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R EERKE T2 SR A E & 7 £ 35/ AR 2 R 77 /Y
MRERERE

2K, XEH 310042 LM, W LA FUM TR 22 CHUM) BEBErT il - fa S o A

(HBE] EHRAEKKETZIK (epidermal growth factor receptor, EGFR) %
7 FE R [ e B A /)N 2 M il 988 ( non-small cell lung cancer, NSCLC ) & I i 9%
I, EGFR 4% & iR 1% 1t 711 %] 7 ( epidermal growth factor receptor-tyrosine
kinase inhibitor, EGFR-TKI) &0 £ il A Hode F 2RI 1 197RYT 7720, EGFR BURR AR 2145 19 54h
I (19Del ) 2875 F 21 S 4 T L858R 7% , 24 1 EGFR RAF [ 90% , 1fij 19Del W KU} EGFR-TKI
BINBURAAG R X EGFR USSR AR e I NSCLC f8 & BT o] —FP7E TR E © L4015 — 438 N AT
(1) EGFR-TKI 12— 43697 #0& A0 0 A G B, b B B e R A iy ik 8. AR e 7257 il
NSCLC A J5 BT © SR Stk g, JORBRAIR 7 & R st T KU . AR R AE EGFR i #% 11
WY S B T w il EGFR-TKI Tif 2514, EGFR 5% WL S AR il 3] B F % 0307 Sl BIIE 1) Y7 5

(IR ] A/ NI ; 2 B AR A 732 4 s EGFR 28 SR T B 1 741 5 i 245
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Progress and prospect of epidermal growth factor receptor tyrosine kinase inhibitor

in treatment of non-small cell lung cancer
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[ Abstract | Epidermal growth factor receptor (EGFR) is the most common driver gene of mutations in
advanced non-small cell lung cancer ( NSCLC), and EGFR tyrosine kinase inhibitor ( EGFR-TKI) has
become the most important and preferred treatment. EGFR-sensitive mutations mainly consist of exon 19
deletion (19Del) mutation and exon 21 L858R mutation, accounting for about 90% of EGFR mutations, while
the 19Del subtype is more sensitive and effective to EGFR-TKI. For advanced NSCLC patients with EGFR-
sensitive mutations, it is standard and reasonable to select any EGFR-TKI which has been given first-line
indications in our country as first-line treatment, among which osimertinib is a better choice. Osimertinib has
made a breakthrough in the adjuvant treatment for early- and middle-stage NSCLC, and greatly reduced the
risk of disease recurrence or death. Researches on EGFR pathway will focus on overcoming EGFR-TKI
resistance,, development of EGFR rare mutation inhibitors and neoadjuvant targeted therapy.
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i e 4 T R A L S R, HL ST R A SR
MEIIRE 2z, e R /N2 B i (non-small cell lung
cancer , NSCLC ) J2& B A FIAE T 1Y T 20 J 2K
B, 29 5 A il 18 85% , #4388 70% 1) NSCLC f8 #4]
LB SR i e 0, Bl T TR LY
Fe A KK T %2 K (epidermal growth factor receptor,
EGFR, ErbB-1) /2 ErbB ZEJ B 1 2 22—, 5 /il 8 4
s AR R A, e Tk [/ NSCLC fx
WL IR LD . 2009 4 TPASS BIF5E 45 5 19 2 A, IF
Ja 1 W NSCLC Af i #8 m 6 97 Z B H AL, XF T
EGFR #2725 (1) 16 ] NSCLC 35, EGFR 25 24 R I
fig 410 % 77 ( epidermal growth factor receptor-tyrosine
kinase inhibitor, EGFR-TKI) & 22 il 4 i = Z WA 7 7
A

1 EGFR 8RR 45

B % %} EGFR U2 48 1 i 1] NSCLC Ay A BT 5
R, NIRA TR FRHE R , EGFR U 5878 W A iy
5 19 540 & F Bk (19Del ) 2845 F1 21 5 40 g
L858R 7%, 2915 EGFR 27815 90% "' . W& 41
JRME 19 SR T4 T EGFR 40 F ) oC-helix [X
5,10 21 S4ME T F EGFR 20 F 1 A-loop X, 14 B
EGFR W fp 32 B oA R AE S e ™ o [l i 5
B B JE TR e RN B R e S 2 W ) — R I
PRBESE ™, 19Del 278 f. 25 A X T LS8R 28748 i 3
B H A TG o A A B B ) ( progression free survival,
PFS) K . MARZE 2T K F , 19Del Fl L8S8R 7%
() CT HRAER AT X A, 20 500 A5 AS ] 28 B0 %) b 57 751
T R, 3R] HE R RS 58 4 Rl NSCLC
Iy TR,

T % W) EGFR 19Del F1 L858R S8 A8 4, iR A
EGFR ()2 58 A8 ol 5 A5 0L 58748, T 18 5 4h i 7
GT19X p5 2848 , 20 5 41 Wt F4fi AR 75,20 S 4h g F
ST681 f5 5878, 21 S 4h 1 L861Q s e Hirp,
G719X S7681 1 L861Q Z8 7% 1 Ja F U5 4% , 20 54
T4l A A (20ins ) J& I A VR 25 58748 (R A B RTAY
EGFR-TKI %} HAHURR) , 1 EGFR T790M 2875 5 Hy
# UL EGFR-TKI fif 25 5875 .

2 E A EGFR-TKI &7 Byik ¥

% F EGFR gz NSCLC fi—ZR 477 ,2022 4%
f [ s R M 98 2% 42 ( Chinese Society of Clinical
Oncology, CSCO)f5m 1 ZfErEsi— IR JE
BRSO, S AR PR e Mk AT e, LA
B = AR e R 3685 Je 45 — A TKIL DU R IRAR

JrrEY . IRER R BT 2022 4F 6 H 3R —LRIA)T
HENAE . PG, X F EGFR fUs g€ A% (1) i i NSCLC f#
HIEFRATA]—Fp EGFR-TKI 1y — 367 #B & A 1
HHM . HAEBR ZACFEENE T, i anf kE$F
AEXT B AL TR Y7 AW e 2

2.1 19 592 F % (19Del) R E

1E IPASS e, i 3R 85 e MR X R4 5 40 WL 2 1k
JTVRYT 19Del WWZHH 37 PFS 11.0 A~ H ws. 6.9 I~ H,
HR 1 0.43(95% CI. 0.25~0.73,P=0.001 8),H &
T &7 s 16 Optimal BF5EH, JE % e 41
XTI IR YT 19Del W20 H 57 PFS $idi & A A, HR
{H0.13(95% CI: 0.07~0.25)"" ; #& Convince fF5%
SRR e AT 2 19Del 720 457 PFS 11.2 4
H ovs. 8.0 7H ,HR {4 0.66(95% CI. 0.38~1.14,P=
0.136) , i B A 7781 (overall survival, OS) 708 8
S} HARIT 41 32.3 A~ H (95% CI - 23.4~40.4) vs. 38. 8
AH(95% CI. 28.5~43.7) ,P=0.406 6" PFS #E K
KA OS i, — e —AC EGFR-TKI F T —£&
TRYT 19Del WALTY PFS %40 AH 24, X Hu AL Y7 #R e ok
A PES R A9 A= 35 ot &, o Optimal #F 5% B
TSR e AL Ak T 41 HR (B ARG

TE LUX-Lung 7 W55, B[y e JE XT Le 75 AR JEe i
19Del W41 H 37 PFS 10.9 4~ H vs. 10.8 A~ H ,HR {5 0. 71
(95% CI; 0.48~1.06)"")  Hifi; 0S 30.7 A~ vs. 26.4
A~H L HR B 0.83(95% CI: 0.58~1.17, P=0.284 1),
T ARCHER1050 53+, 35 A] % JE IR YT 19Del 241 h
57 PFS HR {8 0. 55 (95% CI. 0.41~0.75)" i
0S 34.1 4~ H vs. NR,HR 1 0.880(95% CI. 0.613 ~
1.262,P=0.4862)"")

#£ FLAURA #ff55 Hh, A7 85 Je XF 19Del M7 7Y iy rh
£ PFS 21.4 A~ % RE4H K 11.0 4~ H , HR {H 0. 43
(95% CI: 0.32~0.56,P<0.001)""" Hif; OS HR {f
0.68 (95% CI: 0.51~0.90,P<0.001)"™ g% kE
PR RS R, Ba g eIt T —mE =
fR EGFR-TKI, [i[35 %5 Je Ik 955 Je XF 19Del W R )
BB AR AN R RS8R A, B R £
PRI TRE. M HATIFR 45 SRR B — LRIk AR e
VAT 7 S e 4 EGFR U AE K5 JilJ2& 19Del 7 7Y
B R K AR A
2.2 21 R FREEA (LS8R £ &

TE IPASS e rh, 5 AR Je X b & # W 24b 7,
L858R W4 P PFS 8.6 4~ H vs. 7.7 A H, HR {# 0. 81
(95% CI; 0.47~1.41,P=0.453) """, 7¢ Optimal W55
o IS JE R L S A R ST , L858R Y 2H Hr fif PFS
BREA A A, HR {H 0. 26(95% CI: 0. 14~0.49)" . 7
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Convince W57, R 72 %5 8 L858R W.4H 9 {v; PFS 11.1
AHwvs. 7.8 4 H ,HR{H 0.76(95% CI. 0.43~1.33,
P=0.331),PFS K 3.3 ;e B e 4l v fir 0S %}
FeAb 7242 29. 1 4~ H (95% CI; 20.8~40.6) vs. 26.7
AH(95% CI: 22.3~33.7),P=0.525 9" =Fps
—H EGFR-TKI i+ 43477 L858R W41 1 PFS ¥~
it 12 4H, H% T 19Del W4,

f£ LUX-Lung 7 BFFEH, BT Je Xt b AR e i
L858R W4 {57 PFS 12.7 vs. 11.0 A~ H ,HR {1 0. 76
(95% CI: 0.56~0.95)""" L858R Wi 4 {ii 0S 25.0
AH vs.21.2 4~ H ,HR {5 0.91(95% CI: 0.62~1.36,
P=0.658 5)'" 0S T4 iT2 4525, 7 ARCHER1050
W5, 5 AR JE X LL T AR B JE i L858R NI 41 H £
PFS HR {} 0.63(95% CI; 0.44~0.88)"" {fFiIE
B AT eXT LR AR e i 0S 2 32.5 A ws.
23.2 4 H ,HR {1 0.707(95% CI: 0.478~1.405) ")
L858R W4 OS #EK: 9.3 4~ H , FET- KU F#AIK ) 30%
PRIIE, PR SRS — A EGFR-TKI, FE 51 2 i8] & Je T —
LRIAYT L858R WA HA —E L.

7E FLAURA 55 v, B8 45 85 Je 0 L AR 3 e 1Y
L858R W41+ i PFS 14.4 ™ H vs. 9.5 4~ HR { 0. 51
(95% CI. 0.36~0.71,P<0.001)""* | L858R IV £ [
£7 0S HR {4 1.00 (95% CI: 0.75~1.32)" 08 J¢
Giiter e, TERTSEE IR SE8 e i) TG PRAF 5%
W ER AT L858R AL i PFS %, P, 78 =
Fhes =48 EGFR-TKI J T—£&3497 L8S8R W41, H
HBARRE A T H PFS $dls . BURTA kX 3k 1
P, fH AN OS By HR {HRE , ik AT JE W] fig bb B A 4%
Je W RELL L858R W20 AH#F Ak 4. [HI I, L858R 78745 N
WE—ZIBIT IS A OS FRas Ik AT & e .

H i [ 7725 =X EGFR-TKI B 3¢5 Je Fifk 3685 e
B A 7 H T EGFR Uk 48 i) NSCLC —Zk3R
71 PFS $uds, AR IRAL T —ZE W AE . 7E AENEAS
WFFEH, Bl S Je X b AR e i PES 19.3 A~ H s,
9.9 4 H ,HR {1 0.46(95% CI; 0.36~0.60, P<0.000 1)""
1E FURLONG #ff 5% 1, fR 36 5 Je X Lb 35 JE 4 Je Hh (i
PFS 20.8 A~ vs. 11.14H ,HR {} 0.44(95% CI; 0. 34~
0.58,P<0.000 1) 34 [ 7 0 1 45 = AR
EGFR TKI X} b 0 e 4 R 8L T & 19 PFS 3k 45,
HAABHEB A E AR, H 0S i A sz, H HRiH
T HR {543 514 0. 82 F10. 94, fie 2% PFS 3z AE 4%
f6h OS Ffiti , s B S FRp I [B) SR B iE

R =i =X EGFR-TKI B A48 Je | F 3 e
AR SEE e A PFS #RAR P 7, HOR B Y, (HH
HI{ A S OS Bt s, B PR g 45 me 26 [ [ K

ZEAAJEAGE P 4% ( national comprehensive cancer network ,
NCCN) 4158 7y % Je 81 A AR e 4% F T 16 1) EGFR
AR NSCLC —Z3R97 . TEEN, BT SER e R
Je B C A A —L3E NE , R B A e B R R Je
RIEF e ] F T 3 EGFR s 5 48 NSCLC —£&
NEE A
2.3 FZRARERFRLERLEA

EGFR it g AF 4145 . 18 A+ G719X (X
AR A C.S.\V) S48, 20 4 i T4 A 2742 (20ins ) ,
20 A B ST68T f2e7r 21 ShE T L861Q 558748, 78
LUX-Lung 2 .LUX-Lung 3 F1 LUX-Lung 6 W5, fi] 3
HICHITIEE M BT A (n=38) ORR 2 71. 1%,
57 B fif R 22} [A] ( duration of response,DoR) 2y 11. 1 4>
H;G719X (n=18) .1.861Q (n=16) il S7681 (n=38)
ORR 4351lJ2& 77. 8% .56. 3% 1 100. 0% 27 ] vk %5
JEIEYT GT19X % % ORR N 77. 8%, H1 i PFS K
13.8 AN H , i 08 2 26.9 4~

TE—TREAS 1 Ry 693 il 1) 5% L9 AR WF 58 v, Bl i
B e T ARG M5 A8 B DL 5 748 8 Y B 9T K,
Hidr 315 iR & HiAth EGFR-TKI 597 19 8855, Pl &
JeXt T FEFEILRAS ORR 2H 60. 0% , i iy 7 A It
[A] (time to treatment failure, TTF) & 10.8 ™A ; & 5%
AR, TTF fy 14.7 A~ H ,0RR R 77. 1% ; HAh 5% WL 58
AsHfs; TTF 3 4.5 4~ H ,ORR 2 65. 2% ;20ins 2875 H
£ TTF 24 4.2 A~ H,0RR K 24. 5% . H5EHEERER
TS EH L, BT B SR X T GT19X 2848 HLAT W 5
ARRIAE R s & R B Je M e % B JE i ORR 2l 35% ~
56% , BT %5 e ORR Sy 80% , Bl i 5 JE 7 A0 W) A
TR TR ™ . 18 2022 4F NCCN V1 i
TR FE H, W0 £ R A0 #E 77 BT VL B Je iR 9T GT19X
S7681 1 L861Q 845!

20ins J2 J5 R VR 245 9728 it R R0 7 28 LAARST
FE. HIEF R HIEE R E —ZLIRYT 20ins A5 Y
ORR 2} 14%~42.90% """, POSITION 20 W58 #7,
el T v 9 i B A B R R T 20ins €8 Y ORR A
28% ,DoR } 5.3 4~ H , ¥ i PFS 6.8 4~ H , Hffz 0S
H15.2 A H PG 2 4R N 20ins RASRIRF S IRAG T
Al EPIL I, 75 —3 1 BI0F 58 o (CHRYSALIS ),
#i EGFR/c-MET ¥ Amivantamab ( JNJ-372) %} NSCLC
) ORR 2 40% , H1{ii DoR 2y 11. 1 4~ H , rfii PFS Fy
8.3 NH , {7 0S 3 22.8 A~ H'™ . 7 NCT02716116
5T, BETE 296 1 20ins 58747 i 3 452 52 Mobocertinib
(TAK-788) 160 mg QD & 47, H: ORR H 28%, 1 {i
DoR 24 17.5 A~ J s Mobocertinib [/t 4 1 1 7] REA FR
{H R T HE M Mobocertinib $RAS 4L R G925 .
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CLN-081 fE -} % EGFR-TKI, %f 20ins H. A 5 & 1) 1
PeE. 76 CLN-081-001 fiff 57 H+, CLN-081 [) ORR Jy
41% , 14 DoR st 21 A~ H i PES g 12 4~ H P
ZHFFE R CLN-081 J54R3AYT 20ins €72 i3] NSCLC
B, BN T BRAFRBTME G 45 B R R
DoR, 7E—31 ETCTN i 1| 4§ J& 0 f fE K & 25 1 W4
FErp, o — NIRRT AR B A EGFR g
Necitumumab 557 {697 5 #F & 1Y 20ins 28725 &, A
PFS 4 6.9 /4~ A ,ORR 4 22%"* . 7£ 2022 4 ESMO
Koz EAMIERREJE S 0 i R 5 5 &7
R JE H 2 R F ZIB7T 20ins 2872 i) NSCLC 1y
ORR ik 59. 8% , K4k £ il % 7% 1) 8 35 ORR 1 5 ik
48.4%, & T B UF iy B i e s Pk G PR N T A

=1[33]

P=8 o

IR GRAL R FAIR AR B R R 2 25 h
TEANBT T A Rl R B Be o AR R A, U3 o i PR
EE7/NiDprE o | Sy

3 EGFR-TKI BX&i877

1E NEJOO9 B 5% v, 35 B85 Je Mk A& R A A s 26 i
FEXT L AEE e AL PFS 9 20.9 A H ws. 11.9 4N,
HR { 0.490( P< 0.001) ; FHAEE JE B A ALy X HL 5
B g Bz 0S 50.9 4~ H vs. 38.8 4~ ,HR {5 0. 722
(P=0.021) JRAEHERBELLK OS 12. 1 M FEL S
PEJT 1T, =3 FA R R I 65. 3% vs. 31.0%
PRI ARYT I BIAE AR EIR IR B A2 6

£ RELAY 5, JuIs B JE e B B 2 BT L
JEIE B AR PFS 19.4 4~ H us. 12.4 4~
H ,HR {H 0.59(95% CI: 0.46~0.76) ,H1{ii 0S if A
IS o TR MRS A A B S A Y 72%
NBERAE 3-4 AR MDY S I HAB LS ok F,
XA B SR % EGFR-TKI 0]y 7 A 55T
VeSS, W RS BE RS 1L OS 3K 45, fE CTONG-
1509 WFFEHT, JLIg B e e DUARER BT 4 0 L i B
JRVETFHr PFS 17.9 A~ vs. 11.2 A~ A, HR 1 0. 55
(95% CI. 0.41~0.73,P < 0.001) ; 19Del 3V 7 {1ty Fp o7
PFS } 17.7 A~ H vs. 12.54H ,HR {5 0. 62(95% CI -
0.42~0.93,P=0.017) ; L858R W 41+ {ii PFS 19.5 4~
Hus. 9.7 4 H ,HR {1 0.50 (95% CI. 0.32~0.77,P=
0.001) , ZEK 43T 10 4~ H 19 PES; #1437 0S 36.2 4~ H
vs.31.6 ™~ H HR {H 0.92(95% CI. 0.69~1.23,P =
0.581) 7 JEIKER R B AR R R A DL ARBR AR
J7 RSSO B NSCLC BB T RE I & VEYT T &
W PFS B3k 55, i H 2 L8S8R W 4H Bk 5 1R IT 4
PFS Hiit & T .25 4, CTONG-1509 T 5% 1 () L858R

WA PFS ERK K3 10 S H, LB 3 B R B4 U
TRER BPUREA JeHERE FH T L858R 2878 N

1E 2022 4E ASCO 23 |, OPAL B33 rp 752 Jg
A ST P ORR 91, 0% 5 % 4 PEJy 1R, =3
PR FH R AN 91% (BA FRH4 R 93. 9%, 1k
B R 88.2% ) s B AIRIT T =3 AR F ML
Az Rt i, N B SR 2GR T BB IRYT T 0T
ARSI A (R PSR A

TE BOOSTER #ff 55 Hr, B8 Ay 2% JE BK A5 DL AR Bk F it
Xf LA R e TP PFS WA G422 5, il 15. 4
ANH s 12.3 4 H HR {1 0.96(95% CI. 0.68~1.37);
WA RIS DRER BP0 B A R SR i P L OS 2
24.0 A H vs. 24.3 4~ H ,HR {4 1. 03(95% CI. 0.67 ~
1.57,P=0.581) s fE % My, WA B R e & DL AR Bk
BPTANS LB R ALIRIT M =3 BN RS E
Wik 0 AE WIOGOTITL W5 h , W 75 5 Je W 4 L A%,
BREAGANT L BA B e 25 4L PFS S 22.1 4~ A
vs.20.2 4~ F ,HR { 0. 863(95% CI. 0.531~1.397);
FELE AT T, B B SR B A DUARER BBt 4L %) L R 75
B2 =3 G KRR AR & 56% vs.
48% ; T TR WA B TR BE A DUAR R BA B AE  — £k
IBIT T R ARRE A MW EGFR 287 NSCLC B 35 71 ok
PFS 25,

AR A DR ER Pl A7 ML E ke isi ]
e ol AP A5 (FUR 2R A L EIFIR 45 1 B A 2
AR K PFS 3k45, H 3 B EAR N A RE
o I AR FH A A B Je I B DUARER B bt sl AL PRI
B, HEEZHER,

4 RiFEEEEIETT

EGFR-TKI 7E#: ] EGFR U875 NSCLC J877 3k
REI LD, S BGYT R TR/, i T EGFR-TKI ¥7
SRR T A A aPE AL, R A EGFR-TKI R
JE 5 BB T 80K S EGFR Rk 28 48 NSCLC A J5 #ff
BIIGIT IS R . 76 ADJUVANT 5%, 75 JE 8 JE %) BR
4 A JET IR B4 LT 5 1 5 B U5 1) P A7 I 9 s A A 1
( disease free survival, DFS) 3k 28.7 /4~ H vs. 18.0 4~
H ,HR {5 0.60 (95% CI. 0.42~0.87,P=0.005 4)"*" i
FHEK: 9.3 4 A () DFS; 47 0S 75.5 4~ A vs. 62.8 4>
H HR A 0.92(95% CI. 0.62~1.36, P=0.674)"*,
FH OS WA G425+, 1£ EVIDENCE W5, %
T R JE T b S EA R AT I R SE DFS SR 47.0 A4~ H ws.
22.14H ,HR {5 0.36(95% CI. 0.24~0.55,P<0.000 1),
FER B H 24,9 4~ H B9 DFS B[] OS 4% v A il
2P LRI T B B X R I R AF 58 22 B, — A%
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EGFR-TKI %t BhyA 77 451630 EGFR U275 NSCLC £
Bl ok —E Ktk (HWAFFE R BR M, 4n— 18 EGFR-TKI
HBIATT G W A L A B RS R T, HOE R
TR Fe AU, 5 AT A 1 B I 45

S IR B ADAURA BF5EFF RS T Rrh
1] EGFR U548 NSCLC A 5 Hff B 8 1] ¥ I (1) 3 e
LONRBFEAOR TR AN A, xR AEA LR
FIELAAEAY TR X b & 8 254k I7 AR s X, Fe il
TR 5 35 0 A8 L [R) B 3 2 75 4 B AT, o0 R0 3 B AL
AP TIRER, BRI A SRR A A AT A
W E R DES, ZWHIEAE 2020 4 4 5, H 76— Al
T2 th R LR A e © & R B e BIPE 7
P, B BERRTE E , RIXWEFEPEET 2 A6 T 45
R IFT 2020 4SRRI I 2 BRI 4
Won I-TA B BB e 4l 5L/ 41t , Horp
7 DFS ) HR {8 0. 17(99. 06% CI. 0. 11 ~0. 26, P<
0.001) , B 7y & J& 1 5 9 &2 & 5 BE T XU % G
83%") R T B-TA {4 3% {3 DFS [y HR {8
0.20(99. 12% CI: 0.14~0.30,P<0.001) , 7 24
(o 2 S AT XU [ A1 80% ) A6 I I 45 o g
2022 4F ESMO /AR T 400 44. 2 A~ H WA 15 i) (]
Je R BT RO dE a5 R R TT-THA B3 B e
N HE LB ZH P2 DFS ly 65.8 A~ H ws. 21.9 A~ H
FEK-43.9 4~ H  HR {5 0.23(95% CI: 0.18~0.30) ;1%
B T B-TTA 3 3 A 2 Je A X L 22 BB 2 v s
DFS 4 65.8 1 H vs. 28.1 2~ H ,#EK 37.7 4~ H ,HR {4
0.27(95% CI: 0.21~0.34)" | FLyREB B 7% 8
VERARIGHBIIAYT, Joig e T-MA W82 1 B-TMA #§
A ERLR . IZWITREE AT T 1] b it S0tk 11 1=
IAHT foff e [ Bl 0 52 1A A 8 1 s PR F 98 1 RS
T NCCN 481 ; = — e HIZ PR Z 4 EGFR 1 [a] y/ 7 it
A 3.0 BHUIIFR AR

TEHE R EGFR-TKT 25 ¥4 R A I 4l B #E [m) 67
FIRETE R B T B BB, 20T X #5571
H B R B FIG @ L2 . £ ADAURA 5%
o, 1B # 2] T 850WE 1/3(31. 1%) , BB e 4l
X 2R 41 HR AR 0. 41(95% CI; 0.23~0.69)
SRR, AR e M Ba ik 1B MR E R
REIET KU REAS 59% , BA 2 3K 55

1E52 KR T, ADAURA W55 45 5 0 5ol As T
WEfE NSCLC HH ABFRIA e 2 ki, WA edl
XoF L 22 JEE R 2H R0 8 H B & i BB T 118 ARG, I 5 o
%, KRN 1% vs. 46% (29% RBE) P, B
JE A XT LT BRZE 1Y) JRy A2 ke %60 6. 8% ws. 17. 8% , it
Wb % 2R 4. 1% vs. 28% % TE AR B RS

(central nervous system, CNS) ¥ Y% K J7 M, ¥ %
Bl WA BT R0, BA B JE 4L L X R Y
CNS & K%K 1% vs. 10% ,1F 24 A~ A B, BAE e 4
3 BEAR CNS 9k & % 558 T2 KUK 82% (HR {H
0.18) "%, 2022 4 ESMO S () B 4 45 Je 4L % L X
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