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i B Aok AKREF 2R RGBS B ) 7 (EGFR-TKIs) 52 7% 77 841 3F s B 9% (NSCLC) g ¥ 25 4 A2 K i A AR T
B 9,3 B 25 . EGFR-TKIs it 25 J& 42 % I J5 2R 3% , 7o EGFR-TKIs 25 89 NSCLC # % 3T £ #1 M %, 9540 & 4741 7] (ICIs ) 7
I PR AR H AR AR B4, T AR R . A il it 3 ICTs 74 57 EGFR-TKIs it 25 NSCLC % 4 #9 5 JRAF 5 347 47
W & I, *F T EGFR-TKIs #it 25 89 NSCLC % 2, ICIs £ 2574 57 69 Rt R # , 5 T F R A teAn X £ W ax &) R 05 3k BAHE
ICIS+FEGFR-TKIs 74 42 5 /2 2k, R 2 301 SR ik 5 ICIsHL F7 04 95 28 % A48 Sri3, pUle RS HL 5 A ICTs+a % 1k & K B F
(VEGF) 2549 B 7 Wr Bl 38 B9 AE ) A2 T 6238 e R B AF & &5 ICIsHLy7 +4% VEGF 254078 57 A L RAr ey 97 20, LR R $44
KARLG R AT Y R R E AR R 3 A A S ICTs #7 25 3B AL T 06 R AT 7 216 JR BT AT 50 B A2 2 v A8 ik A #7890 A AT = 89
%ﬁiﬂ 5& 5 A A5 44 7 5 AE /> 2w BT 9% s EGFR-TK s ; & 25

Research progress of immune checkpoint inhibitors in the treatment of EGFR-TKIs-resistant NSCLC
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ABSTRACT Epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs) are targeted drugs for the treatment of
advanced non-small cell lung cancer (NSCLC), but long-term use inevitably leads to drug resistance. Resistance to EGFR-TKIs can
alter the tumor microenvironment, and patients with NSCLC resistant to EGFR-TKIs can regain the benefits of immune checkpoint
inhibitors (ICIs), but the changes in the tumor microenvironment are complex and the efficacy is unclear. This article reviews the
clinical studies of ICIs in the treatment of EGFR-TKIs-resistant NSCLC, and finds that for patients with EGFR-TKIs-resistant
NSCLC, the efficacy of ICIs as a single agent is unclear, and other relevant biomarkers need to be found to screen the beneficiary
population. ICIs+EGFR-TKIs have potential toxicity and are not recommended for clinical use. There is controversy about the
efficacy of ICIs+chemotherapy, and it is recommended to use it cautiously in clinical practice. ICIs+anti-vascular endothelial growth
factor (VEGF) drug therapy has a synergistic effect, but may increase the incidence of adverse events. ICIs+chemotherapy-+anti-
VEGF drug have a synergistic effect and the incidence of adverse events is similar to that of chemotherapy. New ICIs such as
lymphocyte activating gene 3 inhibitors are still in the clinical research stage or preclinical research stage, but they may be a new
promising treatment.
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AL fifi 4% (non-small cell lung cancer, NSCLC) 2 (5 fiifi & o A K R 2 A I R T T ) 77 (epidermal
ARSTE 218 B TR R H (No.202401AY070001- growth factor receptor tyrosine kinase inhibitors, EGFR-
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B S K6 AT 5 (immune checkpoints , ICs) & 4E FFHLIA
G it 52 R/ A 3 B e i vy SCZE 2R 4 4 1 e o e
{5538 B 43, 5 g 4t A ] 0 9% 40 1 S 30 A i 1k
IR PR A S il 55 (immune checkpoint inhibitors,
ICIs) A 3 3k BHL W 6. 72 240 i i o 8 240 i =5 T 1) 1Cs 5 He
BOAARZS G, Wk A2 HLAART A Je 200 B 1 28 I 225, DA TG 2 4
B EH . BT, B0 T im R IR T B 1 NSCLC
1 ICIs F= 2445 72 )7 PR FE T2 324K 1 (programmed death-
1,PD-1) #0155  F2 P BB T~ Z AR B 44K 1 (programmed
death-ligand 1, PD-L1 )91 il 551 1 240 Jfa 75 14 T 99 2 448t A
F P i 4 (cytotoxic T lymphocyte-associated antigen-4,
CTLA-4) il 351, Herp PD-1 3005l 590 40,45 4y 2 A 0 PR
MR R BT AR R BT R R ST, PD-L1 4]
FIEL AR BT R R FRA R RGBT EFAS R BT, it
VEAR ST VYA YT 5 BEJE R BB 55 CTLA-4 H il 551
v AR T R A I RYR T T -

a3 3R 45% (tumor microenvironment, TME ) 51 ¥ J&
EGFR-TKIs fiif £ #)— Mg EAIL ] , 445 ICs F357. PD-
L1 AL EGFR H: PR 9878 2Z [l AFZE 96 15 56 & , Tiif BLAI
EGFR-TKIs ifift 24 13 47 Jif 5C 1K : EGFR-TKIs ifif 245 7] 3
EGFR :[H 5875 NSCLC & # N PD-L1 19 %35 "
IEAh, 24 EGFR-TKIs Tiif 24 % Az it 2638 A P 9k B2 40 it 39
1% %L A 3 (lymphocyte activation gene 3, LAG3) [ 5H¢
B, bl B, EGFR-TKIs it 251 NSCLC 3 Al
BN ICIs 697 3R 2 , (HH TME 28k h & 7% J7 30T
AT, ASSCE X ICTs 1377 EGFR-TKIs i 2§ NSCLC
G R FE AT 2538 , #R1F EGFR-TKIs i ) NSCLC &
FRPEIRIT T3, BEIZZE B B UREIR Y T it
2%
1 EGFR-TKIs it Z5/5# TME 34k,

J3 EGFR-TKIs iR Y7 A AT LA B e 40, i B
AT LAFE ] 4R B R 39 P9 I8 5 TME 4 588 4 S 1) 40 it 25
P 30 EGFR-TKIs i 24 %% A I, 35 R AR 0363 97V DR
Bl i U R N TME AR5 51 0 52 %0, fR ok ml 0L, B
Je 4N i ] 3 o) 28 H: TMEE 3K )i A1t EGFR-TKIs 19
BT
1.1 TME 4 EFrIZEL

AR P8 A DG i 2T 2% 4 A 53 s 1 I A A A R
(hepatocyte growth factor, HGF) 7] L4175 & i J&d 40 it X+
EGFR-TKIs it 25, %} EGFR-TKIs it 24 f1%) fitr 58 40 Jfd ]
T 4043 b ) y T4 2 (interferon-y , IFN-y ) 7K F-BH
WAL, DL WFSE R, X EGFR-TKIs fiif 24 11 i e 4
JURT fig i 2 _F 78 HGF 3T I8 IFN-y [ 53 0 >k 306 skt o Jg
AT 1 I SN o
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1.2 TME H&ZHErTH

EGFR-TKIs Tiif 24 [iifi fi i £ 25 0 240 Ji 22 1% T 40 i L
BB DAL T HA MR R 25 5, AR Py 21k Wiz 2, 3-
KA 1 1 I 0 4 i 5 o A S 184 0 A0 1) M2 AR
A, X6F T Je 240 JEL 1 7 A R B S 9 55 7', 7E X EGFR-
TKIs JAYT 7= A Tif 24 ) NSCLC 8 3% L , A BF9E % W
£ 5| 6 22 4 M 40 it (myeloid-derived suppressor cells,
MDSCs) ¥ i i 38 ™, MDSCs 7] il 55 HLAA 1 3t fif s
B J] 52 MR a8 YT AR, BOCHE 5] MDSCs & B 42 5
G EY T I R R SR M. DL FSY B EGFR-
TKIs i 24 A& A= I , Bl fed 20 Bt o] 5598 TME Hp 60052 40 Jif 3
1, F&A EGFR-TKIs FUHL IR 724 .
1.3 TMEHICs %1k

PD-L1J& PD-1 fyRCH, BT PD-L1 AT & T 4 L 2
fiE"'. EGFR-TKIs i 2 & 4 J& , I 988 L 491 73 X (tumor
proportion score, TPS) =50% ¥ 5 LLFIXE N T 14% , H
H EGFR 5 PK TT90M BRIl e £8. 355 1) L 130 385 o e S 1
AN HAd A R 1Cs FE R (4N PD-1,.LAG3) Fi ]
PR 1Cs B [K (4 CD27) B 318 ¥ 7E EGFR-TKIs ifif 25 &
Az JE I I RIS W, EGFR-TKIS fif 24 i
HARNAEEAF B 1Cs ik , I 0l 38 i ICTs F TS ML
TRy R 50, dE X 2 584 AL ICTs S St ) 767 v
Wik o
2 EGFR-TKIs it 25 £E 8 ICIs B 255597 KB

ICIs 7 Jifi i ¥4 7 ST HAS T #8435 ) , {2 EGFR-
TKIs i 25 B # E BB 2R 7 R AR s A R . — T2
O o/ IV IR R ST T BE A2 5 HABIGT 7 (5 7
PENSCLC 77, 45 R bR , Hh 42232 PD-1 4 50) (44 X
FIILHHT)IRYT B EGFR & H 98 A BRI EGFR 3 R B A=
T ER 25 952 5 455 i % (disease control rate, DCR) AN J&
20%"", CHECKMATE 057 & — 35 I {1 IR B 5%, 4 A
T 82 5] EGFR-TKIs 1R R W5 £z 52 AN sl DL BB IR Y7
1) EGFR 3N INSCLC 3, 45 B R, 5271
TEH L, 32 32 g sOR) S B BT IR YT 1 R E Y R A
(overall survival, OS) 7 i 3 4 K [ XU Lt (hazard ratio,
HR) =1.18, 95% & {= X |8] (confidence interval, CI) A
0.69~2.001"", 3 [=] Il & JM e 272 23 TF '€ 1) WIOG8515L
R4 A T EGFR-TKIs 1797 J5 950 i J|E (progressive di-
sease,PD) Y EGFR JEH 2 RINSCLC (4, 45 5 %1,
A XA TSR AT R A TS AT R (R
fift % (objective response rate, ORR) 4314 9.6% . 36.0%,
DCR %3 %] N 38.4%. 76.0%, " {ii PFS (median PFS,
mPFS) 435124 1.7 5.6 4~ A 1, X Fh 22 5 JF AR 32 [ K
P PD-L1 &35 1y 8™ ", — T 25 A< 43 #7 X} EGFR-
TKlIs Tiif 25 (%) EGFR 51K 578 R 1] NSCLC 35 22 ICIs
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(CELFE YA A JC BT AR R ST A2 R 2R T ) IR
P E MR R AT T . PR AT
CHECKMATE 057, KEYNOTE-010 1 POPLAR 3 5 fff
58, 45 R BoR , 7E OS J5 1, EGFR 3 [H 28 A8 W FR 5 1%
ICIsTRYT IR AN N Z VG b FE™, DL B WFsE 25 R R0
XF T EGFR-TKIs ffit 25 (1) EGFR % [H %€ 7% %I NSCLC
H L ICIs 2GR T BRI A TR T

BARLL EWFSE 7R, 1CTs #2437 Y7 EGFR-TKIs fiif 25
) EGFR 3K 978 B NSCLC H % 197 RCREL AR (3K
F ATLANTIC .BIRCH Z&0F 5% (19 B8 51 A S iR L
Mo ATLANTIC BFREHR VT T BE AR A JE B4 6 YT EGFR-
TKls it 25§ NSCLC 3 IR , 45 3 R , EGFR 2875 1
PE/ALK 575 BAE F1 PD-L1 8 240 il 3R 3K =25% 1) (8 34
) ORR 4y 12.2%, Hf3; OS (median OS, mOS) # 13.3 4~
AU, BIRCH®FFE J&—Hi4H % NSCLC & 1 1 i IR
TR, VAR T BRI 2R BT H T EGFR-TKIs i 2 J 5 11
JPRL SR B, TR R SR & & EGFRIEH 58748 HL
BIul 3545 — WG 97 4K 25, JU )& PD-L1 = R A Y
EGFRJLH 587 3%, HLORR W] ik 319%™, — Ik T Fifi
BLT R 56 19 25 26 20 B 2P A T WA 19 R0 2k B e T
EGFR-TKIs i 25 H PD-L1 5375 FH: i i B NSCLC 3
BT, WA T2 S5 38, BRI 2R B bt 19367
R T 206 FE, LA L BRI ICTs B 25 3R )T
EGFR-TKIs fiif 25 NSCLC £ # I &R I A B w , AR
Al fig 5 AR PD-L1 iR IA KA 6, PD-L1 3R ik
1Y) EGFR-TKISs Iiif 24 {8 35 50 7] G DA ICTs L2767 th 3K
£5, A AT O I PR P 224350 F ICTs #2574 77 EGFR-
TKIs i 25 NSCLC £ , (E475 75 - HRHAMAR OC 1y A= )~
PR IR A 4 B -
3 EGFR-TKIs it 25 25§ ICIs Bk & 1877 R A
3.1 ICIs+EGFR-TKIs

EGFR FEH 2875 A 38 13 0% EGFR 5 538 ok L i
PD-L1 {2 35 I 42 1 b i 40 it 5 ik 5k, $27 ICTs 5
EGFR-TKIs H1K & 77 %€ 7l g J& EGFR-TKISs fiif 24 £ & Ifi
PRIGYT B FRAREREY . — IR SE M T MR L bk
A B % I8 1697 EGFR-TKIS fif 25 (19 EGFR 3 [F 53 A5 71
NSCLC & IR 25 R Bon , SBA T Zin)rq . i
H Y ORR Ny 15%, [ b 542 i (] < 18 382 H LB A
20% MR E R AE T A R4, TATTONRS( 1 b
WSS ) 25 5 Wom X P RE 52 1 EGFR-TKIs {697 1
EGFR FEH 578 R NSCLC [, FEAR A B e &
WA IRITHY ORR K 43% (95%C1 K 23%~66%) ,{H
It 209% B R R AT N RFfF, RERM A LE K
VA, ELH RS R B R] S A AR e ok T
G E— A", GEFTREM J&—I00 T #1i5 AR A

TEZD; 2025455 36 4 2 )

F LM T EGFR BN 987 H #5572 55— 10 EGFR-TKIs 28
YNRIT IR HE R BB 4 TR PR b AR JE Bk
GIRIT G, T2% 1 5535 B PRAS R 952 3 F2 22 (stable di-
sease, SD) | 5E 4= 2% fi% (complete response , CR) uk 3 73 2%
fi#t (partial response, PR) , mPFS & 2.2 /4~ H (95%CI1 K
1.8~4.2) (H I B FAF 1 A A2 0 81%, E 2RI
TS (30% ) FUIFEE T (15%) , % W5 K 259 v
1B T XX PR GEIT R — PR, DL S
FH X T EGFR-TKIs Mif 25 1 NSCLC &, \MAE R
- F  ICIs+EGFR-TKIs Bk 5 7 S v 1719 (HEE T B
IRIT IR B AN HEOW IR R o
3.2 ICIs+{ky7

— 350 1T 1 15 PR WF 5% (NCT03513666) 40 A T — £k
EGFR-TKIs {97 & Wt H AR5 TTI0M A48 4537 B DX 1Y)
B SRR RERGE R BT G ALTT A9 ORR 2y 50%
(95%CI g 33.8%~66.2%) , DCR 4 87.5% (95%CI Jy
73.29%~95.8%) ,mPFS .mOS 435 7,235 A, 7
— TGRS R BTG 5 5 56 i 2E/-R 4 T EGFR-TKIs
T ARG EGFR 3 2848 B NSCLC (35 1 11 i IR
AR S5 R FEGNA Y 40 B 35, 50% Y HRE 1A 3
PR, 15% Ky & # ik %] SD, ORR. DCR 43 %] & 50% .
87.5%,mPFS } 7.0 H , Hirh PD-L1 975 [H % B 5 1)
mPFSiAF] 8.2 HM, L &5 R FEI, ICIs B4 1kyr
T EGFR-TKIs i 2 NSCLC 3% BA —E TR

SR , CHECKMATE 722 T ils PRI A T &
EGFR-TKIs 477 5 #F & (1) EGFR JL K 2875 B NSCLC
R TR TR G AT 5 BRI T AL,
SEI R A ROR BT A LR AT 418 1 mPFS
4y 5 4 5.4.5.6 4 H (HR=0.75, 95%CI A 0.56~1.00,
P=0.052 8) ,mOS 43514 19.4 .15.9 1 H , ORR %3 5|
31.3% .26.7% , " i 25 i 434215} 6] (median duration of re-
sponse, mDOR) /334 6.7.5.6 1 H , I/IVHEA B 1K
He YN 44.7% . 29.4%" . KEYNOTE-789 I il &
WFFE LA T AR ZR BB S AT S R — Ak T
EGFR-TKIs ifif £ EGFR % X 2 4% %1 NSCLC & & [ J7
B, S5 R A TR SR BT A A AT AL R A
mPFS 35149 5.6 5.5 A ,mOS 43 % 4 15.9 . 14.74 1
BRI AR ORR 4351 4 29% (95%C1 2 23.4%~
35.1%) 127.1%(95%C1 N 21.7%~33.1%) ,mDOR 43 |
$96.3.5.6 N, M I L A B34 & A 35550
44.1%.39.4%"", FULT] I, 59 —fbyr A L, ICIs R &
AI7 7E 5 EGFR-TKISs i 25 EGFR £ [H 9€ 28 BINSCLC
#8745 OS .ORR .DOR J5 T, FF AR B AL H

PL a3, ICIs B & 4ky7 A T EGFR-TKIS 1R
I NSCLC B3 BT RAAAE S o IR G 7 ZZ ] {5
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53 EGFR-TKIs 1iif 24 i 7% 3K % , {H CHECKMATE 722,
KEYNOTE-789 i REFFEIFA SCHF FIRZE R . XA
285, W9 T RE AR SR AR 2 T i bR 35 L Ot
i 1 Hh ICIs XA A7 7 T e AR 85 A . 3t B RiimT
% , EGFR-TKIs [fif 25 EGFR % [X 98 48 %I NSCLC £ 3 f
e ARl ICTs R A by T T 6
3.3 ICIs+HinIE A K EKEFHY

Pl & P Kz A= K A F (vascular endothelial growth
factor, VEGF ) 254 51 1 XiF L BX & ICIs JH T EGFR-TKIs
i} 25 EGFR £ R 275 I NSCLC £ 3% 1 [m] M iF 5 45
R, 590 VEGF 259 S AR L, 45 52 51 VEGF 254+
ICIs BEA 16T HY #2210 mPFS B K (EAR RS R A R
BOE, by 3 A ST 98 A T EGFR-TKIs 1697 2k
IS HY EGFR K2 98728 BINSCLC B3, 351 1 ICIs Bz %t
It ICIs Bk 5Bt VEGF 25 903R 7 G RASCR , 45 R R
5 1CIs .25/t , ICTs B 5L VEGF 259)3A Y7 nl & 3 4k
K H # 1Y PFS (HR=0.41, 95%CI & 0.23~0.73, P=
0.002) ,0S (HR=0.41,95%CI 2} 0.19~0.87, P=0.02) ,
JE 0] i 2B s A ORR(P=0.031)"", WS A
T BEfEZ EGFR-TKIs {647 R I 1 NSCLC & 4 , P 1T
ICIs BE A HT VEGF 254 (585 Jé ) X H ICTs B2 7 1Y
IR, S5 R R, 32 ICIs BR G4 VEGF 2597697 19 &
# 19 ORR., DCR., mPFS ¥ {it T ICIs . 2575 97, 1
VEGF 259 ] LG LA Sy R 48, HA ey ikt n] LA
XU AE LB, DL B R ICIs B &40 VEGF 24
Y1697 EGFR-TKIs ifif 25 NSCLC & ELAT Pr R 3885 11
FHAH AT RESS AN R 2 A
34 ICIsHt§7+Hi VEGF 5%

TCTs BB Ak 7 IO X A e 8 1 i 245 190 8 LA A
1, 7E ORIENT-31 TG RIS F ATTLAS TG IR
I | 5 —ALSF A, ICTsHbI 7+ VEGF 24548k
7 Z T EGFR-TKIs i 245 EGFR 3 [F €75 I NSCLC
BH MY mPFS i F K (P —fky7 43 D H BB TR
6.9 H ;HR=0.46,95%CI } 0.34~0.64,P<<0.000 1), .
T/IV AN B S A b 2 (B — kT 18% , BK5 T7 &8
20%)"; %} F EGFR-TKIs fif 25 EGFR/ALK 3 [H 5 7% 7
NSCLC &, ICIs+{bJ 7+ VEGF 24915 A& 5 28 Fl i —
1697 B9 ORR 43 1| 4 69.5% . 41.9% , mPFS 43 %I 4 8.48
5.62 4~ 7", 0] WL7E ICTs A A7 o A9 VEGF 254
AL E R B A 5 — TS A T
EGFR-TKIs i 25 NSCLC 4 , 45 R ks, 5 ICIs Bk &1k
JP AR L, ICTs 6 & fL7 Abt VEGF 254 ] I 2 K R 3
1) PFS™.  H i, ICIs BX &5 fk 97 M4t VEGF 25 916 97
EGFR L [5] it 25 FO IR R AT {E 4k 4% , BGB-A317-2001- 11 T
ST ICTs B A AL 7 FIPL VEGF 259097 80 % % 4
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PERGIG RIS, o9 A T BEFE 28 EGFR-TKIs 1577 R MUY
EGFR 3N RAFHINSCLC (&, {H ELARZEJ v R A o
it H BT BT ST S, %P T EGFR-TKIs it 25 2 4%, # 9t
VEGF 2595 il 2 1ICTs kY7 7 S8 b2 — R G BRI 7 =X
HIERA T BN R R ARSI TH Y,
4 EGFR-TKIs it 25 £E 8 ICIs #2578 97 R B

FRIE G2 1A 7 B LA JEUHE o IR 24 107 ICTs (A Y
SO ) oA 1Cs™ B b SCET R B ICIs A, i85
— AL Tl PRI B BEAY ICTs 5 2Y , 6110 LAGS $RI7) |
T Ik B 40 i 9 928 BR 3 26 8 FH 29 F 3 (T cell immuno-
globulin and mucin-3, TIM-3) 4l 5] \ T 2} Gz bR & A
1 ITIM 25 #4825 11 (T cell immunoreceptor with immu-
noglobulin and ITIM domains, TIGIT) fi il 555, H,
LAG3 J& {0 X T PD-1 Fl CTLA-4 14 5 A i & 19 1Cs™",
EGFR-TKIs i 25 & £ J5 , /35 TME & A A8 A& {HA
PR F—FP ICs AU CZE (41 PD-L1 AT LAG3 L1d) . LAG3
5 H AR LT 4 45 1 )RR 2 1 (fibrinogen-like protein 1,
FGL1) {94 T AF I AT 50 TME , 40,45 14 6 928 20 Jfa 32
e A L R (P A 2R 12 R RSB R o) 43
Wh I IR UE RN, X R TR ICTs 397 EGFR-TKI fiif
ZGNSCLC B F 25 15l 20, H AT LAG3 5
TREAE 28 EGFR-TKIs {67 A 1) NSCLC f8 35 1l PRV
R, O R AITAGIZ I YT 2 NCT02750514 Il R
IR ZE R M AR A . (AEAIE &L, FGL1 f1LAG3
FEIRME 5 NSCLC B H #2211 5 AR A AF A OC™ . 1k
At TIM-3 401 700 A0 TIGIT #0410 50 (9B 28 A7 AL T 1ifs
PRHETBT B (B E s H— 2 BT NSCLC 1 £,
b #iE

EGFR-TKIs F] T NSCLC 8 /i H— & iy 5L, H
Y 2 R R At R 24 1) B, ICTs 1951 ARk
% EGFR-TKIs fiif 25 NSCLC H & G F k. 1E
EGFR-TKIs fiif 25 ) NSCLC £ # 1, ICIs #.24 j4 7 T 2
TR A A A YR AR MR R e AR 25 A, R
EGFR L 5EAF [ EGFR 5N 58 AR J R[], HE 28 1Cs %
IKANIA], Y23 ICTs BTRTTROR = A5, ICIs BRG5 R
J7 1, ICTs Bt 45 EGFR-TKIs 7716 7 R , AS 21Ul R
TEFH 5 ICTs HRA AT 107 280 A7 4 130, 180 PR
I s ICTs BCA 5T VEGF 2459 HoA D RIS i /E L (L mT
RES IR R34 & 2 3R 5 1CTs B A4k J7 At VEGF 24
YIRYT 7 BRI AR, BA RS R B RS 0
—ALIT A . LAG3 il 5]  TIM-3 #1551 . TIGIT 1)1 il
FAE ICIs A 24 i 40 T I PRAFE 5 sl i PR AT o B, Hrp
LAG3 il 5 72 B A0 R P88 A5 SR i vh £ 3 L
KA AP 6 HE Y, {H AT X NSCLC st de /b A
W Z I RRFSE T LAIRIE
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