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[# 2] KA 5 A H 77 (immune checkpoint inhibitors, ICIs) & i¥ A M 31 I /)N 41 itd fili %8 (non-small cell lung
cancer, NSCLO) W E AT 1k, (HHARIR SN BE R BHM: 38 h YT R AEAE sl . AR R« ICTs YT R0nT g
ATl (R R Sh R PR 2R | FEFESE T 2 11 -FL /A 1 (programmed cell death-ligand 1, PD-L1)ZEiA /K-, fifRd 28 25 6t fu
(tumor mutational burden, TMB)SEAHC, [RIFTAJRETG 2S5 HAMH L, WG IRARAE . fee 40 B 55 . 1CTs 2ok
BIRIT AT RE A — BB R S L K FHE NSCLC S T R HEAE R, (AT Bt — 2D W R e th ik S JR 3, X a2 i
WINSCLC iRY7 Aok & R — AN )7 1] .

[REIF] JE/NANRRMIEE ; Sape i SmIR; KShFEN ;. R AR 20 (AR P R ;  V-Ki-Ras2
Kirsten K B RIRE 0 208 S R [R5 ;. BRAF; FRIPMEAET & -k 1

Research progress in immune checkpoint inhibitors in
the treatment of oncogene-driven advanced non-small
cell lung cancer

LI Yuxin, ZHANG Lemeng, CHEN Jianhua

(First Department of Thoracic Medicine, Affiliated Cancer Hospital of Xiangya School of Medicine,
Central South University, Changsha 410013, China)

ABSTRACT The clinical application of immune checkpoint inhibitors (ICIs) lead to dramatic changes in
the treatment strategy for patients with advanced non-small cell lung cancer (NSCLC), but
the efficacy of ICIs in oncogene-driven NSCLC is controversial. Existing research shows
that the efficacy of ICIs may be related to different types of driver genes, programmed cell
death-ligand 1 (PD-L1) level, and tumor mutational burden (TMB). It may involved in
other factors, such as clinical characteristics, and immune cell density. ICIs monotherapy or
combination therapy may play a role in a subset of oncogene-driven NSCLC patients, but
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further studies are needed to select these patients, which may be an important direction for
the future development of advanced NSCLC.
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i 2 A BRI AE AR CAE T B g R 1, Jerp 24
85% A AE /N 4il Bfd fili %% (non-small cell lung cancer,
NSCLC), B NSCLC AT 7R — EA RN .
I AR B X6 3K B i PR 1 T 2 I T84 T 41D 1 57 (tyrosine
kinase inhibitors, TKI){E & 3% T #E4 NSCLC 3
ANRTT RO AR TS Bt . 7EMR I NSCLC /B, 3K
BELIR S AR H 1A 60%, B WLAYBR BN FE A R LA K
F 2Z {K (epidermal growth factor receptor, EGFR),
[B] A8 4 Wk [ 983 3% B (anaplastic lymphoma kinase,
ALK), c-ros A Jf B0 R F - 32 1K i & 1R 34 i (ROS
proto-oncogene 1, receptor tyrosine kinase, ROSI1),
N A K W F 5% 1R -2(human epidermal growth
factor receptor-2, HER-2), V-Ki-Ras2 Kirsten & [l [A
I8 9 75 98 L A [R] PR ) (V-Ki-Ras2 Kirsten rat sarcoma
viral oncogene homolog, KRAS), BRAF, RET, c-
Met %5121,

I A S B 5 A A 541 ] 58] (immune checkpoint
inhibitors, ICIs) B4 I NSCLC 3517k 18
M)A, ICIs FRZGEHR G A 25 WG yT (AR iRk
I EHE R T —2k ol — 2k NSCLC f 3 i B A A7 At ]
(overall survival, OS), %% ICIsJGJ7 R NSCLC
SR S AR AR AT 15% 9, ICTs T 28 WM W 30
NSCLC iy F 2077 5 Nz — . TKIFIICLs # i 1]
NSCLC [ H ZIRI7 k. TKIMMZG )5, 1CIs %X 2
BEITRMT IELERE S, BETEURED, o2
B ICTs G R 5T HERR IK 2 SE R PHAM: f 2, BT 4K
s 22 AR AR S AN RS20 43 B s RBP4 B, $oR
ICIs FY 7R SRS B RS A | R PP AE T2 1 -C Ak 1
(programmed cell death-ligand 1, PD-L1)# ik . JifJE
7% 1 faf (tumor mutational burden, TMB)Z ik ZE4H1E
AH IR, SRR IR 2 5 X FH PR NSCLC 8 # fig 15 M
ICIs 3k o DA Rk s W NRE, 2878 X ICIs 7R 4K Bl BE A
PAPENSCLC Hi R B A T 54

1 ICIs7£ EGFR &% NSCLC H1 Ik

EGFR %€ 7% 76 . 7 Jiti i 988 v Eb 651) /5 35 40%010,

EGFR TKI i # 3% T EGFR 278 I 1] NSCLC 31
T, © A A EGFR 2748 NSCLC & 1 —LiATT 2y
Yy, {HHE X EGFR TKI i 25 5 H36 77 1 i PR
ICIs fiE 73 X EGFR TKIMif 24 )5 (8 & A SUE . B
I ICTs £ EGFR 2848 W 3] NSCLC 35 H Y 7 2L 52

U I RBFFEIE R T PD-1/PD-L1 1l 7] 8. 24 7
Il R I AR 1 TR, {BXF T EGFR FH: TKI
i} 245 J5 BRI AN AS IR NN, 2 IR IR B0 4%
PD-1/PD-L1 # il 77 524 46 X} F 2 P4 b 3€ /£ EGFR %8
AZNSCLC HEFR 3Rk 25 AT B, AR AR 1 R0 3 1)
PEE JL RS T KUK . CheckMate 057 BFFEI40 A 82
5] EGFR FHE B, 25 5 7R nivolumab o ZiE 3R jX £k
BB 1Y 9 e i e B e IR B T KU [ G i R A A
(progress free survive, PFS)AHX 1G5 & (relative risk,
HR)=1.46; 95% CI: 0.90~2.37. OS HR=1.18; 95%
CI: 0.69~2.00]. KEYNOTE 010 #5544 A T 86 14
EGFR FHE £ %, pembrolizumab [r] £ 5 A s H
P g o AR K FET B T B A4 (PFS HR=1.79;
95% CI: 0.94~3.42, OS HR=0.88; 95% CI: 0.45~
1.70). OAK #IF 557 44 A 85 f4i] EGFR [H L %, 12
atezolizumab 7F iX L& & & H JoAE 745 35 (OS HR=1.24;
95% CI: 0.71~2.18), BIRCH #ff75 " /K atezolizumab
TE EGFR 2872 (8 5 i I R T AR P AR A 25 L TEdEZ
ST FTRCSHIA ST (LA R SRR T A T NSCLC 4%
Hr, durvalumab 3 A3 29 {4 EGFR 2878 B2 2 11 PFS
(HR=0.76;5 95% CI: 0.35~1.64)1", x4 45 5 J5 T
20 53 B BREAS S ARRT /N, XL 4E 3 WG PRAF5E
(CheckMate 057, KEYNOTE 010 £1 POPLAR)TE P4 i
AR . H5EVIMTE L, ICIs AAEiE
EGFR [ 1 # % ) OS(n=186, HR=1.05; 95% CI:
0.70~1.55; P<0.81), 35 5 W K i % (CheckMate
017, CheckMate 057, KEYNOTE 010, OAK
POPLAR) ) 75 — I 25 # 73 Hr® | /s, ICIs oK JE K
EGFR 2484111 OS.

WA AFFEI4 R EGFR FHE 8 # BE M ICTs #u2i
i, HHEFEXTEGFR TKI 245 )5, ICIs By
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PD-L1 253K REAHG . ATLANTIC BFZ8 01 Ui e 1
AR T 1CIs Fi T 4 IA 77 < I EGFR BH /ALK FHM:
NSCLC BAS LR . Durvalumab % PD-L1 ik %35 AY
EGFR [H /ALK BHE NSCLC £ 3% (3697 th % W 2% il
X (objective response rate, ORR)fiz ik, 1V 3.6%(1/
28). IMi{EPD-L1>25%, EGFR BHIH/ALK B A
W, ORR N 12.2%(9/74), EGFR BH4: 20 i) ORR N
14.1%, OS1E PD-L1>25% 5% PD-L1<25% [ & H 53
AR 133 H 99 H o ik F B B X EGFR TKI
it 25 J5 () 3 £ 5 PD-L1 3Rk AHG, PD-L1 Kik#k e,
ICIs R YT R Rk . A BRIV JE, 76 PD-L1>25% 19 i
#h, EGFR PHM/ALK FHPE 5 EGFR BH /ALK FH M
A BRI AH FL G ORR 4314 12.2% Fi116.4%, X F
# %F EGFR TKI ififf 24 J57 EGFR FH 1 5 35 A )7 30 K
EGFR BFARURE . I L, W24 )5 % ICIs iR YT
BOR 5 PD-L1 FRIBAHIE, PTLALLICIs A3l vaYT
AT 42 EGFR A% PD-L1 125 ¢35 NSCLC 5% 1y ]
Pz —; 1 PD-L1 =381k 1) EGFR Bf A= 7l B 35 il
JRI TR EGFR BAPE #  HE 4

[F#E, X EGFR FHVE £ 3 & F EGFR TKIHX &
ICIs J&J7 AT A3 i EGFR B B & BB SR, (HIR I
SHOMEAN RN EA . —B G SR L
1% JEBK A nivolumab 3497 21 4%t TKI i} 245 J5 EGFR
Z7F NSCLC A A RE I 20%, 24 JEI I PFS %20
47%, AR A[$E . Osimertinib B4 durvalumab fY
Ib ] TATTON 581 i 7 . 7E EGFR TKIJRYT )5 1Y £
FHH, ORR N 57%(12/21); #Iif 7 ORR A 80%(8/
10), {H ] HEHE N [A] 5T Mk % (interstitial lung disease,
ILD) A A9 R (A5 ABE R 38%) o 1 o3 — il Ib J A
FEUER | )Y6 R B F F durvalumab i AE R JE (58 1
M, n=10), sSHGEIEZFRHETALIEIT 4 )56
durvalumab 5 AL JRIRYT (B 241, n=10), ORRTE
S 1A R 77.8%, TEHE 241 R 80%, ¥4 oK
TEAA ML, BSHZ50yJCo¢, {H3/4 901
it TH e 1 % A R A (40%~70%) .- Atezolizumab B 25
JEIE B E Y b IR XU R A A R A5 2, bt
FENA 28 %, ORR K 75%, AKUWEEF|ILD, {H
JE39% MR HE KA T 3G RFME, I ALT FH
(7%), BHR(T%)FEIZ(T%); 18% BB E KA 3=
AR, T EGFR TKI 253897 SUR BT
PRI IH AR /5 35 [ s A ICTs K 2035 52 35 119 ORR., 7F
AR E R, BRI T AR A2 A B
FNE, 2] BRI AS SR EGFR A £ 35 b fifi
ICIs 5 EGFR TKI B G677 . £ 2 1 EGFR TKI
5 ICIsHG, 78S T S0 [R) B 46 v £8 25 T 320 2
ARAHFFE T S5

DL ICIs iy B il 1 22 25 8K 5 28 AT g {ff EGFR FH
PENSCLC 8 A WP I IMpowerl50 AFFE ik
7N TEBR IR B NSCLC 2 i atezolizumab 54 I
I, REA . SRS 255 2 ) AT L DA SR
A R SR AR TR B NGE
28 K DL FIAYT ) EGFR/ALK PR £ 3% 14 PES Fi1OS(Hh
£ PFS 9.7 4 H vs 6.1 1~ H ; HR=0.59; 95% CI:
0.37~0.94), W4 73 M /s DU 25 B & i s T
EGFR 19 4} i T 25 5 L858R 4875 i # Y PES(H if
PFS: 102/ H vs 6.11-H; P=0.005; HR=0.41; 95%
CL: 0.22~0.78)2%, TIPS iRIT W BEA 22 T
EGFR %872 ) NSCLC &, H R MA B S &4
R, X 4 BEGFR B NSCLC 3 %f TKI i 25 5 174
JrHE T o — AT iE R

X} EGFR ZE75 filifig PD-L1 IR I0 B9 BF 5220 %
L EGFR RAE I NSCLC 8 75 ) PD-L1 ik = THF A=
A, Azuma ZERUMHT T 164 DT AR YIFR  NSCLC k¢
A, PD-L1 321K 7KF-7E EGFR %8 4% FH % 1) NSCLC
A0 i Z P W T B A R (95% CI: 2.9~47.9; P=
0.027), HIJE ¥ & J M il EGFR {5 5 ¥ T nl 5 2
EGFR €75 fH4: NSCLC 4 fifi v PD-L1 SR I R34 T M,
{HH7 4= EGFR i A Tl 2R, AR Eon
EGFR 272 ifif 55 PD-L1 IR HHOC . Dong 42261%f
T i FE DR A P % (TCGA) R 2R JitiJe AFF 55 i BA 81 )
1 ik 7% EGFR 2878 5 il v PD-L1 23k 2 1] &2 £ A
%, 1T EGFR %875 5 PD-L1 £iAH) X R M L5 —45
i, PD-L1ZRIKAREM R A 4 EGFR 28 72 it 5 Xf
PD-1/PD-L1 iR Y7 4525 . HFi TMB J7 [ i) iF
SELE AN —5, B EGFR 9678 51k TMB, &5 4%
(9 JC I Pk R 32 3 B 4 MY (tumor-infiltrating
lymphocyte, TIL)#1 PD-L1 [H14/CD8 FH 1 TILs L. 5
TREA G, X s AT AR S ICTs 75 EGFR PR &
BT RONME

Xif F— 2/ B EGFR 28248 50, BFFERD i .
5281 EGFR 2878 fH H, HA 20 54h R T840
NSCLC %A H & i PD-L1 ik, HXF T ICIs 997
RO, {H TMB =5 i 8 A WL Sy P R 8.

R, MHATRIAESERE , % T PD-L1 &Kk
1 EGFR UM, ICIs 2By Tl ke, 2 —1
TEXT TR 25 5 B Al 47264 5 1 ICIs 645 EGFR TKI
AR KK, Wz, NRE—FREeE. D
ICIs N3l i Z2 25006 7 R R AR R R B
], £ EGFR PHPE S 4538 Y175 22 K i 2 A
R BGUE ICTs B2 B HE G VA YT 19T 8% I i i H vl e 3K
25 19 N
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2 ICIs 7£ ALK PH1% NSCLC H a9 5 B

1 3 NSCLC 2 3# H ALK 5 HE & A4 % 3%~
7%, 5i s JE (crizotinib) . ¥ SR JE (alectinib) 55
ALK TKI X B 3] ALK BH P £ 25 04 3R 18 2 70%,
W GE T IR T, X RS 4k
IRITEY; R ICIs X B E T IPE R o e 18 .

16 F AR Y16 9 NSCLC A % 1 ALK & HE 5
PD-L1 it FRIKAFFEOCHR30 | FE bk 97 rf ALK HHF
A LA |8 PD-L1 3582, ¢ ALK  HF NSCLC 1,
PD-L1 #i5>1% M & 1 78.6%, 1 PD-L1 #15>50%
By 5 42.9%07, 7 ALK EHEM R h, PD-L1%
35 F1 CD8'T 44 Jifd 55, PD-1"CDS8'T 4 Jitd ¥ 11 fit) 4 5 o
R AHALA — e AL B R ALK #HE S PD-
L1 3k Z [ TC B3 A ek . RE a9t W] ALK &
HE5 PD-L1 f kM6, (HICIs FEX HB4 3 b i)y
w2, I PD-L1 W IF AR —> R4 By #iil ALK FH
PENSCLC &35 ICIs Fr U A= bR &)

B PRAF 5% 3 A 45 ALK PH P 9 £ 2 b 47
SESPHT o —TUIE] B B 5 O 3 A 4 52 ICTs VR YT Y
ALK T HE 5 EGFR %€ 4% i) NSCLC % ' ORR E &
ik, 7628 ICIs ¥R Y7 8 # H ORRAUH 3.6%. 5 A
714 i 7R durvalumab A9 36 PE Y 3 B 7F EGFR FH 1
g,

fE1ICIs 5 ALK TKIEK iRy, —IiFoeio i
7R avelumab -5 55 18 JE 7E ALK FHA: #235 HH#) ORR
H46.4%, LAatER ], {HORR 557 E e L2575
IR B AL . ) — TR SRR R . fE 2
nivolumab Bt & 7@ M JE JA 7 19 13 6] ALK FH 7%
NSCLC &, 50l kA ™ EFEM, FHrh2 it
T2, HASHIG8%)EHE AR . TEWIIAMI ALK [HE
NSCLC B #1557 atezolizumab fill & SR e B A1GIT Y
Ib SR BI(NCT02013219) 1, ORR 4 85.7%(18/21),
PFSH21.7 A, FRMEEF BRI EREE, HYFRk
RIEFIRBIRHZYIRYT . I, ICIs7ES TKIES
IRIT AR LA R

H Al & F ICIs 78 ALK FHENSCLC H iR 2
WA 5B s/ INVEEAS B9, 1CTs B 24 7E ALK FHAE AR
F TR AL, ALK SR ICTs 9416385 n 1 24
WA R RN ANAIT P, HIASBEIE K R 1 AR A7)
6], 5 Bk — MR SR IPAR L A T R T A
FEAR S o

3 ICIs 7£ KRAS =% NSCLC H1 I

KRAS 2 fii Ji v i WA SR Sh I 22—, 7EDE 7

N 9878 3R 2K 30%, AT R 9878 3 24 Ky
10%; {HKRAS 28 fili iR xi4by7 . $RIaIR 7 A
B H TR £ R KRAS AR B A RLZ5%), 1 ICTs
REJE— P TE IR T TR

TR B KRAS 2848 5 5 K1) PD-L1 K1k
WE M A FRE U /R STKIT/LKBI1 58 48 J2
KRAS 2785 ili i 48 X PD-1 4118 77) J52 2 i 25 WL =2 — .
STKI11/LKB1 2845 i i bz 4 i 55 4 FIE 28 1 2
JHL DR 77 A LA S i 8 ek e S A 5 v %) T A B T 1 o
TE LKB1 SREARDINR A ZE g b, TIL i8> .
STK11/LKB1 23 5872 5 /)N B g A S g 1
AN Z v PD-L1 F) 3R FEIGA OG,  H PD-1 #3151
X LKB1 il g Joas 4,

76 KRAS 2875 K 5 STK11/LKB1(KL)&; TP53(KP)
g R 3 Fh R e ICTs FOY Y RUAFAE B 5 22 5 0 WF
FEWE IR . 7E 174 1] KRAS 2875 8 % F KL, KP Al
KRAS %€ 7% V. %1 25 ] ORR 43 % K 7.4%, 35.7% Hi
28.6%(P<0.001), fE CheckMate 057 #f551, KL, KP
T KRAS 7845 7 ) ORR 4351 4 0, 57.1% H118.2%
(P=0.047), KLIVJ[PFSflOS#: STK11/LKB1 4=
U 5 0 9 45 4 (P 2 PES: 1.8 M H vs 270 H; P<
0.001; HR=1.87; 95% CI. 1.32~2.66, " {ii OS:
6.4 Hvs 16.04H; P=0.0015; HR=1.99; 95% CI:
1.29~3.06). 1924 fFlfiifRdiart, STK11/LKB1Z&RAEY
PD-L1 BPEFI /5 K TMB AH G . KL %[ PES il
OS # STK11/LKB1 % A= 7Y f8 5 B @ 4 & . 7 PD-L1
FH P NSCLC & &, A A WL 28 2] T X ARy 45
(STK11/LKB1 %75 HIORR vs B/ERIORR: 0 vs 34.5%;
P=0.026, i PFS: 1.74~H vs 1931~ H; HR=4.76;
95% CI: 2.0~11.1; P=0.00012, H{iiO0S: 11.1 1A
vs 26,5/~ A ; HR=14.3; 95% CI: 3.4~50.0; P<
0.0001).

SRS 7R TP53 AT KRAS 2545 () H % PD-1
) 550 A 2 O PR AR £5 L AE W AR R Hh TPS3 il
KRAS 58725 i i 7 Hy B =i 9 PD-L1 35, H CD8'T
YHIRIETE 2, TMBH &, X W IF X i T
BUFE R A BFFTEOIRI . KRAS 828 il B A
AR 40 i v PD-L 1 4 2% 25 1] 5 i 984 A G 98 i 4
JidHh B7-H3, T 40 M e % BR 8 1 56 8 1 % Bt 3
(TIM3)FIHIWEfE 2, 30U -1 FL A 7R o ey

KRAS 1 R — i it U S e IR 797 35 A= 9
PR, 78 OAK WF5R"H, KRAS 5878 fHM: &
OS i HR 4 0.71(95% CI: 0.38~1.34); IfifE POPLAR
WE5EWI . KRAS %748 BH M4 £ %5 OS 9 HR 4 0.94
(95% CI: 0.36~2.45), £ CheckMate 057 B 5515t |
KRAS 575 FH % £ 45 OS # HR 24 0.52(95% CI: 0.29~

=
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0.95). VB 3 ML 25 25 73 B9/ . KRAS &
A4 4 EGFR 2848 40 T K 3K 25 , AET- XU PR AIG
35%; {H7E KRAS R FEIT HOR Z [ AT AH %
(KRAS %&7% HR vs KRAS TfA= I HR: 0.86 vs 0.65;
P=0.24), PRGN Z5 280087 91 15 A UE B KRAS A1
Sk F ICTs I7 2L 0 AE WA 9 o 1fil IMpower 150 Aif
FECVRELH AT R : KRAS 2878 B RE MU 25 B A5
T E PR (R PFS: 8.1 H vs 584 H; HR=
0.505 95% CI: 0.29~0.84). M ILA i PRAFFE Bl R
F, KRAS 7 NSCLC £ # 1] N ICIs 325, (HFf
AR KRAS 5878 Ko HARPE R BE Bk — 2D 5%
ICIs A] B3 WA — 43 FR 3 BUR YT A o

4 ICIs £ BRAF Z&ZE NSCLC 8y 5 B

BRAF R Z UL THREARM T, RLEGIA
60%, HZ—2F K3 V60OE 4559, H i BRAF %878
NSCLC fy$E [ 33 T7 AL ET % VOOOE RAS Y i, k=
XFEE VO0OE 28745 i 5 R S W Ry ik o I8P dEe
XA Hh 9585 & (BRAF/MEK 41l il 7)) 1] 45 343797 BRAF
V600E %8722 NSCLCPY, Hi T BRAF 2872 NSCLC Hy %
UM, R R LA S B R, HOAT iR A TR
BRAF 278 il [l 38 v {5 i 1CTs A9 A 20 iy S 1 s R AF
G o TELS 9 A0 R 2SI I 48 3 PD-L1 FH 4 A0
BRAF 875 [ b 2 0CHE . FER AR, W MAPK
TP TP R R IER, WO T 240 M i i A T
fig, NI f o is e, K BRAF TK1 5
ICIs A g A B T el i o B8 LANm i S 23397, R
W AR PR AT BEAR 45 RS, B K A gt o,
nivolumab HX & ipilimumab Xf [t nivolumab 1
ipilimumab FLZ5i6Y7, 1£ BRAF V600E 875 W41, 1k
IR YT I OS % BRAF B A4 UG L # (HR:  0.69 vs
0.94), #&7r 58 ICIs /Y7 7€ BRAF 28 48 7. 4 B 3k
5o AP nivolumab J&477 BRAF 2828 FIEF A= AU OS —
., WAL R R P PD-1 1677 BT 504 % BRAF/
MEK #5715 e el

Dudnik 2557 5] Jifi 4 73 47 21 5] BRAF V600E ZE 4%
F1 18 4] BRAF JF V60OE % A8 NSCLC, &% 3 3% i
BRAF %75 5 2 /K - PD-L1 £, fi%/rF TMB Flf#
PRSI, XTFFEAHAR T H ICTs
[ ORR 43 %141 25% F1 33%(P=1.0), H{ii PES 435K
3.7 #1414 H (P=0.37), W ICIs 1] fg %} T BRAF
V600E F19F V60OE %78 NSCLC ¥ HAT K 4 it i
75, H ORR ‘5 EGFR/ALK %7/ RUARML . Hyit ] W,
ICIs if 7] LAFE KB V60OE LAME X BRAF TKIVAYT 2
AN BRAF 2845 (35 1 5 — FASEE TR T 16 8%

5 ICIsFEEIREEF PEMENSCLC I

ils Ji% 96 £ 7 Th ROST il &5 JE R R G 1 3800 1%~
2%07, Horsm e, s e s R ARG IR
IR (0 H FTBA 5& T ICIs X ROST BH: i fia s 7
SEBAE . MET 14 41 27 Bk BR 28 7458 76 fili 8 v 18 % A&
BH 3%~4%, TERTEFENIE TP AR E, h 8%~
30%. X} MET 14 4} 5 FBER 522 NSCLC &1/
TR AR, 0 5 X s e SRR YT A AR
FOXHRPEIRYT Y7 S i AR A . R A IR K —
53 MET 14 51 i 1 Bk BR 58 75 (1) NSCLC 8 #5 PD-L1 %
IKPAYE, (B 33240 PD-1/L1 SP00A YT 107 808
PR, ORREAR, PFSAEU, L 1.9, FHLL TRk
FEMYNSCLC %, MET 14 4} i Bk IR 58 45 1) 3%
TMB AL, HAREIRITITES PD-L1 ik Fl TMB #
JEHI, SR, ABA ST R ICTs SRS T 4L S PD-
L1 Rk AW S IEAR DG, 4, KRAS, BRAF Fil
MET 14 5} 1 1545 1) (8 % B EGFR, ALK FIRET 42
SR FEZ ICTs iRIT YT RCE 40!, HER-2 2845 1k,
P8, RET 5 v f NTRK %) 57 i) TKI 78 B3 1 A1
RO AR EE AL X T R SR AR R, B
JG ICTs A SE [ I RAIF 5, LA AH S A4 Y TKI A
ICIs R VRYT A

6 & i&

AR ICTs 7EME I NSCLC 1897 hyr s B 3%, HAE
B By 5L DR BH M i v VR A AR AR, ARG,
ICIs TR AT AE UK B FE 284S | PD-L1 %35, TMB
LM, AT SR & EGFR FHE AT ALK PHE: 2
FIRITIIEAT, ICIs PR B Gyh T AT RETE S LUK 5l
FEDR BAPE A AT, BT 2 — DR
T 0k ke . U ATLANTIC BIFF04 8 VRIS
PEPEAL T ICIs F T 43R Y7 K W EGFR PHA4/ALK FH
PENSCLC BAFI AR, 15 G R T e 3 , HAE
REAE ARG R IR AN, X 0] BB 5% A5 o PD-L1
1R 228 BRE 0 B R T RE AR AL AT R A G . fE
ATLANTIC 58 1 ALK [HH#: NSCLC ff: PD-L1 =3 ik
(9 9 =5 T EGFR FHPE NSCLC #:3, {H ALK FHPE4H
HIIFRCHIAN: T EGFR PR, X8I PD-L1 5 %
INARREE 2T FIRIT, VIReT B Z LI R R,
LI PRAFFAE CANWAR) . Ho 928 200 B %% F1 TMB 25022 41
M\ IMpower150 WF 58 45 - 0] L B 4, EGFR % 48 &,
ALK 1 Hi 332 — 4 TKURYT Ja Bk R i iR 3, 2
% atezolizumab BX G407 M Pt I A B Ay vl LLEAS
RUFAYIF R, 3%k EGFR 2878 5 ALK 5 HEAY
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