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( FEZE ] Mg 2 AR R N R SN T 28 i 1 W R PR IR 2 — o e K 75 s il 5] (immune checkpoint
inhibitors, ICIs ) , fHFFEFIESET-ZAK1 ( programmed cell death 1, PD-1) Hifk, FEFPESET - Z AR 1A (programmed
cell death ligand 1, PD-L1 ) HiiAFM4NIE T EAIIEAH I 14 ( cytotoxic T lymphocyte antigen 4, CTLA-4 ) ik, %
TS i (RO T W AR AR RS, U T MR IR IR R . BEAERTSERI, PD-1/PD-LIGTIRAERE ]
/Nl ( non-small cell lung cancer, NSCLC ) & INZE MR R AG20% 2547 . BT LA PR IR 5 AT 48 A9 26 W br & 0
B EICIsIE S5 ARE, SRy r NI i 28 E 6340 ( tumor mutational burden, TMB ) JZFRPD-L13ik LI AMH
MY RIERITHREY) o Bk PD-L1RIA S TMBRYAHSCHEA K, IS TMB A R ABEIATT 3R 5 AR, SRIMTEIR IR
Feiert, TMBRIRIN . B A6 8 R PR 5 SRS ATI IR WA T OIS o AL PURE X TMBASIN R R 5 45 th 4
PR, DASE A TMBTE MRS S5 a7 s B #LE Ak
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[ Abstract ] Lung cancer is one of the malignant tumors with the highest morbidity and mortality in the world. Im-
mune checkpoint inhibitors (ICIs), including programmed cell death 1 (PD-1) antibody, programmed cell death ligand 1
(PD-L1) antibody, and cytotoxic T lymphocyte associated protein 4 (CTLA-4) antibody. It has brought significant survival
benefits to some patients with advanced lung cancer and changed the treatment pattern of advanced lung cancer. Previous stud-
ies have shown that the objective response rate of PD-1/PD-L1 antibody in advanced non-small cell lung cancer (NSCLC) is
only about 20%. So reliable biomarkers are urgently needed to screen out the potential benefit population of ICIs and improve
the clinical response rate. Tumor mutational burden (TMB) is an emerging biomarker of immunotherapy in addition to PD-L1
expression. There is little correlation between PD-L1 expression and TMB in lung cancer. It is estimated that TMB can expand
the benefit population of immunotherapy. However, in clinical practice, the detection of TMB, the determination of cut-oft
value and the clinical guidance strategy are still not standardized. This consensus will give guiding suggestions on the detection
and application scenarios of TMB, so as to promote the standardization of TMB application for immunotherapy in lung cancer.
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PR EEAPD-LIRIL , L R AR E PR S A 17
fif (tumor mutational burden, TMB) , TMBHEL & HEIHET2013
4ENature R R I —TFFE M. TE30MEFNIT7,0002 DM rA
th, W5 2 4 L ZH Y (whole genome sequencing,
WGS) fI4 4 EFJF (whole exome sequencing, WES)
TR TSI GE, 138 T A [l MR A oA 1 7 B
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TIEVEIT G B R R AAE M (overall survival, OS) ,
XIE A IET MBI IR I 77 ROAHSCHERIBESE - 2015
A, BN TMBYNSCLCHRIZIRITIT AL DF 5k R T
Science, W K PE TN TMBNSCLCERE H AW
Ky o ik J8 A7 1 (progression-free survival, PFS) . It
J&, CheckMate-026. CheckMate-227%5 22 1 R BUAIF 5% 30F
52 T TMBXINSCLCHEEARY T A B E L. 20174F,
Genome Medicine& 3¢ [ —I 107 51| SE AR (B WF R, 45
R TR F panel S WESK I TMB A A G, UFSE
Tpanel K I TMBRYAT AT M5 AT S . 2019 4F i PR b
Ji~#%% (Chinese Society of Clinical Oncology, CSCO) 51§
N2 E [ R 25 A AE M4 (National Comprehensive Cancer
Network, NCCN) $if g B K T MBZN ARG S il e 1) 1
FERIFER . 20204, S Eh 2400 B 1R (Food and
Drug Administration, FDA) #t# Pembrolizumab FL.25 T
1097 = TMBH BRAE 2107 5 1 1E e A W] TR B
kS BB 35 . Pembrolizumab /il A4 ER 51~ AT MBAE
bR T AL B BT IR 2590 - {ELIG PRS2 S rh TMB Y A6
INFIPEAL R = G — bR, JXA R BR T 1 Helle ARV o
IR Mg 5 A8 B ARG K e R 1z R PP e - AL (20204F
J) ) B RAGE, {HTMBAEE Sty Pl AR N FH P ARG
MY e —. AR T MBYE I S 28657 v Y
WAL, DML s SUsSR B R K, 25 RN A
g SO B SR, R e 74 B I P il S 3367 Y
LRI, XPTMBRE S i PR SR PRIV 465 45
AL

1 TMBBIZENX

T M B & 95 I 88 &[5 41 1A 7 7 19 44 200 10 28 742 37 o
Bk, AT LATA] 5 S e J g 7 A B AR R RE I i T
RIE T 2 S TWESHR 7100, [K I T MBI H 2 5 H AL
LD 2H AP G i X8 (AP T 4H , exome) YR Z L

(mutations, muts) , BL{\ Amuts/exome, L IRWESZA: ]
TMBRIEAREN, (W E S R]SA T A EE o 22
1 ZIRFEARTF I UL T, TMBI I MWESY JE ] 1 5
I I RSB (A 1) — A (next-generation sequencing
panel, NGS panel ) 1217, $8 ] ] F 14 35 PRI AGE 0 37 A5 LU A1 i
T, BRI 5 R0 w5 4 1 1 DX
AR, TMBALHE E A g8 6 R 20 DX Il 4 JK B i

(megabase, Mb) & A& A B S5 460 58 A8 IR A B 2R 28 28 1)
B S, 0 muts/Mb,

ANTFEIEFE AN AT MBI B3 14 58 28 26 B[] o 43
CheckMate-0268f 530, TMB# & A 1f WE ST ¥
i ZH 2R A e A 2 i A ] S8 AR R S R . TENGS
panel i M TMBAYAH 7, 0 ATMBI5 12 (A4t i 4 )
DX H R 4 5 8 M AR 2R 9872, 7P NGS panel 45
TMBUL RN A T 6] LS, MR R R ZHREZS

PR R I 1 400 98 5 DR R 3K 5y e DR i e 2 728 DA T35
EV‘]H’IS'IQ]O

2 TMBAYEEN 5%

2.1 WES WES2IE I TMBRY 4 hrif. NSCLC,
0 R RN PR B B g S5 0 D B0 LA S e iR T O S e 1
FWESTHATMBE22] iy T[] SCR AL ™ A AR BT iy m]
REPERAL, FFAWESTHETMBAHL N AL X275 . 5
WESH M A R . 0 FEAC SR By B s i o 2
Z, TE N PRI A BOR iR BR 1 . 2 H AT 1k, FDAL
HEHE T—FCR FHWESHE AR KM TMBAY i (Omics Core®™,
NantHealth ) .

2.2 NGS panel illINGS panelf il TM BT ARk 4
7 s A IR 5 AR (AT LAY AR SCZE7E ) LA St A
FIHLRRAS . NGS panel#l TMBTF 2 5 WESHK I TMBA
BORA—SE . AUPSER T, X TR S R, £
/NIINGS panel /88 T TMBIEAL . (HALA— HEIE 2324
RIS I () FE G 22, TMBRY R IN 25 S WES ) — 3%
PEBR, NGS Kpaneli] BE 5 PFAETMB. X T TMBAL
FHIEEAR, ANFER/NINGS panel #6145 5 22 AT REAS i
5 M FTMBEARKIFEAS, K I 45 R A9 A — Bk B2
. HAT—BEA INGS panel >0.8 MbrJ LA - Al fith
T LT MBI/ 7 T 3 e A R 32 ) P 247k
#. WESHIIIF I £5100x, Xt T2 07 JE N R AFHHR AT
159 FOASE A i 48 SR A 2S) . NGS panel il 7 % B v K F
SO0, AT $it iy AFRA 5 A2 () A I Bk o) H T AT K
HF L panel i (FoundationOne CDx, Foundation
MedicinefIPGDx Elio Tissue Complete, Personal Genome
Diagnostics) %ﬂ*?igg:]:mlf&%panelf':ﬁ: (FoundationOne
Liquid CDx, Foundation Medicine ) 2R13FDAHLAEH T TMB
il TR Sl AR SE B 4 TE B 283X SENGS panel
A TMB 5 ZEWES K I /) TMBAT BT i — 55k, IR AL
i R 336 P RS AT AT S 2836 77 85 A, DU 484
LI I 52 20 00 W B PR JR) (National Medical Products
Administration, NMPA ) 5 # FDAHL I A 5 {3 o G 1
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NGS panelf i TMB £ i B 7 | BRI IE, HoAR L
EAI ARG IE .

3 EIETMBINAIEZ=

FEAUCAE B B . DNAKN BB, I [ B . A= 901 E
Sy BT B B RN A5 A BB 3 243 4 2 M T MBS ) P Sk
FEAS SR B EALFRFE A A | g 2 | i S vk
T R AL 2552 0 PR 25 DNAKL BB BEAL FEDNA T 2 il
Bt ORI R R WF BB FEDN AR AR X
P ERE . B wE MP -SSR N AYE
BT BT R AR A IR R RAR i Uk | AR IR R AR
IR A R R o200 it A BB B R Al o 28 L iR
AHE L BEECR . TMBHEF PRS2 [ 2R B2, BR T 5
BRI R, WA A AL 3 i L KA AR 2
6 B A R 3R T RE L 23 S M R AR BT 6, AT S i G U 2
R,

4 TMBHIIGRE X

G B R A 1 53— AT o) 84 A L T 4 X R
UL AT, DT 0 BT A= 0 L 3K 5l () 40 e By
JREBY, PD-14IA . PD-L LA A A T ik L 40 AR
K14 (cytotoxic T lymphocyte antigen 4, CTLA-4) HL{ARE
% 55 G B K A7 i 0 T4, RO AL R T 40 0T i g 4
MR ATE Y, J5 ST s SO . S TMB YR T4
AR AR A BT 5L, iR S P A A i 58 A8 i AR 1Y
A B P SRR A kB SR A R A R i B
Jie o 24 L T, B B B AR i, A AR BT A ) 9
6, TREHE RIICTs YA YT BUSE . B UESE R, TMBJZ
GG S0 it s B R 3 T A8 T R L J s e PR 2R

M20184E £ 4, B4 Rl R IR ZE T TMBY]
il G R TR Y 7T AL WA A o KEYNOTE-158 /2 Hrfi—
T AR A ST, SO A 10 RD 1, 032451 ME
AT R, 45 K Pembrolizumab 7E I TMBEH
HREAR K UL A % (objective response rate, ORR) “h129%,
MRTMBEH ORRIUNG6% ., HET %L A, Pembrolizumab
PEFDARLME T T = TMB H BE AR VA Y7 R e i J iy AN ] -
RE LRV SRR B, S TMBE AL TMB>
10 muts/Mb., B T 3T IR 24U TMB,, 38 13 VAT K
ARG M TMB (blood-based TMB, bTMB) /K- Jf:- 15
W2 IR Y7 7 RO BT THIARE . 20184F K% % T Nature

Medicine#)— I [F A 57 351304 THTM B Atezolizumab
JERRIRRORNE, 05 & B b T MBI INS CLC R 5 4
57 Atezolizumabify 7 /5 ORRFIPES 5 i 24 B, 20194F %
FTJAMA Oncology() 75 —IRFFEPHIESE T il £ NGS panel
T RYTMB A FE REAS TN IR INS CLC A #1432 S 2 h
JTIJORRAIPES., 202047k F1E Journal of Thoracic Oncology
) — S 52 LI HE— LA THTMBEE, JIESSLAF-bTMB
(low allele frequency, bTMB) BEME A7 b T HANSCLC
SBHHEZ RIEIRYT IORR, PESLA KOS X SEAF 58 1,
bTMBAEF G 7 Beh BAA—E ATkt

5 TMBL i FRhERZRTHIR

#i0—: WESETMB MR & 474, 1B ERINFRAFS
HMEEL 5. NGS panel SWESHITMBI N EREBSE
—Eit, 23316 IFHINGS panel AT{EA IR U TMB By 2
KAER.

TMB I A 4 bR ifEEWES ., FDAT Ul T— 3k 5k
FWESH AR KM TMBE ™ i (Omics Core™) , HAL{
19,396 E[H, 7 3 DNA% 39 Mb, HH45f5X (coding
sequence, CDS) K EE24°433.7 Mb., WESI ¥ B AS = | 437
MERER, BIENGS panellllJ 7 ARLENGIR FASE] T2 0
FHo T EHE AR, NGS panel k6 A9 TMB)Y- 5 WESH: il
TMBEA = FE— kA g Sl R 1E FHICTsPY,

I NGSHK I TMBHG 48 A vy | A E L 4%
AR UEANIE ARG IE . BRI HE 7 48 . ZEIRTTNGS panellﬁ,
o 37 P TR, XN AR RS EINGS panel I
WESHFATTMBAH A LT JE DR E f i e, DR
TAF G LA Al : OAURE F HEF7 I 5 S G UE B2 2
EHE A FEN s QAT 3 T R 7 S R Al bk 3R AR 56 0 1
RE R B S s IRY TR DG R IR, AL AT RE Y B
JEREEIR | D e B Ak R 24 BE IR L 5 e R R AR A G
LR @5 TMBACIILA, #linDNABFE R (DNA
damage repair, DDR ) AHOCHERI S50 g A AL L PR SL ]
AIE 2L 0 1 L 2 FETMB, HEXTNGS panel FIWES
R TMBI A S S BEAh, AR L5845 XFFNGS panel
EJWESK I T M BAH S 14 52 WA A1 0 25 FEAE N o 1 HU50 TIE
50 AL A B X RIS IENGS panel & £ RHENGS
paneli A TMB S5 WESTTETMBHIA e . 18 /A LA S
HAEHEXTNGS panelit A TMBRER X A0 IR I 25 H AR
B UE A5 F FHWESHINGS panel[r] st K6 i R i AR AR
PEAGIRP 7R AT MB A A P 2 T 4 o I PRI TE S «
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3 3o R R S I BRI PRI FE, B IENGS panel 5l fiir /5
I TMBJE 75 7] T4 R S B 1677 48

I UFAINGS panel il TR /CWESK I TMB .
FDAHUE ] TAG I TMBAINGS panelf™fif (£1) #J5WES
WP HEAT T X ECAIF S, WA AT A5 TM B, SR e B — 3.
73— 3K FDAMLIEINGS panel/™ fiMSK-IMPACTFE AL
Il I FH A4 5 TMB, {H MSK-IMPACT 75 BE A I A
SRR IR ] PR R WESHES TTMBAG N, M4BT Hilfs R
AR

HIR T B RERIT A S EMEEL A THTTMB
F o 7 B JEE 20 2R3k BY (R 3 S B B IR A AR R A 2 A
EREMERT, BRAINSCLCEE AHERINE Mt TET
ctDNAHKIbTMB#&] .

A7 AL AR AR I IR FIE AR TMB &R B FH AR 4 28
Y 28 B A 35 A% b R 4 4 T T MBS I 22 i Ny 28 3
PR . FARUALIM K/NYAES mmxS mmx3 mm M LA
b, ORI BRI 2 2R 2 (Y X3k, ke e SRR A4
ARG (10 minP) 12 A2 51 109% H 8 2 vh i
IR A T Y o 2 T A A BORA LA AN /N T
1 mm, KEA/NT10 mm, HK&TI%?*U#Z’KO TR
MR BE MR 2 () I, BETFIRIELH L, 25 5 0
S B 2%, A BTER  A TR 24 pm-S umo,
KM TMBES, FAIR A1 05 D) 2 /0T EEsuk, 2R HlAE
A IMRAYI R R 105K AL o R PRIET MBI 25 S AT 5
P, EEBGER VAE NI A S AR AS . BEAEAIE 9 R 361~
JI s He B DR 215 B AR B AR AR, ke T
B AR FEIR RS, DNA fE 2 (KA BB 2 520
TMBPFAL 401 MIEFD AR AT MBI ™ i 13 BH 43
TR, ERAEATTE D SA50 ngiURDNA . 520 A7 1 fu 1
FEASRIUDNA R A 2 AL4E : AEACRT M+ I8 | RS
FEE OO T o AR JR AR [ 18 AR bR A e A 1 2 B ]
2924 h, X TR RARA B E R 212 hBs) | AEA
YR (FDAHEYE BT MBAGTIN ™ b X I Jed 2 B 25K 4
>20%) o N FE57 75 FE R 24U IR S5 B X TMB S S 1
SEMR  IFIT M R I R R A TM BRI A 25 B e - TMB 22

% 1 FDA#LERMTMB MpanelZ %

SEANBH S, T R U B A R U T MBS I R kb
TMB, IR AT b 25 S e k34 a TP AE TMB.
IEAh, 4 MARAR B IEH H LU [RIRER AR, T ik R
RAB 42 MARASRAEHER A P AL IR IR A F B B & i
PUZ R ER FIFTEER 4, 298 mL-10 mL, 1EH 444 1)
F5 IR A R B

T ek 2H 2 AJ B el o A A e e g 4
HARBEL T, SME MAEFRITEDNA (circulating tumor
DNA, ctDNA) & AEFER—FI AR, AHELTZHE,
{8 Fct DNAKE M bT MB AT G 473 14 /)N . AT 2 2 4G I 55 40
P MBEREAHERF A LR IR AR A, JRAEUT
T CRA T B T P B I 33 %) I 2% 7 2 R AZZ PR
FRIBGA T G UL A5 PR B 22 i 2 DNA (cell free DNA,
cfDNA) , DNAMR R AL IR & it iR 8 i Mok &
I HCFDNA, B3 & F-80 *CUKFRIRAT, Hilikfa [ &
Rl BT, i FctDNATEATbTMBAYH A B3 i 75 155
TEANIG R I8 GE 7+, R ZHUIF5E B\ 42 Mt DN AT
fHTMB—EME 4 R o R tDNAK LT MBI U4
HLUREsL52 FTFct DNAPEAEbTMBARIR HA TETE R IR
i T BR TctDNA, BRI . i B i SR A TS R AR
FHFTMBIEAGFIE S AR 25 TR M AN 7243, ARTEHAN
/aRp

XTI INSCLC, T2 2R I /) = TMB R & LU AIG
TMBEFHHEZ iy 7 e B A H mAORR, AL
PESP30s3 K, FETtDNAKG A B-FIRSTHIF 5T 549+,
Atezolizumab—2£8 47T b TMBAHNEbTMBHINSCLCH EHY
ORRAMiH136.4%H16.4% , {5 PESH351Io9.5 A FI2.84H
POPLARFIOAKM ST () (BB A3 B 2435 & BE, b T MBI R
HPFSH #i KT IbTMBHEF, (HOSTERbTMBHIIbTMB
BT ICHI N 25 R SR, BCHFb T MBARLE J Y — I A 5% 2
LW, R TMBA] il Sy TR I OS R 25

CheckMate-032F 545 R H2IR, T 414U M 119 /=
TMB SCLCH# %52 Nivolumab®k 45 Ipilimumab/F ORR ,
HALPES LA N O S PL T H IR T MB A 55 5560, — I
SCLCIHIBUEAF 7T 7t & B, S F A ZUG Y = TMBHE
HARTMBEH B A KA PESFIH 208, HAET, 2T

il EEH EEDNAKE BEECDSKE
FoundationOne CDx 324 2.2 Mb 0.8 Mb
PGDx Elio Tissue Complete 507 2.23 Mb 1.33 Mb

FDA: £EERARMEEEG; TMB: EBRT ff,; CDS: HiBK
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A E [t DN AKS I A bT MBAH SEBF 58 AESCL CH R R 3 14

Uz

HiO=: BAEREZTEREZATHRANSCLCES, 1%
Z IS BT AT B EE T TMBAE . TMBFSCLC—
KRB RTIT MG RIER S A TS, EMEARRRE—
KIRITITAREY, BREEEAZE R L RRIATH

MIINSCLCHIE W 5 PV /v, TMBX & — £k
BIT. ERIGYT AU LIBIT A —E WA i,
CheckMate-026HF5¢ % B, R TMBIUNSCLCHEH %
Nivolumab—ZRIBITFINORR N47%, MHEZ LT ORR
1L A28%, AL PESS 9.7 HH15.84H (HR=0.62,
95%CI: 0.38-1.00) ; MiH, IRTMBE #4232 S iG I T i
{IPFSE & TALIT (4.11H vs 6.9 H; HR=1.82, 95%CI:
1.30-2.55) o A ZRIAIT WEMRPEIRITIF 5 & B, W TMB
FINSCLCHE# HALTMBRY & HA B mAJORR, K
HAIPESFIOSEss), FELL G IAYT N F HIKEYNOTE-001f
5EH, M TMBIINSCLCHEH A PESH14.5 1, TR TMB
BEHAIPESTUR 3.7 H B, MYSTICHFFE 45 3R 591,
B TMBHE A AETMBHE E 4452 PD-L14 il | Durvalumab
IBIT IR0 5351 18.61~H F110.11H . OAKFIPOPLAR
WFFE IR BL: 3BT 45 53942, bTMBRINSCLCH #H 2
% AtezolizumabiBIT FORRAIFPAI PFSIE & T4 T, XLk
Bt F B, X RRAE A $ 32 3 IR T I INSCLC R
F, TMBAGI AT LUAE -5 HAE FICIs B 245767

XFFSCLC, IMpower-1336/F5% W41 TR B /RbTMB
5 Atezolizumablk 5407 H9Y 7 RUEL A AHINESS . —TiSCLC
TR RIRERAEIRIT ST ( CheckMate-032 ) SR B, HHLL
FAK . PTMBHEH, S TMB SCLCH 4552 Nivolumab #.2}
BT I PESFIOSIF R B 3 4B K, {H 452 Nivolumabk
AIpilimumabify 7 I TMBE A {7 PESHIOS i 5 4L K
KEYNOTE-15S8H 78B4 A 1760|528 SCLCH, MTMBAL
Pembrolizumabi¥ 7 [JORRIAEF29.4%, TMKTMBZ 49.5%.
BEAh, — IRl I 7 & I 57— 2R R 2R S S IR Y T I
HTMB SCLCEFHHA & R IPFSHIOS. HIAT
UL, TMBIHARETINSCLC—ZR Sy ik A Ak 7 Iy 7 4%, {HXF
JE AR T R —E T L

AWM RHEFPD-1/PD-LIIIKEX S LT RIBR BAINSCLC
S SCLCEZIZZTMBN
ICIsHEAEY7 I RAUFEICTsBE A 4by7 . WICTsEE A4

7. ICIsER ST AR AT ICTs[RIBIR G4y 7 M i Ag
HE RS 5. Pembrolizumab 5L T IKEYNOTE-021,
KEYNOTE-189FIKEYNOTE-407 [Hliit: /3 Hr & BE, 5 TMB
AT Pembrolizumab Bk A 40757 25 0 4 37 T R 2
ML A PD -1 545 2497 1 it i I PR ESCHE (SOmT 1, Sintilimab
WA ALy (B5 & h 22 /4 (I Ib A 5E F TMB 5 ORR
TC A . N T3 AtezolizumabBE S5 4L TP ISCLCH
H, bBTMBULAZEOSHR £ TN R 6, PRIk, T g 44
NSCLCH#SCLCHEE, TMBHABEHINPD-1/PD-L14L{A K
BT AL

H AT, AICIsHK AR YT e b6 3 27 Xy PD-1/
PD-L1IHIF B A CTLA- 491 5] . CheckMate-227HF5%
o, Y AN PD-L1>1% . TMB>10 muts/Mb}, 357
Nivolumabﬂtj"é/a\lpilimumabfﬁﬁElgNSCLC‘%%Hﬁ?ﬁ%
Nivolumabi&yr B F 1P PESH K (7.0 H vs 4210 H) 5
TMB<10 muts/MbHT, TﬁgﬁNivolumabE)fé‘lpilimumabfé‘ﬁ
HIER AT 3.2 N AP A7 PRSI . MYSTICHFSEH, bTMB>
20 muts/MbHT3E52 DurvalumabBt 4 Tremelimumabi&yT Y
NSCLCHEE i PES KOS K FDurvalumab 25747 )
A MbTMB<20 muts/MbI 25 A . %R TMBH)
SCLCHE#, #5Z Nivolumabil & Ipilimumabif ¥ 7 & 1
HEPESHIFR 0S53R 7.8 - H A2 A, TMi4%5Z Nivolumab
HIT AP AL PESHIR A OSIVA 1.4 ARIS.4 0 H o X
FARTMBAYSCLCHA, 3% Nivolumablk 5 Ipilimumabif
J7 B H A PESFIH A0S/ B 1. s A A M3 44 H 1
23 Nivolumab iy 7 34 1 HH 5 PESFIFP 0S8 43 4 1.3~
ARz AAE, BT I, S TMBINSCLCESCLCHRH
$3%Z Nivolumab k& Ipilimumabif ¥ 3K #5 BB IE . 7 EipF
SRR 2, R T TMB AT AT PD-1/PD-L 14 i 771 Bk
A CTLA-44 57 A7 3%, (HCTLA-44 7] 26 e [ H R4
R ARA i3 W IE . I, XFFPD-1/PD-L13l 5 BE A
CTLA-44M AT B NS CLC B SCLC R # & f 4532
TMBR I AEAELE

ICTIsBE A BTN A RIAYT . ICTs[RITBEA Ay 7 A I
A AT TP TMB I R 0 1% 0 78 /2 A0 TIE B2
RS, AR TR — R

IR R HAREFTMBA TN G & AT T3
LT HEHINSCLC, TMBYE R HINSCL C A s il
Bia sy R 5E AN 2. 20184FENew England Journal of
Medicine/X 3% T—JiNivolumab ] T I 11TaINSCLCHE#
NG T b gE e, WA PESE % (major pathological
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response, MPR ) %845% ; 1A FIMPR 1) FIFA A FIMPR
1 85 A R 20 U 3 R 314 744, HA R
FHY 25 5 (P=0.01) o {BAE ) — 0 G5 7 il A 5 Lo2)
1, NivolumabBk A Ipilimumabif ¥y IMPRA33%, MPRA
TMB AR S TC ARG . o T3k LE 35S /NRE AR I IR
WFFE, AT L ZHETIR R TMBIE RS HT G 7
FR TR A (R

HiR7N: BATEIEBANNX DS, (R TMBHIcut-of f{H, #
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