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[ Abstract] The use of immune checkpoint inhibitors (IClIs) in advanced non-small cell lung cancer
(NSCLC) significantly improves survival, but it has clinical problems such as low response rate. Treatment of
tumor with ICIs is a dynamic change that involves the process of tumor-immune system interaction. Vertical mo-

nitoring of dynamic changes of biomarkers is helpful to eliminate individual differences and to provide infor-
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mation on spatiotemporal heterogeneity of tumors. This paper reviews the biomarkers of advanced NSCLC, cov-

ering the aspects of treatment with ICls from tumor cell origin, immune microenvironmental source and joint in-

dicators.

[ Key words] immunotherapy; non-small cell lung cancer; dynamic monitoring; prognostic marker; immune checkpoint in-

hibitors
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2020 4F GLOBOCAN % A Btdla s, Jilifis by 4= K
R (11.4%) 55—, JET-H (18%) #H—H
FERENY | HorR AR /N 40 M B % ( non-small cell lung
cancer, NSCLC) 5 Hb#m (85%) ., NSCLC 4§ A
WL WRARANARE . AN A P SO Rl Tk
Z A R i A T B R R PRAAE AR R R g3
NSCLC B # LIS I C i, HUS AR B &
XT3 AR KRk (‘epithelial growth factor receptor,
EGFR) | [BIZZPE K ELIR 4 (anaplastic lymphoma ki-
nase, ALK) SR Z59) RPTBIFHIET: [FEH] -1
Ko H B #&-1 ( programmed death- 1/ligand-1, PD- 1/
L), Z0M0EPE TR E 40 G EE I 4 (cytotoxic T-
lym-phocyte associated antigen-4, CTLA-4) %4k
AR (immune checkpoint inhibitors, ICIs) HY
FRAKR T, We i NSCLC IRIT T RIS TR |
YT . ARIT I A ) B TR T

ICIs B Jo BURREE [N 58 22 1 B ) NSCLC /R
PIBRIEIRTT , PSS B 24 B BB AL T TR
JTWa M NSCLC (94T PD- 1/L1 s A 2 ot 0 ) 550 60 455
PD- 1537 U0 pembrolizumab . nivolumab, Pl &% PD-LI
PABTHN atezolizumab 2514 o ICIs JGIF A HE SE = 51t |
oG, TR RRE . REER | BPERE (hyper-
progressive disease, HPD )78 25 — Z | I BR 4 17 ,
A ATRE & A AR AN RN (immune related ad-
verse events, irAEs) 1% Hr i NSCLC &%
Mtk KA AT 5K 2% ~ 19% ') HPD R AEREZ
FEFHE (13.8% M 9%), H HPD BHRAEL R4
15161 IR A St 3 NSCLC £ FF 17 nivolumab
TEIWTZ O R, irAEs BAERN 51%, K
4 irAEs BERH RHEL T irAEs (9 883 b (o T R A=
el ( progression-free survival, PFS) R (9.2
A48 7)1,

ICIs 372 — A I TR - SR 8 A% 0 58 1 % ik 9 3 25
W, HATREERZ 5 TR sia sy i i th 25—
] SRR S WK AT 7 R, N2 VbR b 4
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T PD-L1 RAKF- | M R AE G (tumor muta-
tional burden, TMB) . fifl T0 &2 & & A F g/ 45 Bl & &=
BBE  ( microsatellite instability-high/deficient mismatch
repair, MSI-H/dMMR ) K M 983 4 9% 3 36 55 19
CD4™ . CD8" T AUNEAF . B i I A7 75 22 Wt Jof g - e i
RGUEALRI AL St | ARSI | ABELS B TS
AR TR S I S W IR 7 RCR A5 TR, A folE S Ik fe 9 -
o RGAC H AR R SIS MM B E B 24k . 3l
I AT LR s e PR R, A B T T MA AL
I, e T e B, AT B Al 4R 5 A Y
TR, SR IR IR S, h T e SR U N
PRAAFAEXMERE R | RS | A i SR TR, i I
KT 88 A0 B A T Sl A W Ry RIS S A
K, BHEFORTBA kL LUK ICTs 1) 2 0, 2
THAWRAS | AR K 7 T 3 25 W D 1CTs #U5 AR )
PR E WG 2, BRSO IR EEZE (17 1CTs
IRITHT) B ICTs 69T 5 224> I 1] 5 4 e 0] NSCLC £
M H LR A T B I BR 25 P AH S S AT 20k
DA R 32 SR AT 50 1 T S AR SE i K Ty 1

1 ICIs&F7HeHA NSCLC HEHREMHT L
M=

ICIs 3697 e ) NSCLC 19 f  JROV HRAL (10% ~
30%) ", A0 I A AT RE S R S B R A BE
MShS AR A 6, iR S 5 1 43 o 25 ) AR i) S5 i
P, AT SRR kR KA YT i R P 2 G A A
PR IR 0 J 3k R v, I RE A0 - G 2 B R B IR S AN I
ARk, WAETE T ANAAESS | T 402 E bR 5 9 63k L
T 96 SR PR B A I B oA A 22

FE ICIs IR Y7 i A v, B R F] — i s i AR
Fe 2R PR 45 J5 ol RE KM A BE , Lesterhuis % 4
H ICTs TR T7 IR i R sh S AR fh i, el s oy
b 220 2% 78 Ak Xt 3 A~ i 93 40 e o0F Ak v B A 5%
W, BHAS WIS A ks G, AT 4k 2082308 0 B
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1%,
B SRPAIE . MG BUR kWb S LA

AT BE BRI RO, SEET AL AR IR SRR e REE LTI ] A A iR AL, TR 2 A IR 1) RN

R BEAT e A4 AR Y L BT, 6T ICIs IR T B

AR -G R G AR AR, R Al

R 1 ICIs VAY7 14 M0 NSCLC FUR AR5 3h 28 W AR S P 5Y

NSCLC Fl J5 b5 i 4 2 25 W I fY AR G 9E L6 1,

PR FEVAgEN FEAYE (n) I P 25 W75 v e PR E= BTN

ctDNA nivolumab 14 FEH IR AR WY (53 AEERE ) PD [25]
¥ PD-1 32/ 4 28 AR FE 4 B o 30 £ 35 R0 PR, PFS, 0S [26]
ICIs JR97 MAF
pembrolizumab 12 bTMB | e KPRAIML S #EmINT (329 SER)  PFS, Mgt [27]

FEPH M 3 MSAF, iR
TLRELERY

nivolumab/pembrol- 34 KRAS %75 U8 PCR PFS. 0S. iy [28]
izumab/ atezolizumab B

CTC nivolumah 24 PD-L1* CTCs FEER I8 40 ML A i< &= PD . CB [29]

(Cell Search System)

CD4* T 40 #f atezolizumab/ nivolu- 70 CD28~ CD4* T 4t T A HPD [30]
mab/ pembrolizumab

CD8* T 4iffg i ff  pembrolizumab/ 36 243k CX3CR1 By cD8*T  TaUdiiIAR ORR, PFS, 0S [31]
nivolumab anlio)

TCR nivolumab 4 TCR s Rtk AT RNA U7 iy e [32]
nivolumab 21 TCR 3Rt TCR ¥ MPR [33]
nivolumab 40 PD-1*CD8*T 4ilJift A A A PFS [34]

TCR ¥

NLR nivolumab 101 NLR &\ SRS PFS [35]
nivolumab/ 19 NLR 4= B WA TR TTF [36]
pembrolizumab

LMR nivolumab 162 LMR 4= B W AT ORR, PFS, 0S [37]

IL-8 nivolumab/ 19 IL-8 R R G2 W B i itk J [38]
pembrolizumab

IL-6 nivolumab/ 47 IL-6 i3 AR R PFS [39]
pembrolizumab/
atezolizumab/
durvalumab

ctDNA . TCR nivolumab/ 38 ctDNA | TCR ot A [ R L PFS. 0S [40]
pembrolizumah/
4 ICIs 1677

bTMB. CDS*T 4iffs  $T PD- 1 HL24/Bk & 99 ¢tDNA, CD8* T 4iff e 3 0 ) PFS [41]

TARE . ctDNA ICIs JB97 AR

NSCLC: JE/NAIMUMTRE; otDNA. JE3RMYE DNA; PD-1. RFMILT-EA-1; ICTs; BB SIMEIF; CTC, FEIFMIRLIAE; PD-L1, BFIEIET:

[H&A] k-1,

NLR: A i/ kO gnfi tb(d; LMR. WRCA40HL PRAZ A LU (8 1L-8. F4ifs ? 8;
A, DCB: FEANGIKIKZE; PR #5028 ;

TCR:

T AAEZZ A HTMB. 103 i3 %%

ZfRR

PFS: JCHbEAAEN]; 0S: BAAE]; PD. PIWUEE; CB.
MPR: R GEM#, TTF: KEIEYT 2 W]

RSk 4E; HPD. #ifJE; ORR. %M
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2 ICIs i&¥7REH NSCLC BT gt

2.1 PhEREETEREY

PSRRI A B R . HEAR G RS &
SRFESEAPESEO0 S, AT B4 M 6 Byl PR B A= T i
Il e B T 15 4 B A 43 1 KOF B AR AR A
o 20 e DR TS AR RS A P T ﬁITHEPFf’ DNA
(circulating tumor DNA, ctDNA ) % 1if ¥ Jib J8 21 g
(circulating tumor cell, CTC) ,
2.1.1 ctDNA

Lijima 25 2 P58 LB, LR K BhZS ctDNA [1%5(
FLRSER (allelic frequency, AF) TS5 ICIs 1897 1Y
FrANG K 3K %5 (durable clinical benefit, DCB) %% i
EIEAHE, SRR B E AF K278 2 s
M, JTREm s AF WHFEETHR . Goldberg 2512014
I 2%% tDNA RASARZEN FE K 7030 ( mutant allele frac-
tion, MAF) TF¥>50% 5 XN ctDNA JZ i, ctDNA X
M5 PFS (HR=0.29, P=0.03) FUEELEW] (overall
survival, 0S) (HR=0.17, P=0.007) A%, HuJi
WAL 27 5B 4> 2% /i ( partial remission, PR) fH 3,
ctDNA FJ46 S - 20 8] 0 245 d, Wi 5245 2
PR (B 72.5 d, ctDNA K23 HA T4 1 i IR
i o

HHT, CA 50 sh S W ctDNA JE 5 58742
BIER GG, SEBUX ICIs BYF R, Li 5507
FFE R B, 1 3k 28 IV i 98 28 7% B far ((blood tumor
mutational burden, bTMB) HE ) PFS H K, FifEs
Pral L CT 494 24 A A A0 20 I kg . sk, Jl
6T o 2 AR LAY otDNA S5 i AE R &
Fip g B o3 M s, 1RYT S 3 504 JH I Y Kirsten
KN IR B8 2L ) (Kirsten rat sarcoma viral onco-
gene, KRAS) R4 5Mmit 2 IEML, WITE
3 a4 JH 5 8 S A B R AR B Y 2 8 AL (mutated
MAFA) 34005 4 & ik
JEPEL G K A (aOR=T.3, P=0.0016) , M
PFS (aHR=2.1, P=0.0142) F1 0S (aHR=3.2,
P=0.0168) AHJC, DL RBFFE4E R4 ICTs yAY7 it

allele fractional abundance,

T, ctDNA B AF 5 KRAS 275 i MAFA 7KF T [
SHEGFGIGRIRIR AR, ELOTFEAR 4 N =2 i S e
H T AR 4 B

2.1.2 CTC

M CTC AR IR 7RI H K LRk
WHFEUESE IR TR CTC K73 5 S e 16 97 OR
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AR IEARSE ) | 0 e i 2 2Bt i 5 A B 2
WFSEIESE, HeAh, BF5ERWIER 4 PD-L1 BATE (11% ~
20%) RFYATE L ICls VAST 3RS I R i 2 1447
$27R PD-L1 & 4l Ak T 1CTs 7 R4 Y o off Pk 1r 4R
i ANBEAR A b DX A3 3R 5 AR A A T R
CTC Z1H PD-L1 ik K V-1 1CIs 3K £5 A C A AH
KB ) Guibert 2P0 BFSE R B CTC T8 PD-L1
FERBH MR BE T 5 BN IRIT TR (PFS<6 A4
A, B i e r) BE 0 CTC R PD-L1 Rk FH
P, [A #£, Nicolazzo E() AR W R F CTC 1
PD-L1FEEKT, 455 W/RTEIRITRT G )G 3 11
ff, CTC 31 PD-L1 RiIkMHME S5 B E R ZN G 2
IEAHDG; TEIRYTR 6 A~ H &8 CTC M3, CTC
FIE PD-L1 3k MM B3 23048 TG KAk #5, 1
PD-L1 3R3A P i) £8 55 i 98 240 47 7 A ] A 32 ) i i
P38 i EYT AR S A W CTC (1 PD-L1 kK
-, AR AMAYT ARG AHE, TR R
2.2 BREHRNERMERGREY

ICls JAYT 19 O HEAE T 50038 R 4055 IV e 4t i AH B AR
R 38 ORS00 G 8 T A 5 14 A b 7
1 CD4* Jz CD8* T 20 B E A | rv s 240 i/ bk (2 448
FOAEL . 200 B PR 55 T S B B3 2R 4965 T s 240 L ) T2
2.2.1 CD4"J CD8" T 4 fifg s ¥

WrgE KB, XF ICIs YR Y7 RN 4 16 7 /il R 2
A B CD62 Llow CD4™ T (3H4LHY CD4™ T) #H
JfL, XF ICIs YA 97 JC B % H A i L ) g R i ¢ T
4iMfd (regulatory T cell, Treg) (EF. CD25" FOXP3*
CD4" T 40ff) ; B & L) CD62 Llow CD4* T 4l 5
AAFARSE IR M DG, JE TP CD4Y T 40 M S B A 57
BEALTII S 5 5 T %, RBEIL 85. 7%, Fi5+
JEIK 100% " BRItz 4, CD4™ T 41 0 A 1 5 1)
WU HPD & A J7 1 IR A A CWF 5, IRk S b 4k
) T 4l FR 35 CD28, 1 i 43 AL T 4 Jf 0 AN 3R 3k
Arasanz 2500 E K  70 6] 1CLs #2596 7 B 10 4
JE M. B/ 4% 40 M9 ( peripheral blood mononuclear cell,

PBMC), &3 HPD HB#7E ICIs JAY7F45 1, 2 JEIH 1
CD28™ CD4* T M 5w ZU4™ 14, M8 F K &4 HPD

m%% CD28™ CD4* T #3597 J /36 7 Hif LB

B (1.525 [ 0.990, P =0.0007); # # CD28"
CD4" T A RfLIA YT 5 /16097 Bl LG B B8 38 32 47 KU 43
2, HRBEER 70%, ¥ EH 82%, #&/~ HPD
(4 A= 1T 18 5 H 8 el 0 B8 b va 2 e I R Y ek AR
A,
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Kim VB2 LB, R RTAMNE I CD8 T 41
LR PD-1 AT SIRYTF RBTE K, 1097 1A
Ji CD8* T 4fijifl PD-1 FikFEAL>2% 5 3% & 4 DCB,
DL PFS (HR=0.323) . 0S (HR=0.378) #H
%, WA, AW EEL, ICIs iR¥7)R 12 i, CD8* T
MR CX3CR1 RIRHE M >20% 5 835 FIF 1Y %
WLZE fi# R (objective response rate, ORR) ., PFS, 0S
FHOE, DA AMGIT A RN A SR #, R
iK92.3%, ¥R 87% Y R W ST 45 BN,
WAL A WEIIE T HT, BT AR AN E I D4 &
CD8" T 4 07 1) 28 A ] K B X 433K 45 A BE, il
fiEd BEJE . HPD AR A
2.2.2 T HETERENE

F T e A B ) S B, TS SR T 40 A
HERTEA T EZAK (T cell receptor, TCR) LA %]
IR LI T 4B 3t n] I8 B E A A ] TCR 75
24, RPTCR sepEEd 1, @it TCR W7,
ABTHRA T IR R ORI s e 2R, AR
JWIRE G g I A e R WS R B, TR i R M
BIAASC CD4* T 41 1Y TCR 7 F B & 2 R R,
AN TCR SobetE sy, HOAR S PR ok i g X
4 CD8" T 4l ffl 5 TCR F i & 42 M 5 F& &, Han
S i BhAS W 1CTs SRYT T MR i R (3RYT
JE#14~6 ) 0T AL, ICIs JG YT HT PD- 17
CD8" T #fi i TCRB~CDR3 i 52 A4 B FEH AR TR A
FEREEAHE KA PFS (6.4 MH 2.5 A,
P=0.021), ICIs JJ7 )5 TCR & 2% FIH B #E M T
THEEEAEKY PFS (7.3 1MAK2.641MH, P=
0.002) ., FULAI%N, CD4" 5 CD8" T 41 TCR FEALHY
R RS R A PRS SEIEMIE, A WA
JTYHTJG TCR R AL 2% B m] TN 1CLs ¥ 4% 2 o8 ik
JRAH L
2.2.3 PR AN/ 9k B A0 G B B bk B A0 L A
2 i LA

R L K EL AR B EL A (neutrophil to lympho-
cyte ratio, NLR) JZ Bt [ Jif e 4 i R 285 5 B i 9 o 93¢
BB -, E A BFFRER SR YT T Y NLR 5 2L R
St A 37 i S E VR YT TS $E 4 (lung immune prog-
LIPT), T 40 88 36 97 3K 35 1 355>
Nakaya % %F 101 #1425 nivolumab BAZ5IEYF () &
PEATHR ST K B, FEZE NLR K F 5 B E B PFS L%,
MAYTFE 2 8. 4 A NLR<3 B Z M T NLR=3 Y
BEDL PFS ERK (5.3 40K 214MH, P=
0.0052; 5.3 ™ H 2.0 1M H, P=0.0051), BL4h,

nostic index,

Kiriu %50 [ i 40 07 2R #9697 AT A9 NLR 7KF 4 3R,
IBIT I NLR ZKEBEA1>30% () B3 1k BA YT 5 i i
[A] (time to treatment failure, TTF) HH & F NLR £&
Zrﬁjﬁ/l\ Ry, BEJE AR ST A 4K IESE, nivolumab
1BY7IE 6 Ji, NLR A TIRIFRTEZg i, 5
meﬁzﬁﬁ%m”oﬁﬁ A IS 9F NLR T
ICIs YBITIT AL AU HE /1, Valero AR s X (B FE
NSCLC, BERME. Hiw, 4iahi. A hvess) 3t
16 FEAREZEAY | 1714 151 8 35 (9 A A o [ Jost 14 dF 5%
B, BREIKTIY NLR 58 22 19 4 17 R RIRIT R
MR, B NLR 5 TMB 454, M# T NLR &/
TMB {62, NLR fi%/TMB 20 EAG 5 & B9 IE T RV R
FAEAER S (OR=3.22, 95% Cl. 2.26~4.58, P<
0.001) , Sekine L2037 28 W 162 163 5% nivolumab
TG IT R I A B/ SR AZ A U (lymphocyte-to-
LMR), ZBAITE 4 JA LMR /KFF
F=10% (AHXFFRELR) M9 EAHE T LMR K PH
EHFE<10% M85, HAT R ORR (39.4%1t
11.8%, P=0.0065) , K AH{; PFS (7.3 ™ H Ik
2.54H, P=0.0049) Krfifii 0S (15.6 ~HH 8.9
ANH, P=0.014), ERBFGEHE 7R 40 I NLR =
LMR 1E W20 A 0 B 5 SR AE wbn sy, Bl —
JE [0 AT 5%
2.2.4 AT

20 R 7K S5 LR S B RS B S8 1R 7T A
Ik, He, A4 % (interleukin, IL) -8 1]
Wi gE A AR T2 CXCR1/CXCR2 & 8 37 4 E
S SRR A A i B A PR A ML B A . H
A, A ZW0ATFIEN] NSCLC RLERT 25 M40 i) 1L-8/
IL-8R'™ % W R, I3 1L-8 /K FA7E ICTs JAIT i
Ji 872 Ak AT SR 0 A e ) NSCLC B8 2 TR YT T AL,
KR TL- 8 55 0 22 (0 Wi S IR A OGO g b,
I TL- 8 KPR T A (LS NSCLC Y 0S %E
KA, S Wi 7 TL- 8 7K i Al Sz e fi 1 i
R, ShASNETN 3 4] NSCLC & & 1182 G
IL-8 AR fL e B, (B 2 i fE R AR PPAT (s B 38 K
IF, IV IL-8 AP BRI IR HFFAR T 3L TEBER
PGPl R g AR INE, I3 1L 8 7K P i 3
% W5 E MR A, TL-8 R iR = Y,
AN, Keegan %53 1 B 245 Wil NSCLC f3 1L-6 7K
PRI, IL-6 FRESERKBHPAL PFS (11 A
4~ H, P=0.04) K ORR £ IEAM K, $#R Mk
IL-8 . IL-6 /K- Af f e e iy 7y AL, 1L-8 K -F- ] fE
VIR T [BIEN R i e L At /) I (2 M we 0 e AN

monocyte ratio,
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BRI | RRANTHEY KA & — DRI,
2.3 ZiERBATEREY

AR PR T TS T 09 A A RO M 2
B, ZAEPREE AT AT, 5050 Hh S i b 9 - B Ak £
PEZR LR 8 5254k . Anagnostou 25 1400 3 3o Bk A
MR tDNA K TCR ¥, & IR TT R IR A A
HAHE TR B E A6 PFS (5.2 M I
14.5/H, P=0.007) R 0S (8.4 1HIk18.7
MH, P=0.02); WRI7 Rk B EERT GG
ctDNA 7RG, TCR 73, AR 25 5 19 ctDNA
KT AR A B I . TCR JC W 9 1, HAAH
I R 520 I Ji 7= A it 25 9 3, JE ctDNA JKF TR
JPIFUAIE R FESE R ETF. otDNA A] R F CT if% 8.7
JAX A IR IR 2 AHE . AN, Nabet 251 4554141
FEA . AMAIL, FI4000, CD8' T 4 g J2 ctDNA %548
FRXF 99 {51l 52 B 2 BB & SR VR T 1Y B AT I A
WS, ARYE R B R AR #2445 H 43S DCB AEERE A
IR #K 25 (non-durable clinical benefit, NDB) W4,
AL T — R A 19 £ 2 505 BT DIREct-On 5,
DIREct-OnfBI7EBAF (n=134) T [X4 DCB & NDB
BER IR RN 92%, L FHiAR 0.93, ¥
Sy B F AL PFS B B A TIFAMIRA B (8. 14>
HE2.11H, P<0.0001),

3 INEERE

B 1CTs ZEE I NSCLC JR 7 i 2, 3
FRFM | WS 1CTs YA 977 R0A 2 H 52 0 A P br ok
YA 52 RN EAL, Al AT A SA YT R A v A
N I] A5 08 R IR S KT, B st e g v o ot 7 Hh AR
ZARI S B, MRS A WA B IR A
PRI 225, W g i s S ot , RV X oy g T
JrAR AR NHE, LI A8 1 i R R 0 HPD, H T
ctDNA | CTC WRIATE R AETE A 5 Sy B i e AR b
L. CTC MERL K E A . WAREAGIED | il
DU PP MR 5 i S ) L, R G A R, oAt
BRI 1 A ibs S e 45 CD4* J2 CD8™ T 4fiifd
WEHE, NLR, LMR M4 K55, #E 1 ] NSCLC &
# ICIs JGJ7JT5 (PFS, 0S, DCB, NDB) il J5 ifi
PRt — @ e, WA E ZURaEE e, A8
R 2 A b i A e PR 9 2

HAET, FiRAYbREY R TEIG IR B, 5
Froffeli i, (1) B raUREE ., HErmrs
KRGE—RIT T (R /BE . —&R/RL), 2400
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Gy A R N T B2 BB IR YT K, 43
BT AT LU . B IS 22 4 b Tl PR X 2R
I7, MIBRAIRTT I R AR 25 8 T HR2538Y7 . B e
NSCLC B3 il R IGIT 2 R G IRTT, R AR
N3G IR AIR YT BUS A WA BT, (2) Ik
KRR ZE R AL IE, A RIS, PD-L1 £ ik KF>
50% (—ZBEEIRIT) . WM, JC EGFR R4S B
5 M ICTs 3657 H gk 28, DRI Ry X AT 9 A 3R
FEFIATRLIE, (3) FEARG/N, 823 ASRIE,
M T oS IR BE VI RE A FLA MERE , BUA I FEAR K
ZHETT 20~50 ], HZRNPAIIBF, =K
FEARBAGIREAIE, AFoEssien b2, (4) EWhsE
Yy BE AR . AWK R AR PR AN, (2 242
FIWIFHI RIRIT R 2 L 4 8. 6 AL 8 A, fEgE
Db 52 B g 240 ML A8 AR 0L . (FLIX BRI 5 S 1 2R
Yk E Y AE (40 tDNA, CTC., NLR) FEfE# K2
5, 10 NLR AHXS T L K3 >30% | L AE =3 5
S NGE, HE R R R EE A R RS 1 A B AF 5 LA A
EG—BBEIE, (5) B ICTs 3397 K 25 (4 ik 5
WERRPEAR . LA NLR 4, NLR KF5452 BERR
(WFR) M, FEEKH NSCLC % 2591 H
b, PERFESEATHR R Y S A W, R B 1 AR
YR &K AR AR B S IE R g, meAh, fhyT
Z3RY7 )7 S A R NLR 7K, $#78 NLR Tl 1CIs
BITITRU Z AN N E RS, 5 v Kon] 8 1
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