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[ Abstract ] Significant progress has been made in lung cancer screening, surgery, chemoradiation, targeted therapy,
and immunotherapy recently. Surgical resection is the most important treatment for localized non-small cell lung cancer
(NSCLC) so far, but there are still many patients who develop local recurrence or distant metastases within S years of surgery.
Currently, the risk factors of recurrence in patients with NSCLC are mainly based on clinical and pathological features, which
hardly identify patients at high risk of recurrence accurately. With the development of new detection technologies, a number
of molecular markers that may have a predictive risk of recurrence in NSCLC have been discovered over the years. In order to
summarize the molecular markers related to postoperative recurrence in NSCLC patients, we have formulated a consensus on
the prediction of postoperative recurrence of NSCLC based on molecular markers. This consensus mainly focuses on the early
stage NSCLC patients, discusses and summarizes the risk factors of disease recurrence from the molecular level. It is hoped that
more and more valuable information can be provided for the management of patients, so as to provide more guidance for the
perioperative management of the patients with early stage NSCLC in the future.
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BEE SRR AN R R4S, FNT1455 FE N
AARLE L M R RIESE , 5E 13770 TRk
NSCLCA G & A Wl 3R, 7 B2 R Ik 2E874 1 73 T-hR
AME BRI PP NSCLCYIBR ARG UKL, Ay il B i
L7 R AR AL e S, AR R INSCLCR
CCR U = e i e

ﬂiigi/q{ﬁfﬁ“resected, early stage, stage I/II/III, lung
cancer, lung tumor, risk factors, recurrence, relapse, prognosis”
SRR B 45 5K % T PubMed . Web of Science, Google
Scholar, EMBASE | 1 [E| R4 42 | S [ [ 37 25 i 1o
% (National Comprehensive Cancer Network, NCCN) $§F4 .
Hh NG R 3 2% 25 (Chinese Society of Clinical Oncology,
CSCO) F7FIAF, 7M1 ITAEARAR SR AT Bk, R
R LTG0 : 1A90: BE TR K (REAS 5
RIWFFELR) , LR AAGE—IAP; 1BY: FeT /KPR
i (FEARRIIIIFEER) , LR AT 242
FETARACIESS , TR AN, 2B JE TR
RS, LR TCERFAL; 39 : ATl R 3 R IE
i, BRAFAEREIRAL

2 NSCLCIRZIEFETH

2.1 REARKFTFZK (epidermal growth factor receptor,
EGFR) JENZRAE EGFRRAZFENSCLC i £ 2 YIRS I
PRI S 2 12 DR AR RS P 5 A2 T AR 9 A 7 S i 48
B oA LA R A 6 4=, I el e R 20 M Y U T i
LA 1 (The Cancer Genome Atlas, TCGA) M isih
ﬁiéﬂﬂ}ﬂ@%’?ﬂﬁi (Catalogue of Somatic Mutations in Cancer,
COSMIC) ¥tifii {78, EGFRTE S IR FUNSCLCHE# Y
RALARI10%-20% o 3X— FEWITEZRME., 2o . JCIRCAR L A i
[l R PO HL . PIONEERMFFE I /R, w el il i g R
HEGFRIREAGLFS0% . X THEHEGFRI A (g LR
ARf A 19Del K L858R ) HMEHINSCLCHH, LA K=
SIBIFFE - HE RS 03 = AUE GFR IR Z R 1)
71 (EGFR tyrosine kinase inhibitor, EGFR-TKI) {7 H i &
s, HEBCRERYT TBL B0 FAREH T, EGFR
Ge7I S ARSI 2 U SRR L R ATRIEGER
GEAR NI XS A S 5 S AU ) S A5 2 S S it , H i
i JCE W o — TR A HA R Z s BB 50 R, 18
1,228 (10 1-TIT A FARYIBR Al F, EGFROSL Y5 1T
ARV TCE K AAT (relapse free survival, RFS) 70 8 3%
255, AZIT SR oK, TEITAS-TITAILL K 21 21

2T (GLHE SEME A SRR FL L W R ) B35, EGFR%E
AT HEPE /R B 221 RFS . 1M TakamochiZE MM T MR, 18
9391 FARUIBR it s v CRErh 195 79% , TUBI-1V I
21%) , B3 HT B /R EGFRIEZS i BAT 38 AL B
H A7 1 (overall survival, OS) & RFS, HAEZ KK,
EGFRFESAHUEN]Z OS A 37 (1) B 41U R BRIk =Z 4,
KFAF EGFRIEAE M RN} T e W Rg i 22 5, BRAE A7
FHOCHIFGE 45 T—2ep b 4508, (HIX S5 ip A —2, I
i TakamochiZF IR FE I, 41801 FARYIBRAYEGERZEAL fifi
[ R (13S0, 1HY-Tviblesf] ) , Hid2224 (53%)
PEHTEGFR L858R, 1611 (39%) #5HF EGFR 19Del,, W57 4%
HAE R, RIRIEGERZEAS WAIRES I OSTIE 2 5 MitE—
T, 74, 87251 ;AT HZE AL AT HT Uarhy, 5T N B4 AT T
1,020f5IA 4237 i EGFR-TRUF i B sl BIA Y F I FAVIBR
FI Y- I EGFRZEAENSCLC L H TN BT R}, 455 I /REGFR
19Del WV ZH A% TEGFR L858R V.4 TG A 47 1 (disease free
survival, DFS) B 2%, {HIFA IR BN Geit 2225 5 HAH) J)
— T4 [ R A [ B I I T2, 410 (5] AR VIR 1
EGFRZEZE ¥ (11,6290, 11M-1vii76541) , HH1,170
1] (48.5% ) H#EHFEGFR L858R, 983 (40.8% ) #iHFEGFR
19Del, Z5R IR, ToiR R AEHAR e AT i 2 28 it bt
o, #HELTEGFR L858R %, EGFR 19Del i ZHRFSH i 17
%

EGFRFE W RASAEATYIBRNSCLCH i 5T H AT 48
D BASE LA L
2.2 [ PEMRELRE B (anaplastic lymphoma kinase, ALK)
B S ALKEHE/FlE [H AR G5B S T8 A
Fe AL 4 (echinoderm microtubule associated protein like
4, EML4) . TFG ., KIF5B% | JENSCLCH4¥EGFRAE L Z J5i
S AR T R 250 R SR Bl 5L R, ZENSCLCH AR S L fi)
H2%-7% , 22 ULTAN W A AF 6 it s R . ALKPHPERY
RS PENSCLCTUS ARXTAL LT, HATEH 1y 0SH]#E it
SARD, H AR 25 T 22 3R ALK I B 2 55 A e Ry 7
0200 A% RN, NSCLCHALKRl S LAEML4-ALK 7=,
MEML4-ALKH TRl 7 s AR AT i —20 43l Z2 AR
A, L LIAR SR VRN AR A4 3 85 Ry o DL 2124, A B 5 2527
ik —#F5H, EML4-ALKRA 728 57143 (B6; A20) &
ALKINHIFNAIT A JC i e A7 1 (progression-free survival,
PES) i, OS2, BT Likiisy, i —HTALKE S
MR EML4-ALKRL A7 SR EFARYIBENSCLCE
(T A B A B I R L, ZIF5E s 3%
FHALKPHM: B A FALK B A BRI EGFREEAZ AU e B
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A ZFIRFSHIDES . Yang %5 BO%F 300151 JG K K S il i g
( Hrp1iy)s8.3%, 11315.3%, 1113120.7%, 1VIH15.7% ) HYHH
IR, ALKPRE: B35 SR 2F Jie XU & ALK £ 3
M5 LA b, B ATk e i R R 54675 [ ) — e
FRLC BT B0 S %, 7E67S LY -TTL TFAR T 4% i flig
S (Hs3.3% 4232 THIBNGYT) . ALKIAME B FE ML T
ALKHEFA: R 8835 D) ) EGFRESAS (i3, Y HAT 38 W A )
DFS., ChaftZ528%f 76 44| LH-1IIY FARYISNSCLC AT 5T
R, ALKFHM B (294]) 2L EGFRZEAE B (25561]) A
AGTTF L ZMRES (R 2 iR, x4
BEGFRAEEE B % T BN TR AT, FERIBRXHR g
J&7, ALKFAE B E RURFSIRAR B 22, (HIFTRGE 1725 5 T
i ] ) — THUEE R 162 1B 351 - 1T A Y TC IR 0 s fi gt g 14y B
VBRI 5 19 22 TR 2R 0 T B R 5 P ALK B RO STl
R E B A B B ERIDES . T AR EML4-ALKAE K
AT FARNSCLCH A 15 152 22 5, ENA 5T & AE
A FARBEPEML4-ALKR G S 5443 (E6; A20) 521
DESAHE , M50 0T 1S SHILY -1 FAR YIS A ALKED
A IR R E R, 22T 8 /REML4-ALKZE 5443
J& WS DESI A ST T 5 R
2.3 KRASKEEPIZE S KRASENRE Ao A 5L, FL
PROSGRART S HE TR MRARIK HG12. G13. Q61 KRASTE
e AR M s R T S AR AR i TR 2.59% , TE AR It i A
F U T10% o I ZE A0 AT B A KRR AS T AL J2 it
S AR B B DA RIS B i i A i s 46
TUH-IVIHEE, ESIBRIVIIRE )G, 455 Bon, -1
R FE TPRRASK UG B2 AN 2. AWFEB99A T I
Tl R B A7 BA A B SN L 7R 1, 54361 -TITHINS CLC
BHEPAH3000 HKRASTEAZ I, 45 R KPIKRASHMNEF
12 X130 58 A48 SR A5 A JE DA 10, 5 A 75 28 A Y
B MIDFSFIOSH L i 2 22 57 o Ji AW 5E 3151 18514
KRASHRZS (HH3SHIKRAS G12CRAS ) | Kzt
ARHHCT 8ALTT B FARYIER U 1vI -y &
96.6%, IVITi3.4%) il i, ZH R RIYIKRAS
GL2CH& M 37 (1 T 5 BN K 7, 5 90 4 S [ DES FOS H
Ko XL RAET — W5 b A3 3 TR, —Tigh A230
BT KR ASZEAE (1 FF9SHIKRAS G12C) IFAR VIR
it i SR (R 5T O R L, BUARKRASFEAE S KR ASHFAE A
BHIEDFSIHF I B 22 57, (B2 HH#ETKRAS G12C%
A B E AR LT HALKRASZEAF M B 3K, 34 DFSH i
2, HUHE S B L 0 A5 A0 R L A 5 s 1 g 2 25 47 A
(tumor mutational burden, TMB) . T &b 24, T A

—TUHT ) ZE AT BT TSR 4518 : KRASFEAE 1]
VIBRNSCLCIIA R TJF R E, #EH KRASH AL B HAH
ZEMIDESHIOS . AMAG I AZBLKRAS G12VAHLIER] ]
Bl A R TS 2 25 TR, KRASZEAE T RES
NSCLCAR iGN R, HKRAS G12CEA K Fim K FHI%}
EL A

2.4 METHHAES METIMNE 148k R A S METY Y &
NSCLCHEHIRBHEH A &, FEIEIRIVANSCLCHY, MET
HMNET14BEER A8 5 24919-3% (I <19, PH 7 <
3%) , METH 34 H2919%-2% ., 17— 1REGFR-TKITM 245
[JEGFRZEAEHINSCLCHR A 1, METY Hi 5 ik 5%-20%;
—fREGFR-TKIMZ)5, METY H§ & A3l REHE &, 76—
YA 687HINSCLCHE# (S83MHITH-TIIAN] ) FIRFFE o & 1
T18BIMETH M F 148k BRZEAZ FISHIMETY 8 H, ZHER
ST RAMETAMNE T 148k BR 5848 K METY B /&NSCLCH
SEARR TG R ZE S 5 —IF O TR ZE R, 447
BHESZHIGTETAR VIR AINSCLCHEF H (Y-111Y] 5 949%,
IV 6% ) K 486 MET 45 DUE, Horp sl yMET
LR, 45BN, A TMET{RYE DSk %, METE %
DR E R B R N0S ., ZRE TR, METH D]
By B FARYIBRG Y — NS AR R TS 2 (H X
SO GEARAFAEREAS B R /DA AR, ST 3 — 0025 A8 A (0
PRAN T XA B, AR A 204 ABI L G dL 600 (i A2 A
IMETY HEFHMENSCLCE S (WETH- V) , 25 B
METHEH$5 DUy 1 2 s R R S R ER, LR 96
FIEIH B,

2.5 ROSIFEAER ROSIHHE/flv A4 /AN INSCLCH %
Bor FIE A 2 —, FENSCLCH A LR 21%-2% . ROSIFAL G
PEEI4ECD74 . SLC34A2, TPM3. SDC4 . EZR, KDELR2,
CCDC6%: , 7E M W1t i HROS1X B A AE R K S ATI 8K
FEAEASL o — T AR [ JE 1 AT 9 (420 S B0 2L 45 5 R i
[IROSIRM A B 55 5 o AN i 58 938 ROS TR A FH
PR A5 L S B A IR B BE AR OG, JR A Tk
B AR 28 M MR AR 22 AR B . (R R A PR R
M, FEMIINSCLCHROSIAYZEROS Ll 51 (147 25 i
DA T, B ST Y BUS AR, ROSTFHM: (3 1 1) i
FTALKIAYE . EGERPHE S HAD W 40 A BE . 227 FAR
NSCLCH Y, BETTah E A — I E % 1624511B 1H-T1TA I TC
gl A e AN I e 20 S AEdls SN A S B TR T
ALK B ROSIRl & B # 2 A 35 A DFS . % &3
ROSIXINSCLCA 5 F 5 5 W I 58 5570, PR IS
YERAR G TR,
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2.6 BRAFILNARSE BRAFTENMRIE . Jifeffis v 58 A5 SR
G MNZIN8% . 5%, Z2 UL T WM A . BRAFSE 788 H 4341
TERA SN F1URILS T, Hrp R 2805 A8 K A A S i it
AL S B S 15 b ARAEAR S AL L B 1k
FRHHM A AU, BRAFSEAS AT/ =2 5: RAS
AP BB V600 AR (128) | RASARMCHIE ik i
WhorE IR (T128) FIR A SR A1 P il 2 376 S — 2R 4k (111
I3 ) ool IHRGEAR I dy FE ARSI, T I BRAFR A
f120%-30%, # W.BRAF V600D/E/K/REE, S E ALK i
RASITEBRAFFMHGVE, #F— L BIEMAPK/ERKIEAR,
X BRAFAIMEK NI FI IR, 1128 %48 61 F5BRAF K601,
L597. G464F1G469587E, 245 T A BRAFZ AL [1)20% . X 4L
FASNLTIG AL A By o5, JERASAEMRHPE — R4, v HE
A2 NEGFREE M Z5WGT T iR 4 o TIIZE A EBRAF G466
N581, DS94MIDS965E A, ik $EIL [RGB T 255 s 3T
SIS D GFAL T, BABGE MR T BF A BRI BR AF Bl fift
ZIREEENE, PTRE NEGERIEMIZIAYT Tk 25 o BF5THe)
WRA T MIHNSCLC, I2R5E 48 A il i5 BL-F- B 4F TTI2E AN
R, JE WIS 5 HAZ 22 M R A 7 R A 25 16 PR
AR LA B — A7 I B i R A G o (HLUE: H R R ik
= NS HIUESE IR BR AF R AR X NSCLC T (52, St
JETER AT AR B T,

2.7 RETHHAE S NSCLCH <19%1) B &4 RET S HE/ fil
&y BIUF23 il . RET SR/ fla ARG B SR 5 3
PHAR S, Fo B WL Rl A AEAR 2 KIESB, 55 A8 DL IR il
G AR CCDCe, HAbR &R FENCOA4 . EPHASHI
PICALM%§, —I4A A 5,800 43 1|2 [EINSCLC (A 57 1+
BN, FEVRRE LR RS, AERERRERET I vl 2
Ail, RETHEHE/ Bl A R E I OSEPRS BA I, — 25 A%
AT A 13T, A FE 1215 KIFSB-RET S 4/ fil
AR, 459 B RKIFSB-RETRlA DR B E R £ 5
OSHIPFS L2 5, Forp L] (U] i) B TRlRE R o
25t [AkE, ZIERIRETREGXINSCLCA G HUS 520 A HF
SR, PRI HEARAE A Bl SR %

2.8 TPS53 ih%ps32 (A Ml 1 il 3 R TPS 311 58 AR 7
NSCLCHIIA AR AR AR E UL, P oy, B TPS3
RAREEF139%-46% , IR AN AR M 81% , KA IR M 68%.
TPS 338 52 2 At RV SIRELYA | AT, e kil R FIDN A
52, AR A S8 i A K P R 2 AR AR
iR, TPS3IEWI 24PE RS (non-disruptive mutation ) JZ:M
WINSCLC (UFSEGFRZEAET ) i AR 15 [H -+ 2016
AR — T A 19T 58 (0 25 2 3 i S SR R, 783,371

BIH-TVIINSCLCHY, HTPS3%75 4] (n=1,406) 5 H7 4 Al
4 (n=1,965) FEATHLER, BPA RIS AAREE R TR
AU s AR AT A, TR PR 40 (T93/1188) ) NSCLC A
FOW AL K s BRI R A7 2 U 25 28, ilE AR
I I R 6 1A S 35 T TPS 3R AR 5 O S TE Wik B AH ek, o)
—THTREHEIF IR B, 245 TH-TITA M FAR VISR
NSCLCHY, TPs3587% il i L s 5 AR B0 44F AR A7,
{RAEITHI-TITA B AR PR SR . 53 4P Chien 8 EIF 58 I
WITPS3EFAEHINSCLCHE S5 TPS 35748 FBAF ML, Wi A7
Ao [A)AT B R 3, (E RGN B I 35 25 s T AE LU -1 AR
HHAR WIS, A AR ¥ TiMa® 559X LACE-Bio
91 H 4 DU I 4 B ALY 7 I R 5T (TALT, JBR.10, CALGB
9633 FIANITA ) AY1,209FILH-TTUY FARVIBRINSCLC &
HORCHE AT 0 R I, 7 B RETR TPS 35878 X 1l JC 5%
Wi (HXF T TPS3RFAE M, S 2 i B Ak 7 5 BA L
DESHIOS, M TPS3%E7% B # AR NI B A7 ik 3 o iX—
MRAE T W, 1R 22 R AT REJE AR X TPS3 HAAZE
AR — 2L 43T U ARPTJRLRN, JFARFA TPS3% 48
HBELAA AR A R R S, PRI PT RE RS 2L i X A A TPS3
ZEAR Y 7 3fe 25 R HU TS [ RE MR 759, Jiao S50 B Je AR B
A5 S TPS 353 VU LH . AZH JBFAE T BLHAIFRAMN T
2., IFIOMAE S CAETRINE 5. 7. 8FIOMYAE ST (Tilf5 R
If) ; DEEFERIMNE T4 61978 F DL Z AP -5 FIAR A
HMBTRAE (TG AR ) o (HIZIZ 5 AR 25 5 AR AE A A
GIPAFRNRIE . 53 —Fh 242 B 28 A8 S AR
ISR (AR S A AR F E5 R 25000, K, TPS3%E
78 1) ELAAR 2 KA E ] FARNSCLC it BRI IR 2 S8
Bt XA I

Hio—

EGFRENREH, SHEHEGFR L8SSRETH EEH
tt, #EHEGFR 19Dl BEREELZNKEES 2AZ) .

ALKEH/MAEAMEEREMEEE, LH2ES
EML4-ALKRA ST R183 (E6; A20) H9EE QAR .

KRASTREE JBEHINSCLCRRFEEZE QB , H
HKRAS G12CRE IR B SEMN RN E A4S EE
Z QAR .

METH HEENSCLCAFEMMILTRTGEERER (1A
€B), INERARBRMETHNEF UMK RERHEETR
FEEZ QA% .

TPS3RLAIGEERNSCLCARERRFEEZR, B RE
MR TTHIkE 2B -
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3 REEXDTFIRE

3.1 TMB TMB— 4555 & i A 4 DX I N 45 IR Bl Ak )
(Mb) A4t 1A ] SCZE A8 19S5, TMBEAI B 2 1E
Sha P9 2 L P 2 7 B AR BT RO B AR S
J& A AT AR AR ) E A LA E AR (major
histocompatibility complex, MHC) 43T 1% . il % A b E
A S 2 A B e e B R BEAE A0 M AR T | SR A R
BISHAE A B BRI HAERBERYT RIAFLE B oL ik
FCD8* THIMI s, PRI TMBH 8 40 R G 3367 7 3L
TR -0 248K, Brii R B 24 52 A HoE AT, A —
SESTMBA XA, HATTENSCLCHHE A M2 1Y
R HAET 32 (programmed cell death 1, PD-1 ) /R
HET-HLiAL (programmed cell death ligand 1, PD-L1) #ijiil5],
e R B 91 52 T MB T LA R S 836 7 7 R 0 A 5
—Z Nivolumabi5 ¥ NSCLC)CheckMate 026356 143V £H
ST R, TMBARZS DL K PD-L13 35 KV S 57 R i
DIPEAE Y FR &Y ; TIKEYNOTE-158MF 58 1, ik /R i TMB
BT RE IR YT TR 45 . TMBTEMEINSCLCHE N
BB VAT ROR B TIOR8 2845 3 BB AR SE 0T A A
Famledl, fH2 HAT IR 2 80 5T R R 5 T TMBXS S iR
JEITRR T, T TMBA B XINSCLCE#H L H &N T
R B T TN 52 2 DX A AT 5 A RS s 20 T ELAH B P I
DevarakondaZ5 (T FE65)40 A 17908145 |4 LACE-Bio-11HF
FEHRTIERNS CLCA A B Bds (TH-1181,1587.59% , 1113
VI 12.5%) , HAE R B R 151 SR K panel K H Y5
TMB (>81-5€28/Mb) YR AR H K A0S, DESLI
T il gea 4 S AR AT (lung cancer specific survival, LCSS) i
FAHSC, SRR TMBAVEN ARG & WK 73R R BRitkZ
Ah, BRI A KB, S TMB R 2 5l B L7 e AR 4E
KHLCSS; M, INTMB (<41~5848 /Mb ) FRE 1225 B
IR RESIE I LCSS . HA I — T 5T oI F 42 b i
MY (whole exome sequencing, WES) $ AXF 904l F-A
VIBRATA M- TIBHINSCLCHE R (AL SZ i AR T 5L
WPEIRYT) AT TMBARGI, 4525% Wos B # h A, TMB 62
Ao BRI, ZNE TS TMB (RITMB>62157% ) i
FOSEH % (HR=12.31, P=0.019) ; MM {FINSCLCH
#HH, B TMB 5208 (HR=7.582, P=0.001,8) FIDES
(HR=6.07, P=0.007,2) AH . T BTN BT A —I5
FEX TCGARU P as 4Bl IR BRI R (82.6% 4
T, 17.49% 8 R BRI BN, Tt e i 2
WS e, TMBARZS R S U TG 5T 73 b 149

{51 v ] e 30 it i R B TMBB 5 WS 0 C &R, 25 SRR RE
IRTMBARE S5 To 6 (H BT EE AR, R
TMBAG I 7 55 35 PH 41 X3 K cut-of I AN, FE I
IRIBIT B OUAETE—E 2200, iX SE K R AT B JE 1 Wbt 58 445
WA, A, 772 B R TMBIL H R ZITMB
(tissue TMB, tTMB ) A AR X 388 3 — A D4 41
TR S AR TG B o BTSSR WA 38 3ok 22 X B0 A 1P A
415 240 e FE S PO AR 2B S AR R LI, — RIS K H BB
DU g N T A 22 A8 195 5% 5 A, & s A A H Y A [R]
RAAL 7 I A R AE134% , FERH R Z B0 728 To vk i Bk
TR RGN ], S ERCLVR T MB RGN TG 7 58 2 Al A A i g
PR 5 AR A far 1 00 F3) B i R Ji 88 P S B (intratumoral
heterogeneity, ITH) , RN PEASITHAG T AL AT e 4h
TR A RS FIT, 20144E7E Science b & 3R I —IHAH A 11
T - LT LAY Ji 38 R A BF 5 Lo 0 SR TR AL AL 224
X3 A TWES K, 255 R, B TR kT v
RAR 5 LU = ARG B2 R KU 3 AR OG . 201748k R AR
The New England Journal of Medicine/’) TRACERxfiff 5770 /322
THXF 100 IA M -TITINSCL C 5 5 il 2 X e 42 A1 i 1
A5 5L . 7 Fe R P DUE i Ly (e L >48% ) 7
TR TR AN DB T Ty, R B R s BE T KU 5 T
W LRSS DR LU (<48%) B E (HR=4.9, P=4.4x
104) 5 BUEAERRRARIE | WA SRR3R, 22 AROR ik
# (HR=3.70, P=0.01) . 202045 — T4l A 845l fili B4z A
B (D-1IU91597.6%, TV 2.4%) BIBFFE A B, 5
P8 UVBUST Y LA v R R B 1 O S EL IR R B T 25, 3
5 TRACERxMFFE MG RIS, 75 248 AR X 2Lt 52 vh
M R B PR 9 AR B 4 DU S 1 LU 335 15 S cut-of F{EL
BIRG—,
3.2 PD-1/PD-L1 4[%PD-1FIPD-L1M% G546 A s 4 il
FIINSCLCHEHHEHE T B IG 7 M4 PD-1 ik
(PD-L1, PD-L2) 7EMHINSCLCH & 1 s R Gl 358
YEH . PD-17E S 4L [ TN . BN . SRR M1 (natural
killer, NK ) ZMfifd , B SN FNERAZ AL | |43k, MPD-L1
FEAE IR AN 2R 38, HRTEHRPD-1194T1/A (Nivolumab
JFPembrolizumab) B{PD-L1¥i# (Atezolizumab .
DurvalumabflAvelumab ) I PZE 259 I MG INSCLCHR
A TTLI PR 2 50 o b /s R R I A7 2% 72761, i E i B
Impower010HF 5T AL, il Bh S 216 7 LB T 1d i A i
PR N . 760 TARAINSCLCH#E#FH HPD-1/PD-L1fY
FIR ARG 908 BB WA AN TG . X TPD-L1
FIRACHAER] FAR B E h 51U RIFFEARX A 2, H
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T AR AIER 2201744 R AE Annals of Oncology F i) —
TS . %HFFE0 AL T LACE-Bio T H i il = IRIIG AR BT 5T
(IALT, JBR.10FICALGB 9633) (9821 1]- 111 nf F-AR 1)
FRAINSCLCH #, it e 24Uk (EIL3ANHUA) W74
SR IR A0 A B G AN L PD-L1A B (3R IR A, il
FHAR I cut-of f{E (1%, 210% . >25%F1>50% ) 3HrPD-L1
FEIRE I ST 56 2R DL K PD-L136 3k 2 7 AE 8 0 4 B
ITIT R RN IR, TOie IR 200 M B e i 20 R AR R T Y
PD-L1ZRIR KA, HEEAR IS F R, AT
I7 R TN ER 0 Kim 3508956 331 B L) -T0T3 U i 6 9 A4 AF 9
WAFEN THAULE S, 45K, KT PD-LIAYIE A T35 T A (B
WAANDHFT . B, CooperEIHMFFEAA T678
DT AT AR NSCLCH T, 22 I Z 44T ik s Jie e 24 e
PD-L1F 1k (250%) SHKAYOSE FH K . ZaricFBOXF
161 HA-TTTHA 58 4= DI BRIl i JE o i F X 2 B, a2
MIPD-L1FHMEAR L TPD-L1FIM: B HA B IE K YOS,
Yang %5 B3 16351 FAR VIS 0 T il i ) T 9 S s,
JHEE A BE PD-L13 35 K- 5 0STE R, {HIEPD-L1FH M &
HHA R E T EASEREFS R, 5 —I7E32141 - 11T AR
BHEVIFRAINSCLCHIg ISR, EARIE 4l PD-L1
FIR AW A0S TEIC, (HRAE ) | 232 1Bl
RS IR AT (pT2-4) | WRELEEBHYE (pN1-3) X PUE
FEE NBET, PD-L1SH M4 /R B 08 . 52 2SR
M451e, BIPD-L1RIATERS 3 WA A B A iS4
ANIME, WAE A — Lo s g4 . (EASE 2,
Ty hh—LERIE G e AR H TA  A Ahi8, BIPD-L1m #ik
EARTGHZE, Fl0: AzumaZEBOfgpisE M, 7E1641)
IABI-IIIBHINSCLCFA B, R /3K 53 PD-L1
eIk BME AL TR IR B H A W A YOS, Zhang
SEBTIXT 14305 T -TX L A PT FFoR i Al i e 0 et A 1) 128
14516 PD-L1FPE AR B A 3% 22 URFSHIOS
KT PE AN PD -1 38 7K1 55 U AH SCPE AT 58 1)
AR /L, KimZF U895 33 19 LH- TN il 8 Jes 1 A 5% 22 P
PD-1* R R IR EL A (tumor infiltrating lymphocytes,
TILs) £ 5 B2 TR A OSHIE, BRItk Z 4k, Paulsen
LGN 5361 FARDIGR T -TITABINS CLCIAF 5% &,
{9 I 25 rh T B BE (9 PD-1* TTLs 5 5 4 FA s 5 S 2
£ (disease specific survival, DSS) AH2, iR I A oG
P BRI, AT B /RPD-1" TILsAE S Tl ik
WHRIRYOS., Hilan, ZaricZ5E g A 16 15|1Y]- 111 58 4 VIS )
iR B, ZHENHER, RZEAEPD-1ERFS KOS
FYARAE T o Cooper5 )| Schmidt 552 FE LRI,

ARPD-1 TILs FE321 Y-S A PEVIBR NS CLCEA S
AR BRI TSN R, (HRTEAREHE 20T, PD-1° TILs
HHERKOSHK,

HTMBHEAM, FEAIFARAINSCLCH, FIRE A HE %
WAPD-1/PD-LUE ATl 5 BN {EL, (EL RISt AF7E S Z A
JEESIE . i H., #0F5E R ErEPD-1/PD-LUSIM A |
FELLUHESRIER AGE—. B, BRI BEPD-1/
PD-LIVE R IS e KU A s W gl R A (L
3.3 Hcljﬁéﬁﬂlﬂ:fﬁ (tumor microenvironment, TME) TMEH]
PR A A R AR A PR, AR R 5 e 240 2 )
X AR YA IR At . ZHE R TE VS, X TR & A
A R R 1L 25 o A P (o) LA A [ o 2 A ] A
BHHAEE B K S, LambrechtsS 8] FT 20 M 7 57
ARA2s TR TME B, 78 )50 & AR 56 7% 8 5 (4 s ik
JEH S I TS 2 (R BT A AR R, A4 e A (i
YA TR FIBANAG ) . BULFAEL A . PN A | i v 2
JHO T J A0 b2 40 N T MCE H ) SR e 1k o3 R % 2
HICT— A 20 sh A LSS58, E1 X H A A2 o
M, B H AR & R, X TMEMATF 5T T Bt 7E A B 5
W, EEAUFE Rk (immunohistochemistry, IHC) . &
A PE D (multiplex immunofluorescence, mIF) | it
il (flow cytometry, FACS) . RNAIJF | FRAHIRNA T

(single—cell RNA-seq, ScRNA—seq) CWESZEH A, TMEH
F14) 6 52 290 3 o 2 S e 52 W0 5 s A L ) A A R A
WCAENR IR 16 k32 8961 o Federico S5 UOFE S5 B 52 HF]
FH R4 BEFACSH AR IARYE TILs ALK BR P NSCLC R
F o HIMURIIM2 B AR, IM2 R AR TS ARG,
i e F A7 AE FIRCD103 . PD-1, TN S0 BRI RS 3R
3 (T cell immunoglobulin and mucin domain 3, TIM-3) FIA]
75 S A HE/F (inducible costimulate, ICOS) Y TILs,
HZ AR, IMIAL R E A 2 T ARES, R k2R
SRR IR MR ARG CDS TN, Bl = 301 52 1A
fCD4* T (FE5IECD103* . TIM-3", PD-1") X BAfff1iz
TEF =R EL 254 (tertiary lymphoid structure, TLS) K-
BN T A0 A S T R R fe 2 LS R A s
HEIRAEHLHI E A S e 4R, REA: G RAM 5T IR,
CD4SRO*, CD3*, CD8* T 7L IR L% 5 NSCLCH
JEEIEARDG . — IR A 7971 IH1-IIT AR NS CLC A Y B
FEC R, PR CD 8 TAIMA{UE DESHIOS Yl
SEPUE R, ELATVE BRI U k- i L 254 88 (tumor-
node-metastasis, TNM ) 53] ZN# & A5 R BE &
PD-11YRIRE M, Mazzaschi®iHF 57 ORGE 76 FARIGIT
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HINSCLCH ZBASIHPD-1/CDSHEHAESE AN Rk £
PR W1 8 m T E S O Sy Sz T 7, FLARERAEL Y
BFOSH A . Lifs il i /3 b R 1T & 3R 1 sk A Bl
P, DNAS1E R FER APEI S W1 IR CD 4 TR 5 1
FHOG, TEANA 1081 FA B E ABA S ITHC 2 5 UiF S APEL
12235 5CD4 THMIRIEIRE A G, HATCD4 THIME
TR B AAE APE MR IR I S5 T K AR ES ARG, 51
T (Treg ) 3 BN AL Tl Ty HLAA ey Sy
H, BFFELso RIS T4 FARIRY T IINSCLC I H FOXP3*
Treg 4 MRy SR (SEFLAIE]T ) 5AROS . RESAHX,
20184F, GuoS 17 F HL4 il 3 4 i n FRNSCLC R
)T 40 P13 P AT 5% 2 — 25 T S I 8 S8 Tre g 56 114 2
PRI 25 2% 35 7 M8 v 55 8 22 1) T35 R G o T — T 44 A 80
B ] FARNSCLCEH B IR AR TH s 4518, %
WF 5T % BRI IR A C D4+ FICD8* TAHE 5 0S KX DESH)
AAEIE, {H e (8] T S R A C D4 FOX P3* TregZH i 5
FR A0S E M . Ia Ao EELI B (tumor associated
macrophage, TAM ) =243 2 LIS TE U ELWE 2R (M1 )
SR HOE I E S AN (M2 o —T0g4 A 6635 THA-111
WA FARNSCLCHE AW FE o o, mi ) (R Py AIE]
Jit ) HLA-DR*CD68* M1%, CD204* M2%, CD68* TAM 5
TG TS A DG HLMOLRY Rk ST A A ) TS R (E IR A
5 L0103 HCD68*CD163* M2 EITAM i1 B A T
FIROS, TLSEAETE MR P AFIER ALk L 2L, A G il
98 B I 2T o B (BAB HLoM-111A ] 90% ) , TLS# ¥
ATLAE A5 PES A A M 37, 1 [ T /5 PR 7o Rakaee 10303
TR FARNSCLCHE A M FRAF LI Ls e, B H
TLS scoreﬂzﬁj\%éﬁﬁf u%%ﬁﬂﬂ%ﬁfﬂﬁj\gﬁ ROFIEHE 7.
HAET, £ FTMEME Z+ MM, XF R FARm
NSCLCH#, M IG5 — B9 TMENE Y a8l 40 i i/ il T
AR TN 2 RS F 1R =

3.4 REHUR T (tumor neoantigen burden, TNB) TNB
R S e A e S ) A P IR R R Y — AT A, R LA
B T BB (M) iR 56 PR 2 DX 15 1 ek s A B SR
R FETR, B BOTVE N TMBIANEIEAL S 4R o g
P 7] S5 A8 G i TV B 1) 8 11 4 8 8 1 G e k8 1>~ 11
A EIEFRIREL, 233 SMHCEE & )5 sk 52 2 MR A i %
TR, BT 4 L3 0S e i S i . H T2 i g hos-10a1 3%
HITNBTEZ AN Fh 5 iR S 16797 8 S U ARG
McGranahanZ5 U075 5 23 B 2k H TCGABA A I 1 -1V 1
NSCLCHE A EAF B KB, Tt TNB YL OS
i 2 S TR TNB AR, T8 il e A h AR & 0 22

S, AR A A e S MHC-1 R 3k AR 6, JF Lk
{140 575 — TGS T Xk i A 4 AF 9 o8 [ R % BT NB/K -5
TG TCARSENE  BRib 2 4h, REAF 58 oo o R BT T H /K- 1]
VER VAL TG LA S S B iR 77 S48 b, TTHZKEIRAY A
FH A FPTREMNREERIT ik 45, X HITHACHARI R E A
FERE s L ) 3 v BB AR B S HL X o B AR b i 5 MHC
S FRABERERMIIA G K Y45 G ITHACE AL
TNBRF 58 & B 3 v e PRt I Al e AR L BB b I i i
AE T b Sz W B YR T AR 25 1, {H H BT TNBAE A i AR
Je 52 22 DAL B S PR~ TCAH 4

HiR=

ETBAIFE, TMB. PD-L1EARNELUEARANSCLCAR
EMfEREZR A% .

HERT mEEERTHEINHRTESLERSH
NSCLCEEAREFELZNLE S QA% .

HRTMRE/R, TMEHXREMMAIEESNSCLCE
EREELEX, BENEESHRUPHETNELNE
X 2BZR) -

TNBARsE ARt AR TR E R, (Bt Z HIEANSCLC
REE LN FUNEFHIERE GR) -

4 BifE S EEEN

22 R e TR T AR 7Y H i 20 FH FNSCLC R E A5
A RV 432 o it e 14 35 DRG0 (93 i ™ ) 2 42 BRERS
— T M- 1AM AEBENSCLC B ARG & & XU
AR Bh R A 5l B AT PR = o B A AL A
T147%:H (BAGI, BRCAI, CDC6. CDK2API, ERBB3,
FUT3. IL-11, LCK, RND3, SH3BGR, WNT3A . ESD .
TBP. YAPI) JmRNA LKL KN, JHAEZ T A7 g ie-ns)
TSR HERR I UE . A FFE ORI, £330 NCCNIRF bR
WEPEA AR SR & KU I TABH-IB BB 5 v, 15 38 o i
B R 14 BE PRSI R 531 Ay 23— v/ e RURR: , HCT0 s B e 22
Tor AR 835 [RIBT7E 26991 T NM 43 W 1A 1] AR
H, ARy AT T B e 14 PR I A R 4y R
/v RS, G0t B b 2 143 AIRXURS: SR 3 70, X
5T 4 RN CCN 8 B AU 43 )2 B TN M3 1% 5 &2 & AL
Wr R8T R U EL Ay BR P T i 9 14256 R A 00 %o L B |
g NSCLCHAT T -y 52 & W 40 JZVE R . It Jiz 14 3 1A
A 00 7 v R R o ey R RS [l i 5 o 3R Y, A
1,006 L - 11130 o [ LA RO VI 5 AE BENSCL C H 4 U BA
G, TV SR AR BN A S 25 S A A4, il 2 it 14 JEE R
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Fer 0 JRURS: 73 J2 U B L T, BB PR S AR AR AR R Dl
fike —Iigh A 1004 IHA-TTAMHIEBENSCLC R MY R IE LT
FELEIR M IR, Filidi 14358 RS IUAE Ay T30 PR =, ] )
WHAEEENS CLCHRAE ARG & A WU : FEAE 2 5 B AT i
FTHE T, i 98 14 JE DR ARG D300 oA 1 JRURS: () TA B -TT A B £
HSHEDFSH41K93.8%, 1M1 H/ w8 KU (1 £ 35 SAEDFS
58.8%. LA, Milidfa 14 5L AN RELE 51 WA B AL 7 gk 45
(A FR o I 0 I s i A 1 45 DR RG: 000 SR 591 g e/ v XUGS: f
R AR BT I SAEDES % 91.7%, i AR ALY T
A/ R AR S A SAEDES AN h148.9% . 1 Bl 5 1) — T 44
250 LH-11AM ( FERIAWIEA, 17761 AEfENSCLC
EER TS PRI AT s, it i 1435 DR AG DU RURS: 7 2% AR J
52 % B LA B A B A 7 4K 25 i T FH PR A5 1) T 36 F
R B 1 SAFE TG & (freedom from recurrence, FER ) %
K 5194.6%, A2 HHBIALTT I/ m A 3 SAEFFR N
72.4% , A AHBIALST R/ S XU A SAEFFRAR N AT ik 3|
97.0%; [FIH}, TCIBEGFRMEFA: RUA 258 RY, Jififii14 LA
e ATy AT YR T B A Nl B Ak i 2 0 v/ s JRURS: SR 3
TR AR, TR JC AT O A S 5 R R AR G
ritr, SRR BB A AH AN ™ i 0 FH TR AR
HiR=
ENMTREENRIAUEERATIRBERENE
EXESE; HEEFIAB-TTABAROYIFRAYIEBNSCLCHHT
FhifE14 % E (BAG1. BRCA1, CDC6. CDK2AP1. ERBB3.
FUT3. IL-11, LCK\, RND3. SH3BGR, WNT3A. ESD,
TBP, YAP1) FImRNAZRIEN, TTIR EGFRIAME AN 2
H, Fhfz14 EEH N AR Bl HeE M BN LT P 3R &Y
h/EXEEE AR .

5 HuhREBRE%t (minimal residual disease, MRD)

MRDJEFEZIRIT R, G (AR Em TR 5
THAEDLNTZ 215 (positron emission tomography/computed
tomography, PET/CT) | 5S40 % Jy AN A B, {Hid i
VR AG: e RS R IR -, ARG T i ) - 22 A7
FEFVEAE 6 PR 1E 8 1T BE . TRACERXHF 7T oI5 2.4 1] .
HANSCLCH A A5 i Signatera s 38 £ AP M 4>
Al B A R A S (single nucleotide variant, SNV ) , JL!I&x
MSNVHHCA 184, JEHE 104224, 455 iR 78 144
ctDNAFIPE (MRDFPE, 20462 SNV) 1 Hr13f)
SRE B RBR E &, Lt DNAFIMER QA & AT
RN 70K (FERI10K-346K ) o BifiJ5 TRACERxAIF 5T i —

BN T H G 278 il 25, 33T ArcherDx (H437196
SNV, JuH721>-4821) SIS ctDNA, 455 i 7R45 0
Pl K B 37| ct DNABHE, #8315 27/ IR A 42
HITUCAIR AR 151 K5 iS5 42 3Bl JE & & e il 199473 1fi.
IEREAH I H 1y e DNA PN, 575 — I AIF 5 083 1k
CAPP-Seq i R AE FR4 0 I T -ITI 2 ARG PRI I Y
NSCLCHEH, 4 R4/ Hh20 54— 8] 35 5 ct DN A
BRI B8 A A B & e, HARATTICAIN [R5 21 H o
B, WHBHF SRR, 5T RS tDNAKMRD G
TEFIN L INS CL C AR 35 AR Ji5 5 s &2 & il I 5 i 42 7y Tv
CW) R T, PUA HIGE (9 MR DRI o A7 e R 5 A
0.1%-0.01% 2 [f1], $2/R MRDAGIMT, ct DNAK M #)fa
o B IR T A3 A B G, T AR & MR DA ) e
TS, P AE MR DA I T R G0, FTRERT 245 G
A FARERLE A IFHINSCLCHRE ARG & & XU 1E I .
H i e A AR 3 AL B2 AR F MR DA 4 72 5 A Guardant
Health/Z2A T 1Y) Guardant Reveal, 122510 [6] B 46 M ct DN AZE
75 Kect DNAFSEAL, BRI 1fi 3% cE DN A B 356 PR 41 i W 3
LR . BT AR L E 2 20 T ARG RS0 = PP Ak T
¥ (Clinical Laboratory Evaluation Program, CLEP) fit#EH
ARG A I L A 46 T g R MR D {H% ™ S AE fil
FEr = T s R . RIS, R AR S B R
i 35 B RO R A R, ERIG G O AR DGR B . FE 5518 m
rh R S e ds Ok BT IR EEAS CE /N b s 43
FHREARAE LR IN) , XNSCLC MRDAUAR & FEAF A
BOR RN C A B 48 2 ), {3 H RS R
58 Z A TFMRD A E L5 5 1 25 5VEOR, W 9E 4t
ZIAMELISE 4 BGE, JFH EIPIMRDAG I 5 v k= 2 a5
I, 3T i —ARR SR 2
HIRM

BHINSCLCEEITIRAMYIAAR G, MRDBAMRR R
SEAXKRS, EHITERYINMIAEEHEZERERRNT
PR (EMRDAN53E RITEfRESTEMEMN, HIEE
BT BFREA. EMRDIGMBMHAIERT, BNES
Bithy FIRERESTEFINSCLCEERFEE A NKEIFR

2AZR) »

6 ETImKRREERZOTUE TR
R IR T > FAREM NS CLCA & & KUK AH

FHERIMFTEAD, Liang 550200 ] P27 35 3L T I A B K 2549
A ATYIBRNSCLCAAEHIZE] (nomogram ) 7E 95 Tt 7
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T FL AT EE A RN L 5T 204 1ok AR N Z
ASHLIYS, 26 1FIHEZ UG AR FINSCLCEE I BTRL, JHUE
HARRS M VAR T NAHI L IR A R A
e ML BUS RER, ARG D Z 0 TS B0 R/
RSP BCPE o LA ST SR IRT . AR RS R 7, il
TR W 1AF | 34F R SARAAF RIS PRl 82 B Y A= A1
Bl VIS, HHXTOSH TS RE L3 IR 5 22 bl 2%
(American]oint Committee on Cancer, A_]CC) %’EH&TNM&}

WSO WFFE N ORI E PRt 7 58 Bh 2% (International
Association for the Study of Lung Cancer, IASLC) Bz
2,148 B FE XTI IEAT T2 SRS IE, 2D UESE T
AR R AE . (A — S0, DT HIBA S 22 XA
FHMEI AT AR A 458 (Surveillance, Epidemiology,
and End Results, SEER ) #1157 1130,475 BINSCLCHH FEFY,
SETE AR PR R AR AR RSB IR R TR
L R AR L 2 215 SRR T i 35 11 81~ L C S S
AL BUR R, I i 1748/ U TNM THINSCLC
AT AEAF TSRS, I g rh 22 i 1,133 1 8 A
GRS A AL FEAT TS SR, FIRRITE R, FRAli T
e A 3HE PR 2 A ) 950 F o 0 A 8, JEL A o 9 i PR
FAOME, It H 55> FAREH n B0 B0 EAAH B S i
{Fo

H HTWHO i I 53 24 J5 57 B9 (adenocarcinoma
in situ, AIS) AR IEME IR (minimally invasive
adenocarcinoma, MIA ) % SUNA ol A BRI L1417 78
PER AT AOIRRIE , 5T 022123 IR MI A FITATS FR 3 A A A7 R
AR E 25, JFHAISHIMIA R E ARG SAETLE K R
100%. % FRIFETHAE (AISFIMIA) BE ARG TS T4l
BINGY P AT 345 R AU, PR A O A TAH Ly
TG FIAE 5 %
#i0H

ETIRARESERREENTETNERE AR
EETNNE, B55 FIREY. BahEE RN EH
¥ 2AZ%) .

ZIHRIRE (AISFIMIA) R EMTARIFHNESE, N5
A AHATHEM S FAEM QAL .
7 R4

P30 i 2 — ] 3 i TARYR T S BA A b
T RUE R IINSCLCHR A AR TUR LS, (AR Z130%1947-
WINSCLCEFHTEARSTSAENE R 124, FFRHZ, A2LH

EUKIAYN AT S NSCLCHIAAR G H S % FeAs w MG
A FRRAE , BRIt SR B B, AT RIS A A
HrsFIn R RS

BOf A O BRRE R A AR e L IR 9KER
O PRI AR E LA SR 50
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