I7 v R AE 5% 1

1.—1% EGFR-TKIs

H AT, AH I PRAE 5T G 52 88 ) 36 97 AT
DL 25 o35 Jmy e 0 B A 1 EGFR J6 [A] 28 A8
NSCLC B & g ' dkimA <& h, )
] & 97 Be 75 1E kil By 25 ) B A1 AT U0 Bk EGFR
LA 9878 NSCLC 8 AR5 B & A X — [A)
{EL 5 X6 3 — ) R A B 9 — F 4R IS LR . L
M, Goss W HE 2002 R B T EH A2 .
B BE MR 09 T 399 BF 28 (NCIC CTG BR19 #F%%) ,
XF E 2 Bk A A I R T %, T B~ TA 39 1) 3 38
A - | il < B Wi S < ot ]
(disease free survival, DFS) [ X & kb (hazard
ratio, HR) =1.22,95%CI:0.93~1.61, P=0.15]
H1 0S (HR=1.24, 95%CI: 0.94~1.64, P=0.14)
AT K B ERLZ (R FB, ZPR

b [R ISEL BF 28 144 11 S0023 #F 7% 140 3% 2 TR AJF 5%
R M Ik A RS, BRI A 1050
i K N 503 ). B S LT BR21
F 75 0T B BT, Kelly 25177 F 2007 4F 11 %1 %
JEE R RAE T UIBR (1 B~ TA ) A9 31X &
43 NSCLC 3 B AR J5 i BiiG 7 A7 223 C I
1 RADIANT 5% ) , A4 % b ik EGFR &
F(f 9% 4 Ak A 4 A ) B0 EGFR 5& K i 1
(DI 2 A 25 i) L 5 R B w2
JE & JE Al BIIGIT 2 A i X i 4 AR B T R AR
PR 5 2 Tk 3R B B Hr 2 DS (43 1l 2R 50.5
14824 H ,HR=0.90, P=0.324) , WL % 1., X
2 TGURIE 5% 1) 2R W2 B T BB 2 R BB ™ A% 1 ST A
iz ns WACIRERIAINN VI

e T ) 3R T R T AR S N R RN
B BE R B 2 508 s 0 A K
FEE o B AW WY AT R T .
EGFR 3 R 58 48 1) Jay g 101 5 5% #% 1k NSCLC &
R A YT B ) BN R TS A
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ANBE IR HREZHINE ., Pennell 545
Bl %) 5 — R 1T A i 58 (SELECT i 5% ) i
P64 HE IR 9T 1Y B ), 6 94 A EGFR HUS %=
A T A~ A B3 (100 61 , 058 25 3R o,
HZ B e 150 me/d 1E A A S5 4 BhiG T B9
XA B E W 2 TR AR B T 88%
(K1), XIS G A BT AR
J& B AR ST B IR

S TR RN P 5 N A AEAR 3T 25 7, S
FHOCHE WM ARERIRITROCR . W, HA
A E 4 ) S 3 T OIMPACT #F 531 AN
ADJUVANT #5200, I£- 38 F 2011 4 - b A 41
EGFR gk 28 48 (/b &5 7 19 Hi 2k 28 4% 5§ 4
F 21 L858R & 48 ) i1y 1T ~ I I NSCLC # # ,
5 TEAR T 3K F8 43 F8 4 32 R 5 B Bl 2 455 A
B JE 250 mg/d Xt b AR ST O+ B i 5 ) 1Y
I PRI AL (R 1) o HJZ, 2 BAF 5% 19 o 72 0
G RAARAMF . Hor IMPACT B9 B
T A 2 4 B8y R AL DFS K T A7 4 (43 9N
35.9 #125.1 1~ A , HR=0.92, P=0.63) , {H J& 7£
Kaplan—Meier il & I R J5 4 4 2 41 fh £ FF 1R
A, NI R 5 9 M BB/ 2 4 6 B 2=
SR . M B &, ADJUVANT #ff
80058 o X 2 41 L DFS 3 B BoR L
Ik & Je 4 0 % 3R 75 (430 o 28.7 Fil 18.0 4
H , HR=0.60, P=0.005 4) . & F ADJUVANT
B 5% 0 B2, ) P 2 3 5 G R A B A AT
TWAMGE . Xu ZEUP X9 AR Bk
JE BB 3 J F AT A S R BoRE AR e
4 e &2 ke AR T AT AL, Hoam Ak 2%
& 0 B 1) = 0 B T AR YT 41 . IRl B, Zeng
SR E o O A )G R ST T T
ik A R E A R, TR RIESE T
e R AE I AR 5 B iR IT A . A N
IR A A&, DFS KR Be % 16 8 OS I #5 (5 dE & e
ZH AN AL YT 40 (1 FR AL OS 43 51 ok 75.5 1 62.8 4
H , HR=0.92, P=0.674) "', W 55 $&£ 7/~ , ] Y]
Bk B9 EGFR %€ A8 NSCLC H & 5 48 ] 38 97 1F

RGBT R A A E T AR
PEUE B 2= E S UE B o B S, 59 — 300 F 2012 48
TFEE AR T EVAN BF5E 2 5 T 10 4
AR KRR, | RUESE T AT JIBR 1Y EGFR
HE A 58 48 NSCLC /& & 45 52 R J5 4l B 38 ) 38
Jy a] LLE K BB 0S, X T 5T (1 B 2 AT fE
T A S5 ™ A AN SR 42 52 RO VT BR
ARMA B EE AL (£ 1), XFRXF
FBE R JE R Bl B S 1) 9 9T AR 2 T B
% 45 NHE

2011 4, FRE 2 14 A BRI T
W bUE s —% s e #oE B,
— 3 T3 ICOGEN W 5% 7/ % b T 3% v B Je Al
FAERR e MIF RO & ek a5 R on 2 Fh 2
Py 0 I DR 3k 25 2oL, HL 3% 50 B e I & 4 ik
AP T LA, R 0T Y BRI EGFR & A 28
A5 NSCLC H 35 AR J5 0 3% 52 2 Je 75 0 il Bl
BITRE B AR — RIS g2 i A7 . H
H He 258 5 Ji s — 301 1l 3 EVIDENCE #ff
9%, G IR N A 322 1) T ~ A #] EGFR 2% 4%
FHE NSCLC |4, & 76 XF H 3% 7 8 e ffe 7
(97 R R 2e Ak, 25 R R, R Eufk T 4L, %
v e 4l R E R B B R Ak % (P DFS4y
Wik 47.0 F122.1 4~ H , HR=0.36, P < 0.000 1) ,
HARF LA R G R L E555Hh
11% F161% ;38 1) o X WU 5% 1 E5 40 i 15 3%
e B B N 42 BR B NSCLC i 5 AR Ja g
B[ VA 9T 19 — 18 EGFR-TKIs . B J5 — 5 1l
W1 ICAPE D 75 ' 1 &5 75 U IE B T 3% 5 %
JE TE X #B 43 B8 R 5 Bl B 1) 3R T I 9T AL
(h {7 DFS 4144~ J , {7 0S H 67.0 4
A3k 1) s, HEmES o 0F 5% L 78 2% il 4R
R R v B e R E BN AR 6 T R W
— 151 11 ] ICOMPARE #f 75 " ¥ 4 A | & 44
TUFEH2FEMBE TR R, 2R B8R,
2 AR L DFS &K F 1A 4L (4351 i 48.9
3291 H ,HR=0.51,P=0.029; % 1), % —
Tt 11 1 CORIN #F 5% ' X 40 A T EGFR & 4%
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R 1 NSCLC B E ARG R A58 1) 25 97 1) i R 0 6
RAL A e P I A I Eig YOS G 22 Y AR iR S
FA I PRI 56 BB AR SBNIRTT % 4339 15118 FEL N, EECI 32 GUasi )
EGFR N(];E;;E? M 2013 gefitinib vs. placebo I B~TA 503  DFS, 0S [k
EGFR  RADIANT*? I 2015 erlotinib vs. placebo I B~MA 973 DFS Bk
EGFR SELECT“ I 2019 erlotinib TA~TA 100 2$%ﬁ 88%
HE AR
EGFR IMPACT™! M 2022 gefitinib vs. NP I~MA 232 DFS Bt
. _ 35124 28.7 #118.0 4 )]
[50-53] ~ ’
EGFR ADJUVANT I 2017 gefitinib vs. NP n~1IrA 483 DFS HR=0.60. P=0.005 4
e 2FE LTRSS BN
EGFR  EVANS I 2018 erlotinib vs. NP A 102 éztj?g?ﬂ 81.4% Al 44.6%, RR-1823,
erlotinib vs. jgs P=0.005 4; 0S 43 5 4y 84.2
6114, HR=0.318
S A9y 47.0 #1221 A H
[s8] X —~ ’
EGFR  EVIDENCE M 2021 icotinib vs. NP I~mA 322 DES 5. P<0.0001
EGFR ICAPE™ I 2023 icotinib MI~MmA 79 DFS  4144A
2—year icotinib vs. Ay W ok 48.9 F1 329 4~ H
[60] . s
EGFR  ICOMPARE I 2023 | —year icotinib I~MmMA 109 DES 1 rl051. P=0.0290
P 34ETOIR A 96.1% F11 84.0%
[61] 5
EGFR CORIN I 2023 icotinib vs. placebo IB 128 WEAFR HR=0.23. P=0.013
: . 24ETCI 41 90.0% Fl 84.0%
[68-73] L s
EGFR  ADAURA I 2018 osimertinib vs.placebo I B~1IA 682 HAF%  HR=023. P=0.013
. [s6) alectinib vs. . 2AETCHE 439l R 93.6% F163.7%,
ALK Alina I 2024 chemotherapy IB~1IA 257 g% HR=0.24, P<0.001

e NSCLC: AR/NMaflis ; EGFR: FTRAKRETZIR; ALK. [AIZZVEMER B0, NP, AAEES K& HE; DFS.
JO AR 0S: SVETRHHE; HR: KK RR: MIXHEERE

FHPE 1 B 1 NSCLC /& 3 , 43 #r 3 4F DFS 45
o, By E e 4B 2 LT AL (4 5k
96.1% , 95%CI: 91.3~99.9 il 84.0% , 95%CI:
75.1~92.9, P=0.041; 3% 1) . 5T 5 1 0F 5%
1R, B 23R v R e AR R 5 B B iR 9T
) AH DG F 5% 1E 7E IF R, 4 ICWIP fif 58
FIICTAN 5817, 31X il 7 45 K e 82 10 36 97
P A R N g

2. X EGFR-TKIs

A 8 F — X EGFR-TKIs 7&K J&5 4 B i6
J7 Sk i 3 2 ke, H T — 48 EGFR-TKIs 1Y

MR R R XA L ERE R . HAr

EGFR-TKIs 1 — X 25 ¥ A Bif 1 4% Je Fl ik
e . Hrp Neal % 58 T 1 ~ T EGFR
7% A8 I NSCLC S8 AR J5 122 32 5l Bl BT vk 5 e
() d5 A FF 22 B ), G 3t 1T B miF 55 9 45 2R
N2 B 2 A T Kk A AR R A AL
oG & Kk A W [E] (recurrence—free survival ,
RES) ¥ K FI3INMAAERE (TLEREMFED
S K 81% 1 70% , P=0.55 ; H1 i RFS 43 51 K
58.6 F142.8 1 F1 , P=0.40) , 2t 4= PR Al 45, 5 il
PR e B REFEME ST — B XI5 R
WA i RO 2 AR 4 R R — 2R DL B R G
e A7 o 3K AT R A R K IR Y R Bk B 3
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BIMFIE HbR R R . b A, MR 4 BE 1 EGFR
5875 () B 3 NSCLC HR 35 1) A 5 BF 9 45 SR 42
7N, AT Hl EGFR-TKIs , Fif v % J& Al LA
S #E A 5 5E I EGFR 2878 1 NSCLC M % F
Kl AR . W LE 2018 4F, £ H
a2 B )R (Food and Drug
Administration , FDA ) it #E Bl 3z ¢ JE & EGFR
ZE 58718 (L8610 . G719X HI/aY S7681) (1K) 4% %
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