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(# =] kel WHPBHEME . —, B A VEaRR L SR T Rk S immune checkpoint in-
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b o SRR , U U B0 A ICIs1a 73RS, H A AR AR EFE (immune—related adverse events, irAEs ) FEX AR, 5
A3 Y5 1CTs £EAE/ N i Jem (non—small cell lung cancer, NSCLC)E’Uﬁ;‘ﬁE’JTE‘@%&E*%}?‘@?E]\:@ETZ’K*1 (programmed death li-
gand—1, PD—L1) FIHIEEZE 25 77144 (tumor mutational burden, TMB) S #1215 , (H HFRMMNME HRGEFRAER  imis R il
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Value of novel markers in predicting the application of immune checkpoint
inhibitors in non—small cell lung cancer
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[Abstract] Lung cancer is one of the most common malignant tumors and is also the “number one killer” that
threatens people’s lives. Immune checkpoint inhibitors (ICIs) are highly favored because of their unique mechanism
of action, which not only brings long—term survival benefits to patients with tumor, but also has the features of target-
ing pan—tumors including lung cancer. Unfortunately, only a small proportion of patients can benefit from ICls thera-
py, with relatively unique immune-related adverse events (irAEs). Although traditional indicators for predicting the
efficacy of ICIs in non—small cell lung cancer (NSCLC), such as programmed death ligand—1 and tumor mutational
burden, are widely accepted, they tend have an unsatisfactory predictive value and there is still a lack of clinical
markers for predicting irAEs. Therefore, it is urgent to explore novel markers with a better predictive value to guide
the treatment of NSCLC with ICls. This article elaborates on the predictive value of novel markers in the application
of ICIs in NSCLC.
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2020 4FH & il 491 82 7, AT 71 U7, 1M 2015 4K
KA1 73.3 77, LT 61 T3 il R AT AEL
BN ™ U AT AR i, 4 SR Sk
ST MR IR YT, JUH R GG A A 5
(immune checkpoint inhibitors,ICIs) [ tH B, {i Ji J%iE
VR ST USSR P Jie o X6 T AR AHE , W01/
2 fifiJE (non—small cell lung cancer, NSCLC ) & W 2%
ﬁﬁ%(objective response rate, ORR) 2J 20%"', £ A\
HE A9 ORR 1E 50% 72 475 G e A S A B3 F (im-
mune—related adverse events, irAEs) A1 X} 4l 457 , 7™
R LA SRS R T LT BLAR -1 (programmed
death ligand—1, PD-L1 ) Fl g4 2848 1 fuf (tumor muta-
tional burden, TMB);& H Aijllf PR 5 i H 0957 800
B E I EA R A, B IR [z A5
(4 irAEs B0 PR A= Py AR S W o 1 WA ICTs iR 7
NSCLC 3 B K , B - H8 1 bR 25 400 R F H:
J7 RO irAEs 36 76 JE B

1 PR TERR E

1.1 RS EWMREY PD-L1 50 TMB MIBNME

1.1.1 PD-L1  PD-LI 288 )F HEAE T2 1 -1 (pro-
grammed death receptor—1, PD-1) i% & Bt {4, £ %
IR T 9o 20 M AT 5528 5 4 MY (antigen presenting
cell, APC) .PD-1 5 PD-L1 (25 & nl 40 il 40 g #4k T
2 it (eytotoxic T cell, CTL) X Hif 22 40 At i) 5% 1A H
17 & A Sy kit , PD—-1 5 PD—L1 410l 370 BEREL L 75
925G, TS CTL, i CTL 3T IR S 3% 475 R 4
MY EE 11 . KEYNOTE-024 85T , Pembrolizumab X H&
PREARTT , —4R39A 7T EGFR/ALK B /E ) PD-L1 i
Fe 343 (tumor proportion score, TPS) > 50% 1) i ]
NSCLC 84 , 5 RE W], 5bI7 M L, Pembrolizumab
B AE 4 T 57 G i R AR A B (median progres-
sion—free survival, mPFS) (10.3 vs 6.0 H , HR = 0.50)
Az B A AE ] (median overall survival, mOS) (30.0
vs 14.2 H ,HR = 0.63)"; KEYNOTE-042 fiff 5% ", F
XF 4 NN 262 5] v [ 32 1803 1 020 23 B R B,
T PD-L1 TPS > 50% £ # , Pembrolizumab ZH {t T4
Jral, Horh, b [ R 3 mOS B I A2 K (20.0 vs 14.0
H, HR = 0.62)" 3£ T _E3AHTFT, FDA FII NMPA it
#E Pembrolizumab 25T PD-L1 TPS = 50% 1) i i
NSCLC y—ZRd NAE o P I PRAFFE 2 W], PD-L1
5 %% 15 5 Pembrolizumab 19 J7 2 1F #H 5¢ . Check-
Mate—026 B 57 , Nivolumab X} b b5 AL I7 — £ V697

PD-L1 > 5% M3 NSCLC, 45 5 i 7R 17 2H mPFS
W% AT Nivolumab JEIT 4H , AR IA 3] F B FTLET,
IMpowerl31 5% , Atezolizumab BX-& AR EALST X EL bR
UE— 2830 77 W 03 Il 8% 98 , JC38 PD-L1 & B £ ik,
Atezolizumab BG4I 7 2H 1) mPFS Y48 T B 4lifb )7 21
(6.3vs 5.6 A, HR =0.71)®_ OAK W} 5% , Atezolizumab
X} R Z2 P A FE 4k ol — £k 3BT TIB/IV H NSCLC, Wi
Z ) R PD-L1 235 B 19 28 2 BB A Atezoli-
zumab VA7 S 5 0S 3K 25", FRIK R BH NSCLC B %
EEAFR 45 5 PD-L1 B3RIA 5 B IFTCAHOCNE . S,
W5 7% NSCLC H PD-L1 4 22 3K 7776 I 25 55 It
PR R[] E RHAL TG K 21 4 rh PD-L1 Fak AN [A], XF
1CIs 7 50 1 T AN [R] , 33 TG &E 7 UK 405 116 PR 1oz
PD-L1 £} 1CTs 76 NSCLC H {7 R il ok R i
Pt o LA FEE I RAIFSE TCAN UL ¥ PD-L1 /N
ICIs 7E NSCLC H 7 s pr i o s i (A BR .
1.1.2 TMB  TMB &5 N4 FH Sk T 1CTs 75 fil
ST A A AR A, e SO iR S DR 4 2
DX IR T B v A 8 AR B DL TMB Sl A Wb s
Y, % CheckMate—026 i 5% #E4 7 191 B 437, 25
7R, 7E TMB =234 (TMB = 243 mut/Mb) (525, 6
1 J& mPFS (9.7 vs 5.8 H, HR = 0.62) if J& ORR
(46.8% vs 28.3%) , Nivolumab 2035 824 TAbIF 4.,
AHEE PD-L1, TMB B g7 2 1) Nivolumab A3k £
NN

CheckMate—227 I RIS, PIAP ICIs B & —2kif
57 IV 8k & & B9 NSCLC, 7£ TMB > 10 mut/Mb (83
1, JGiE PD-1L1 ik 575, Nivolumab -S40 i 221k
T bk B4 200 B A4 5 B H 4 (eytotoxic T-lymphocyte asso-
ciated protein 4, CTLA—4) 41 il 57 Ipilimumab & &
FALIF (mOS: PD-L1 < 1%} ,20.4 vs 11.2 J] ,HR =
0.51;PD-L1 > 1%H},24.4 vs 18.1 H ,HR = 0.77)",
FETFIEER A A TMB > 10 mut/Mb X35 45 ARE
T2 ADHALRE M R I R — 2D B

3 Hh— 3t [l PR A S IPAR T I TMB (bTMB)
X} Atezolizumab 2% J 5 261/ 77 NSCLC 87 2 Fit iy
W AH, 0T LB L2 TMB (¢TMB) 19— St AT T
Iy, S5 R W, 76 BTMB > 16 mut/Mb i A BE
Atezolizumab 415546 I7 41 ) mPFS Fl mOS )45 #2155,
bTMB 5 tTMB f FH A4 A1 B P — B0R 53531 A 649% Al
88%!",

R = IR 5 AL F- 2 BT TMB ] DUAE A ICTs I7
R FIFR S o (B TMB Ay ICTs J7 R4 T A
Yy [l R i i 25 PR AR o 145G, TMB Y B (A 5 , A
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[R5 BT As 9 TMB [ (A [R] o AS [F] ) TMB [ {E 2%
i 1CIs A 3805 5 TERCGE Z MAFTE R R B S, X ToEE
S FEAR TVMB Y R A (E R, TMB AR T _E A B
i, 43 B E AT AT LU ICTs 1697 3k ES , X — i Gie
S DA AR 0 2 S I PR P 247 RE WL 3],
TR, H BRI TMB 1 4 5 1 2 4 40 il )y
(whole exome sequencing, WES) , #:— UK B9 4 4% 2l
BT 0T R R IR DA b XE AT I R
3 K BE HETI R, TMBAE A5 & 1l 1CTs A7
R i B 22 i R I R 10 SCFr
1.2 FBAREYIAETEIL, R G AR S Wt L
1.21 MEBEE  20154-(Science) R FcH 8 1A iE FH
¥ (gut microflora, GM ) HICIsJF 3z a2 & 1, bl
J Bk 22 B TR S R B, GML RS RE R 1CTs X 22
ol SIEAAS g T it L PR 53R L A R SR S TR
X B A R CM 5 ICTs 7L 22 8] 56 &R A 5 F
A BB 537, FAT T A B, A6 T (Phylum) B97KF-,
TE R REBE TR FIE G 1) S e R 3k %o IC T
A A BYTTRC T S AT TR B R R B
AOTT R, B & T TR 1) A8 0] ICTs R 97 I R 98 i
TR G A G, BV 38 6T % iS40 T 1) S8 38 X ICs
FROAT BE A AR 238, T e 5 AU DL B ) A 2 D e
H B 2R Y PRI

Routy S HR0 T GM AL = A ICLs S A1) 5%
Wi, BFSEAN AT 249 1% 52 PD-1 4 i 500 3 97 19
NSCLC.. ' #0 ffd Jors 55 L K2 Jip e 1) 82, e 69 49 28
PGS AE S0 T 15 0 A P R | i ) R
H W GM 3, A& B PD-1 R 6 7 Tos i) 4
BBz —Fh 24 83 v 2 1 (Akkermansia muciniphila)
AR L T2 A0 TR A AHXS B2 55 PD—1 30 197 R4 .
FIEAHOC R PD-1 S G 7 AT RUE T I FE R Al
ZR T AR /N B /0N LR X PD—1 10 50 P S
S, A S RS AR 25 Z i PD—1 AR RIEY IR
AINBR, TE B /N BRI 2 %5 PD—1 4900l 750 178 Sl e 5 Al
JHE U R 9 NSCLC /B R M 9 £ 3 mOS B
B4 (8.3 vs 153 H,P=0.001), % EHHE T
T GM Z L, NS 1 1CTs A7 R0 H A ) — T 5T
X NSCLC i GM 15 1CIs 7 RO SIS s,
GM I ZH -5 TCTs 7R VIAH G, TCTs I 7 8% b 19 i
W 18 FLER FF 3 (Lactobacillus ) , 12 4K ZF #FF 5 ( Clos-
tridium) FHF ER A (Syntrophococcus ) BEIT A2 1 L&
BOINAFE B2 ICIs VY7 ), il SLRRAT i AR 2
FAF B B R R LR A A B AR
J7 S ] (time to treatment failure, TTF) o X /1 [#

NSCLC AR — TR TE [FIAE R I, CM I 2
SEE X PD-1 4 50) 0997 RBOEAR DG ST 8 A N, ik
LI CM ZHEME R Y B E B FE IR B E A K
i) mPFS; ICIs 1697 A %) B %%ﬁ%é’u\fllistipes pu-
tredinis, T XU AF R (Bifidobacterium longum ) FIR%- 5
IR IRTH (Prevotella copri) , T TR ZE M B E M iB & &
AR FLERE (Ruminococcus unclassified) , H. GM
2o FE I v 0 S8 A LIl R B S PR 1C A2 CD8T T
20 FRLFN 19 SR 2% A R ST R A R B ey L 2 T IR
GM A B 1R 50 1CTs F7 A5 8 B A A ki ) o
1.2.2 RrogiZiEsk e mae BRI E I I 40
(tumor infiltrating lymphocytes, TILs) 8§ 19 J2& M IfiL
T A% 38 e g XS 17%) B2 210 A, 3k S 4 it 5L A TR0 R
Y g 20 ML A RE T, A S 3G B 32 22 iy CD8'
F/D 1Y CDA I I A M 2H B I 2H 21 TILs 1Y %K
S RPEIRY T AR R R TS B U G, A 2R
AR TILs = F 5 RS IUR R 3 T Hihiig
BOPE L, IR A5 S0l AR 2 Jey , T TILs B 80/ sl
TILs B FEI , W TR A5 522 1 lm R E VA TILs 5 g
1 ¥ 8% (tumor microenvironment, TME ) , Jb 32 g
o ZE I 3 EE (tumor immune microenvironment, TIME)
I HIE ARYE TIME 1 TILs 5 PD-L1 AR KR,
TIME #4324 IV 24 Horp I 88, B TILs 55 PD-L1 34 5%
IR IR TETE B 5 N ICTs Hhafe4a ™

HISE K 2= R4 ~F- A BABIE SR T 25 15 5301 R 35 451
W30 NSCLC f8 8 BEL MR AH P iy TILs, K L T —
FPALRTE TME P (9580 A , B CD8” TIL, Ml TIk
NSCLC 45 HE£k iRz 41 21 CD8” TIL A F 5 1CIs
TG IT T 25 PEAH SEPZ 9 48R T —Fh 5 il 1CTs
T 24 14 5K W  NSCLC F8 5 BE 2k i 41 21rh D8 TIL
8 2 B BT DI Ry — M R AR i R 100 1CLs 7Y
70 1 ) ) — 0T ] P A 5 ) T TILs 5 e A0
NSCLC &3 1CIs ¥ 97 S ATy U B A G S 1CTs BA
SI AN T 221 £43%5Z Nivolumab V7 F R, I 58 L
T A MR TILTHEL > 109%% 52 475 TILs , 7500
AR TILs o AT A5 5 7, 8 TILs B9 K 2 568 22%,
1 TILs 2L TCi8 S mPFS(13.0 vs 2.2 H )8 JE mOS (&
IRE] vs 8.4 )L TR TILs 41, & TILs 5 %0
2% i % (overall response rate, ORR) 1% 5 #45 il K
(disease control rate, DCR) ZYJ A (P < 0.001) . 7E
B, 8 TILs 5 1CIs IY 7RO G , 4758 TILs 5]
AE SRy Wi 38 45 1C1s 3697 B9 NSCLC R 4% Y bR 540
2020 4F AACR AF 20 A T —JJUHE T TILs 3 47 1]
NSCLC 4 T3l R 1056 i) 0 58 B0 L R T
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12 4] $% 3% Nivolumab & J7 J5 %< J 1F Ji€ (progressive
disease, PD)AYHE I NSCLC (35, bF o7 3 DX BL i 38
49 Fiep g g e R R TILs , ZEARSNEA T3 14 I 1] i 32
BERN, R BB ZIRIT IR S — IR 4
JHS CT Bt A g kb AR S X 40 /N 389%™ i i 5
LR, TILs AU A NSCLC & 7E ICIs 1697 I T 25 12
BT R LA F S AR TR T EL M T IE S
TILs 1 4 T4 A s s P 0 A L 1560, TILs
VBB — AN B 2400 1CTs 7 RN A5 &4, %46 350
PEIRYT AT RE A R L

1.2.3 POLEA B POLE B[ FE I e 2
IEFMESE DNA 5 il R R 1, ikt Sl /D i R
KA R R IR B A5 I, IE R AN 25 350 7 A
BUR Z B LN 2848, BRE]— g AR, e ol &
HT.

WTTAE e = B 5K U1 AT AR NGS Fe AR 40 #r
319 {4l NSCLC it # POLE J& K Ay 2 AR A, 45 SR 56
B, POLE 3£ [H (Y 28 48 %0 2.8% , HLY 0 g ;B 35
HA POLE 3£ K 945 H % TMB /K- i 7 T POLE
FEDR B 2R B 2 (12.2 vs 7.8 mut/Mb, P = 0.026) . it
Ak, POLE 3[R 525 21 fit) CD8* TILs Al PD-L1 {3635
KA F POLE KR B AE U4 %5 F TMB . CDS'
TILs 1 PD-L1 5 ICIs J7 5 I = &, WF 5 & A H
POLE &K 2845 7] LIAE i NSCLC 35 ICIs I 7 IT 5K
O SRR

Hh Ll R 2 R i b 7 2= e 44 B A AT BN A3 AT T 47
721 32 Je o G 1 POLE JE R 8 AR I , FF 45 T
HY5ICIsIRITIT R B G R 45 R W], POLE 2
SRR BRI 2 2R R 2.79% , HAG POLE KE[K 578 1Y
A mOS B T POLE JE K HF A= AU (34 vs 18
A, P =0.004), POLE J& K 2828 AT /5 A F0 1C1s 7 4%
VAL IVt s
1.2.4 PEE 0 B DNA {25 /0988 DNA (circulating
tumor DNA, ctDNA ) , /&35 i 4 e SR FE ol 7 7 5
R RGPS R GE I DNA,

2 [ 1 — T I R USR5 T ctDNA 7E NSCLC
S EIRIT T A A A, TE T IR IR IT R AL Bt
PD-1JA77 A 300 B E AR N ct DNA ZKF-BH I R R,
X PD-1 7697 ToRL A 35 1R Y ctDNA 7K A7
e £ =R ; P4 BB 19 mPEFS A1 mOS 1778 B
B2 5, mPFS 20 %o 145 A f15.2 A (HR = 5.36,
P =0.007),mOS %35l /& 18.7 H #18.4 H (HR = 6.91,
P =0.02), 3 ctDNA 17K F-REWS A 2L 1CTs 1Y

SR, H ctDNA BEHL CT K 2 $2 117 8.7 JE 1FAH 1CLs 1
IBITRCR L 1CIs Y07 W 1) Bl A8 5 VR 9 T 40 i 7K
(R , ctDNA (7K Fifi 2 B#AIR , 22 B ctDNA AT LUIAE
g — A AR RS X TCTs FY7 RCHEAT F , I HL4%¢
AR S e A X ARG T O i 4 RS 2
T3 ATl RO 55 B L, i 5% 2 A o] F AR YI R
1) TIB-TI1B A i) NSCLC & VB M IF o6 42, ALy
JE 152 1CIs PLIERYY , A ctDNA 78 ICIs IR Y7 R AR
7 B K PD J5 X5 /N3 B8 95 41 (minimal residual
disease , MRD) #E 17 % &5 8l 25 K5 W 5k PFAfl ctDNA Xf
TCTs J7 25 T AN (E 1 F 52, ct DNA B ) S 35
4 87.5%% T PD, Ifi i P PD 14 H2 3% 7 PD 22 Rif 5% PD
I ctDNA 4 H 2 100% . PRI , 1 25 3 2546 0]
2k VAT IR A7 1CTs LG Y7 B NSCLC 53
[ ctDNA , J2& T3 2 2% PD () —Fp T Bt o th T ctDNA
SRR T B R 5, H S 44U L,
T /D A7 IR S I S B ctDNA G I 2% FH i)
AT B, ctDNA B AR — i B3 v o b T
ICIs SY AL A b i) o

125 LuntBics4 bR LRFREDIN, T E
ICIs 7RI bR 2 9 1 J2 N 55 o R R 4 SE PR 2
FEARTS B X NSCLC £ 19 b e 21 20 3 W3t A% 24
TESEATHRGE , WF9E 3 2 BT 301 4> CpGs {3 15 (1) FH &
TR 5 A 152 1CTs BRI T RO 26, 5 0E BA %]
TESZ DNA HAb /K -2 PFS F1OS [ 7 T P71,
i E WES £ AR XF 79 4145 IC1s 137 1 NSCLC 4 1)
IR B A K I, LR 11 A 283214 (ephrin type—A re-
ceptors, EPHA ) % K 28 48 #2451 mPFS (P < 0.001)
FIDCR(P = 0.01) 7 A 750 £8 35 B B 4 P2 3 o %)
— 257 1CTs L2 BB R T 11 37 191 16 1 NSCLC
SR AN A R BB BUAR A AFSEE R E H S
ol Jifi 9% ) B Hi 7K p53. BRCA2, HUD . TRIM21 #
NY-ESO-1 4 sl $T 1k 4 & , 58 )5 #E 129 5] i 1
NSCLC & AT I , 25 SR B Lk 5 Fpilidas B
By PR — B sk 22 B B 5 B 1 5 5 A9 mPFS
(7.6 vs 3.3 H ,P < 0.001) .ORR(44.4% vs 13.6 }] ,
P =0.001)F1DCR(84.1% vs 59.1%,P = 0.002)"",
K, DNA F AL EPHA 3[R 28 28 Ffiides B pik
S5 AT LI NSCLC ICIs VAT F7 2 il b ik

M H AR R R Z AR 58 207 AR A Pl REA
SO, 28K A HA AR S P E AR5 2 ey
b G U LR AE bR B ok i vE il A 1CIs IR
JTIINSCLC ABE , A et — 2D I PRIHIE
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2 ICIs A REHHITNIREY

ICIs S22 1697 A K 5514 (adverse event, AE)fE
AR T HAB S BT 25 W A R, al DR
LA AR g E , HAREE AT DA TSI IR 3
Fedw  1CIs A AT R 30T 4 AL B AN A TE# 4h i,
BRI RBF A R N RIEAH KA R
7 (irAEs) o irAEs 1] DU B B IK 75 1 |00 178 75
PE NIRRT P2 R GRS W LT A
H,TEICIs 16T BRI B4 0 Y] A2 ol K | ICTs
R T2 B B T 24 B Dl i DL, 85 irAEs BN A2 28 F11
JUEE R A, H ORI R Z BT XS irAEs (9 7500
b o I AF K, Bl %5 1CTs 7E NSCLC B9 ] 32 i
FURH G AIF 58 09 A W B8 A, LR 48 B A B LN
irAEs ¥ 75 19 U0 AR S

35X AR 22 1) GM 5 1Cls 7E LA 38 77 44
Z B DG ZR BRI ST A T R B o34, FRAT T A ™,
TE1 T (Phylum) (7KF-, JEREG T ] (Firmicutes) 5% 5
1) irAEs & A2 S OC (E RIS G R ) , M4+
1 [] (Bacteroidetes) W) 58RI irAEs & A4 FAH K
Xt NSCLC 1M 7 , M5 A 28 5 5 5 ICTs 7 Z Ri it
BB E R VIAHOC 728 (Genus) K-, 5IETS
HILK, REEHEH L E SREUAETTN
Bacteroides J& . Parabacteroides J& F158 J& 52 BE T | ] HY
Phascolarctobacterium J& , V55 3 J@& T2 1 ( Proteo-
bacteria )|} Veillonella J&™",

H A B — 30 [m] i P T 9 A T 137 14232 1CTs
FZGIRTT I NSCLC 3, 2087 1 ICTs IRYT R A
Ja I 7 B e ZEHTAAR an 2 K K (theumatoid factor,
RF)  $i#Z P 1A (antinuclear antibody, ANA) 4 F IR iR
BR# H HL 1A (anti-thyroglobulin antibody, TGAb) Bl 47t
R i S8 AL W BT AR (anti—thyroid peroxidase anti-
body, TPOA)5 ICIs JA¥7 & irAEs FAH I 5T 25
RWIRY, FIRAE PRI B irAEs K2 2E A
B THUARBINER (68% vs 40%, P = 0.006) , Hirh
Ik 1) irAEs £ 3t 1A B (409% vs 18%, P = 0.009) 5§
RF FHPE(47% vs 24%, P = 0.02) )& TP ETE L,
AR T AV & 7E TGAb 5 TPOA PHM: I 8 h
5y K (20% vs 1%, P < 0.001) , 76 RF FHE (14155 152
LB PD BAET B KU L 0.61

—IGUEA RO [ PR D 2R T T NSCLC [ 42
5% 1CIs VA IT Jo s A AE R e () 2 i R 2R T 5
WA T TABINSCLC [, Hoh 25 il A i E i, 3

T XA e R R 5 R e A A AT R EEATE
5, Bt Z2 N ZR A B, A1 A PR 2 i
AR LUAH > 3 200 A 2R SRR A Ik 57 FE e P R
TS RAT B 55 Sh— Tl R 5 A SRk, 13T A
FER Mok 2 5 bk L A0 L (ELA T , 3600 T LR
FUBAT irAEs BEF TR0,

HIE R L, A A | E B ST A b it
PR 2 0 -5 b L2 0 B L LA B A0 T irA s )BT

MR
3 N

it i A SR BEIR YT 2.0 RHR, H R AR LA H]
R Z W J2 1CIs, 1CTs 453 43 B ] NSCLC 3571 R K
WA AR 5 R [l B, e e i Z Bk AR b A A
SRR 1CTs 7 2% Y TR AN S 5 HE A = ir A Es Pt
PR i R 52 o A AR ) B B AN (AN 7T BB AR
EGFR ALK I ROS1 Z£ 4K 8fj B K X F NSCLC TK157
S4B TR B AFHE U, 1X — BUR AR 45 1CLs X LIS
B 1) 3T A AT S X B bR AR 1 3 5 il
I FRE 1CIsYRYT i R TCBR i A B, 45 It R = A 7
SR ITCRRAYIATE , (H i Rl R E— 2P B A 5 35 L 1E A
At BT R L R 2 B AR B R R A T o

2 £ X m
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