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Abstract : At present,chemotherapy is still the main perioperative treatment of non-small cell lung cancer
(NSCLC) patients. Due to the high efficacy,safety and convenience of targeted therapy,its perioperative
application for operable NSCLC has excited wide attention,and a series of clinical studies have been
carried out. This article reviews the progress of clinical trials of EGFR-TKIs in neoadjuvant and adju-
vant therapy for patients with NSCLC.
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il 7] (epidermal growth factor receptor tyrosine ki-
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P01, H I PR J 8 2% 23 (Chinese society of clinical
oncology ,CSCO) #& m #5 K X /S P 257E 0 T A
FAUEHE R H IV EGFR 2828 NSCLC & 1 —
ZIRYT . % T EGFR-TKIs 7E M3 NSCLC #9iR 97
YRR A L R, AR SO G R T 1 /N 200 i 938 R
ARINIEIT I7 M % AR R

1 NSCLC 2& K JF% B EGFR-TKIs
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C1:0.93~1.61,P=0.15) TR EMEZER, WA TR
/N, 344 Bl EGFR BF A RIXT HE 15 £ EGFR 2748 Y
il F 1 A7 3 AR SR M AT IS OS DFS 225730
GEiTaF R S o b AR 5T 4 S 2 ) D B AT g A
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2005 4 BR21 W5 #7n , 2849 41 4L (immuno-
histonchemistry,IHC) 5% 2% Y Ji {37 4% C (fluorescence
in situ hybridization, FISH) J5 £ 1A EGFR 3 ik fH
PR E RIS BRI R £ 1, R Tk
5T 25 R  RADIANT #F 5340 A 973 1l 5¢ & VI bR A 5
) 1 B~ITA ¥4 NSCLC B & g5 R o, Juig e
2 AL BRI A DFS 4351028 50.5 4 H F1 48.2 4
A, RG24 5 L (HR=0.90,95%C1.0.74~1.10,
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B IR 3K 45 e KAk

T 40X EGFR-TKIs 677 IR # AR A B,
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KA E P Z L I RBF5E ADJUVANT(CTONG1104),
W T LIRS AT 5 P 5T TKT B FH 25 855K, Sk X 3k
AR e X Ak T og 2 DBk I~ LA 1
(N1~N2)EGFR %745 NSCLC &3 4 iR 7 i 7 s50m
LAk WA 222 Bl H T B R BN AR
Je i A DFS Wl A T g fbyr 4l (287 ™ H vs
18.0 1~ H ,P=0.0054), &35 iE K 550 & & 1] £
10 1~ H . 2020 4 ASCO(American society of clinical
oncology) 23 WL/ Al 1 B WF 58 45 R 1 b Ao B 17 It
6] 76.9 A~ H 4 Bh 7 8 e 415 5 Bh Ak 7 41 ) v oz
0S K 755 A~ H #1792 4~ H (HR=0.96,95%CI:0.64~
1.43,P=0.823) .5 4F OS % K 53.8% 1 52.4% 3 4F
DFS 34 40.3% il 33.2%(P=0.395) .5 4F DFS %}y
23.4%7%11 23.7%(P=0.891), ADJUVANT 5% 55 — UlE
ST ARG H B EGFR-TKIs 697 B9I7 SO 22 a4k | 5
oAby r M b, R ARAR T B4 7 R D R
RN, BARIZIIE S8 I A 3l B4R 19 ¥4 97 19 DFS A=
FEDLFIL Ay OS 3, H 5 5 B 7 i i s cdi
AL ,75.5 A~ H B9 0S J2& 3 i 5¢ 2 VIR 9 N1/N2
NSCLC & & U e AE A5 54
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EGFR-TKIs # [ 3697 M HI6 7 42 e 2] 5L 39 it 3 114
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Bl #8151 3A 97 WBT AR . CSCO 35 1 A I A 48 K
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1.3 =f EGFR-TKI 7£ EGFR & % A NSCLC
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ADAURA W58 & — T sk 2 s FEAL BUE |
B2 TR B T A0 R AIF 727 S gl A 682 191 5 4>
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o, BN A 530 Bz 7 B A e B Bl IR T
3 AR E 2PN R & B BUR T A7 1 #E L 7E 470
B I ~THA 185 52 R e, BB el 11~
A #I8E A DFS &3 PE2E K 4l 47 DFS
I3 R AR F A 19.6 4~ H  (HR=0.17,P<0.001) , %
KT 83% PR E Kot XK, BARE( I B~IIA,
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0.001), PIZHIY 2 4F DFS R4 518 89% 1 52%

ADAURA #fF 5% &5 — A~ E 5 EGFR-TKIs H F
ARG BRI A B IR A ERE IR R IR, T
XIRF LA WA B e T8 e Mg vIkR s i 1 B~
ITA ¥ EGFR %48 NSCLC £ & 4l Bhisyr iy L rii
1 O 2k 36 [ & i 25 0 B BR) (food and drug ad-
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2 NSCLC & RBETH%H B EGFR-TKIs
BITHIRE
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(2385 4] T B~ A 1584 ) Y Meta 73 #r , £ 48 7
B B AT B B AE T AR IAR YT B R 5 AR OS AU n
5% (45% vs 40%)™ ), 11 #1 EVAN W52 fit Il AD-
JUVANT B2 04 BH 4 45 5 Sy AR 5 il B 40 1) 36 97 56 s
BEAE T LRI R, EGFR-TKIs ££# 4 Bliayr b
YT R0 527 B B 22 1 DG T
21 EEEBEREINA # EGFR % NSCLC #HiH
Bhi&IT R R R

BhSCHRAEPUFSE T EGFR-TKIs 78 ITA-N2 EGFR
278 NSCLC B EF A UaIr e, BHsE g A
24 B, BARERN 41.7%, Toik A7 (pro-
gression-free survival,PFS)>4 7.9 1~ A |, B A 17 1 N
2324 H ., B E e 4 (EGFR RAZ B &)l GC 4
(EGFR A= 7 535 ) 19 2% fif % (response rate ,RR) N
58.3%(7/12) 1 25.0%(3/12)(P=0.18), H fii PFS } 6.9
A H 9.0 4~ H (P=0.071), 1 i OS H 14.5 4~ H Al
28.1 4~ H (P=0.201), #&7= X F ML A~N2 H1E /)N 41 fifa il
AT, EWPREWAR S T B0 BIG T SR W 2 AT
109 BB A o AT A 2B A7 25 AL 43 B I DR ] g
K OIZ L5 TG PRI, FEA B 5/ ; QL %
B e A5 24 J5 AR AE IR0

— I JE 3% B e AE N ITA-N2 ¥ EGFR %878 FH 1
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T 0 B A T I SZ Pk R4, mT DL T A-N2 1
EGFR FH M AE /1N 20 Jf il i 8 4 19 AR v o D) B 3%
(68.4% ,13/19) Fl S AW (51.6 1~ H ) o [ 76T
RF(T3.7% ,14/19) J3 WIFEIH 2 (21.1%,4/19) iR
T 2% i % (MPR) (50% ,7/14) 25 75 1 #9 45 St HE 85
SR, BIFFEIE & B TPS3 2875 F 7 NSCLC & R
il EGFR-TKIs #7ffi B i I7 v B AT T7 8wt i, 5%
Al 11748 5 EGFR-TKIs 7E A Hij H7 i Bh it 97 i B
o R — D /NFEAR IR RENESE, (H % 0F
REERMFARBUG , &K KA BRIGIT B IA-
N2 4 NSCLC [ #H &A1,
22 CERERHEDBRAHDERETENA B
EGFR 2% NSCLC FHFF3R

CTONG1103 58 & 5 — Wi L i& 4% Je Xt b Ak o7
FHF EGFR %87 B 9 I A-N2 9] NSCLC 58 4 Bh &
AT B I BB ML R 7T 2 FRah A 72 Bl
JE 96 5 JE 2H R 5 VG Al U+ R AL T 4R T X R 25 2
SR, JEIE R AR R R AT R e BiR T
1 AR AT 20 58 35 R 5 47 75 PO A V5 + U 4 Bl Ak 9T 2
A JEH BSR4 R R L JE IR e T G EGFR K47
FHAPE Y T A~N2 3] NSCLC #2319 % WLZE fi# %% (objec-
tive responserate, ORR) (54.1% vs 34.3% ,P=0.092),
R 2R gt # 2 S H P A7 PFS ZEK T 10.1 4
H (215 vs 114 4~ H ,P<0.001) , ifii H.7EF &K % (83.8%
vs 68.6% ) RO I 5 % (73.0% vs 62.9%) . itk [ 45 [
W% (10.8% vs 2.9%) Bk L it 2R (10.7% vs 0%)
GHRAR L B — e g, [N E g R e 2 ke
FAbI? , R & 34 B FHS B R, %
T iy B P F 5% 7 R B oA EGFR #8828 28 i T A~
N2 Sl /I 240 it s A8 3 %) i B ) YR T T Tk R
7 E YO EIE BE AR . RE SR B B
CTONG 1103 W FEAT SR AFAEVE ZAE AT FRATT I 1 0]
A :54% ORR AHRHIK T~ W 10 Jili 8 19 ORR(2Y 70% ),
A IR B 5E 2 2% f# (pathologic complete response,
PCR) MY A, bk T 25 B 0T (IR T 1040, 42 R A5 2
Tl BIAE MR YT R SRR OS B 1 A Bl A 55 )
23 EgERBS&SWLITE NSCLC FH B iaT &

FASTACT Il 0 5% 3 W] Ju & 2 )¢ [8] B 1k I fig 4k
1 oA 28 % 5 0 I 7 1R T Al /) 4 L O AR R PFS
A1 OS2 [l A, CTONG1103 #ifF 53 $2 7 87 4l Bh i 97 IR

178

BB R EA LA, MizgeS5EIF R T e g e ik
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EGFR-TKIs 7& NSCLC & # [l 3 A 15 JH A #R R b
b Y B AT AR I 2 22 S Pk D% Bl
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5%, ARG B S 23 5 200 T 0 KRR AR Bl AL BRI IR
T 0 Of MR 2 X S ] SRR RN 4 A
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