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Adjuvant intensification strategies for non-small cell lung cancer patients with
non-pathological complete response after neoadjuvant immunotherapy combined
with chemotherapy

Jiang Zhansheng', Xu Jie"*, Zhang Zhenfa®, Pan Zhanyu® (a. Department of Integrated Chinese and Western Medicine; b. Department of
Lung Cancer, Tianjin Medical University Cancer Institute and Hospital, National Clinical Research Center for Cancer, Key Laboratory
of Cancer Prevention and Therapy of Tianjin City, Tianjin's Clinical Research Center for Cancer, Key Laboratory of Cancer
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[Abstract] Neoadjuvant immunotherapy combined with chemotherapy (NICT) has become a standard treatment modality for patients
with resectable non-small cell lung cancer (NSCLC). However, approximately 80% of patients still have residual disease (non-
pathological complete response, non-pCR) after surgery. These patients exhibit significantly poorer long-term survival compared with
those achieving pCR, with a 5-year overall survival rate of approximately 55%, representing a major challenge in current perioperative
therapy. Drawing on the successful experience of implementing adjuvant intensification strategies (e.g., ado-trastuzumab emtansine and
capecitabine) for non-pCR patients in breast cancer, this article explores the optimization of adjuvant treatment strategies for the non-
PCR population following NICT in NSCLC. We focus on analyzing various promising adjuvant intensification approaches, including
anti-angiogenic agents, antibody-drug conjugates (ADCs), bispecific antibodies (BsAbs), personalized neoantigen vaccines,
radiotherapy, and oral chemotherapy agents, aiming to eradicate drug-resistant residual tumor clones. Furthermore, we propose that fine-
grained risk stratification based on the residual viable tumor (RVT) proportion and dynamic monitoring of molecular residual disease
(MRD) should be implemented. Establishing a risk-adaptive model integrating RVT and MRD status holds promise for achieving an
individualized adjuvant intensification strategy, with the goal of improving survival outcomes for non-pCR NSCLC patients. This
review provides a theoretical basis and future research directions for adjuvant intensification in patients with non-pCR NSCLC.
[Key words] non-small cell lung cancer (NSCLC); neoadjuvant immunotherapy combined with chemotherapy (NICT); non-
pathological complete response (non-pCR); adjuvant intensification therapy
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o B B 5 E B BN, 2022 F 5 B HT A
Jiti 9 7 1 %k A 1 060 600 71, H & £ ALE T A &
FbE 2 8 . 5 EREE ¥ 20 19 2025 8 E Z it R
Y HN, % [E H & R R B 808 226 650 1, LK T
FLARE (319 750 1) A 71 71| IR (313 780 ). K,
3 /N4 Fi i & (non—small cell lung cancer, NSCLC)
i 4 Hf Fif % % ] 9 80%~85%, & & LA R E KA,
fE R, HMAE R E L E LW F H (Qomune
checkpoint inhibitor, ICI) & B #4 NSCLC v& J7 F #9
o MR, # 4 Bh % % BR A 1L )T (neoadjuvant
immunotherapy combined with chemotherapy, NICT)

# ik R 1R BINSCLC B F A HlUE 7T W E AR A
% T A AL A BE AR B E 52 NICT W[ A iR | B H R %
A2 ## (pathological complete response, pCR) |
JEK L= £ F 8 (event—free survival, EFS), #
7% & 7L HR & &£ F i (overall survival, 0S)™,

E #7,CheckMate 816" .KEYNOTE-671"'  AEGEAN™
A1 CheckMate 77T % % Tiilm /K #F % 3 % NICT ) I
RNE, 48 201Z 96 97 4 A & A ¥ Y1 B NSCLC #9 &= Z 37
HENET T . BRERR LW E 5 &I, NICT
WA IR AT R B A BE R UM, pCR & 2 B IR 4
AR, EILIRE B, £ 3R E % 4 % M (non-
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pathological complete response, non-pCR) & #
WAEHBBRAETERANKRETN N E E F g,
H A HER2 FHME™ Fn — P SLiR B LA Wk 2 £ A
B Z W BN IA T & 8 £ NICT J& , 4t % non—pCR
B e AR R RSB T vk E R N T AR E TR AL AR
BIIEST 7 R, UWERAE M. AT, 5 LR E U
B LI R BRI T R AR, T Bk
NSCLC [ F A #1 %.9% v6 /7 Bt % 1 £ B R E T NICT 77
Z w9 tE AL, £ 7 non—pCR & 2 B9 A J5 4 Bh 3B L1677 K
BEBRZ RaMREERER. 2T, AXE%
[ 477 F NSCLC #£ NICT J& non—pCR & # e ¥-57 [ 45 . #F
RIARBARK R W REITRIFERE.

1 NSCLC EENICTHHEZES5RFIE

NADIM # 7% & 56 9 52 #r #0 Bh AL )7 B & ICT 7] B %
% & ¥ 71 B NSCLC & 2 Wi B & ## K F, Fr B T NICT
BRWEE, TR G 46 6] 7 77 B TTIA #
NSCLC &%, %4 TEME + FHRENTHRAEHR
FALRIANEAH, KEHBIN BB EERA AR L
BRET1E, ARERD T, EEXFANESF
pCR # & 3£ 63%(26/41),2 4 EFS & % 77. 1%"", 3 4
0S Z 3£ 91%"", 41 #F 3o E T NICT £ X 89 % 7 e R 3%
mEEXNR e,

wI R b, BT R £ I A B s R I
(& D# —F F % T NCTHIERNME.
CheckMate 816" # % ¥ A T N4k B, 4 A\ [ BOAF
B wmAE = 4 cm)~IIIA 21 ¥ 97 % NSCLC & # 4t 358

B, % F 3 EBNICT, ERE XA BH#HATHBET. K
HW T LoR, 58T A, BB AR A L
BRA T B EFAR S B pCR E (24. 0% vs 2.2%) ;
FALRET68. 4N AT E R BN, BEA G ITAH T
£ EFS(mEFS) 4. %% 2| & & JE K (59. 6 A vs 21. 14
H ,HR = 0.68),5 % 0S % [ # ¥ # (65.4% vs
55. 0%, HR = 0.72)", 3 — % X # NICT 1E % # 47 4
NSCLC ) &= E 477 # £, CheckMate 77T #F % 7 1%
it b 5 CheckMate 816E&H A, N4 A B 7& %= 11 A~
ITIB #4 7] 477 Fx NSCLC & %, & Al 4 Bl #ANICT, A J5 4k 4
LFTHRALEREB . FHLTER, ARFIA
BRIANITAT B FRFA 184 A EFS & (70. 2%
vs 50.0%, HR = 0.58,P < 0.001) 1 pCR % (25. 3%
vs 4. 7%) .

KEYNOTE-671'>'* 1 AEGEAN' 7 T #F % 4 B 4% &
T e 1A Tk A A B R L A e B R AR
18, PR S0 0 N4 A B 3 4 TTA~TIIB 34 89 ¥ 41
NSCLC £ %, X A 4 BHINICT + KRG % & 67 #H B
17 % . KEYNOTE-671 4 £ B R, A BiT4 5
540 7 4H B9 pCR 2 4 71| A7 18. 1% A1 4. 0%; 2025 F
ESMO 4 X (LBA67) /a #7 8 5 4F [# 7 % 8 . 7% , e 18 A
RERIBKAMITAEEFS £ B E S T XRMBEA LT
£0(49.9% vs 26.5%,HR = 0.58), AEGEAN#f % * &,
BERF L EFRBRA AN GNTHpDCREL E T T
TR (17. 2% vs 4.3%),12 4 A B EFS & 45| 4
73. 4% F1 64. 5%, 75 4 % E T A~ [F PD-1/PD-L1 7 ] 7
ENICT F ZHF T E MR

®1 GESAHMITAIRARMRTHGERILCE

54 EFS % 5HFEO0SHK

pCR 2 4E EFS

RIE 4R RIEZ5

CheckMate 816 vl NS e A
ity

CheckMate 77T PHECRIC R PUR S AT
ity

KEYNOTE-671 WA TR 2R B R S AT
AT

AEGEAN AR AT
AT

24.0% 63.8% 49.2% 65.4%
2.2% 45.3% 34.4% 55.0%
25.3% 67.0% — —
4.7% 44.0% — —
18.1% 62.4% 49.9% 64.6%
4.0% 40.6% 26.5% 53.6%
17.2% 63.3% — —
4.3% 52.4% — —

=7 AR

RAE NICT B & 4 #1 77 B NSCLC #y A7 % 6 97 77
R ABRBETHBENCTHT G, ELEFRE
1 & B E W A# 5 k. UL CheckMate 816 %
Bl 4 R A AU A T 4 9, pCR & 2 # 2 4F EFS
# 15 1% 93%, T non—pCR & & X 4 58%, 5 % 4 .7 4
# B non—pCR & 2 EFS & (52%) 11 £ 6%, b5 4F K 17 4¢
FEUH ST ERED, HRAL ERIK AN

J7 4 # pCR A B #Y 5 45 0S % & ik 95. 3%, i non—pCR
AFE5 4 0S F XK 55. 7%, 5 ¥ 451t J7 4. # non—pCR
ANBEEN 5 £ 0S F(53. 9% Z R /N, A K1HKIE,
A5 % BE AT 4L pCR AL A 17. 2%~25. 3%, B
I 80% By B K IAF pCR, T FE AR EE LXK .
M, &F 3% X — & K B non—pCR A %, #1017 I & H K #A
T B B EL AR R A AR R I R 1] AR
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2 “Mlz A7 LR EENATT IS non-pCR B &
R MR g SR 1) @y 2y

EERIEEF AR ETAE, ILREEETE
T # 4 BY6IT /G non—pCR A B S B 3 (L T TR &,
HEHRAETREREEHENTRIME, A non—pCR
NSCLC A B Ry IE TR T EEWNIE KRS Z K.
e 4t %t HER2 P M FL AR % A7 HER2 FH 1 5L A% %% non—pCR
N BEHY B B U6 )T B R T A2 o, KATHERINE™ ™ 0
CREATE-X"' B FAT SH AR A RET HHLE R, IEEL
T ARG I IT 2 My 5% e 5 A SR s B9 e IR AN 8o

KATHERINE #7 52" & % HER2 FH 14 5L % J& NICT /5
BRERHAF NELEEZAMAEZ U XK ER
HEWIHER2 B B & FT W B L7, BT E
non—pCR #y £ # HATHANSE T . FHARILH A1 486
PlEE, RAA GRS X XK LB EIET,
13 3o 46 ) ¥ 4% O $1 HER2 H044 25 47 18 Bk 47 (antibody—
drug conjugate, ADC) B 3 #h % ¥k #4702 4T 5 Bh & 1k
BT MREZEBEAEANLRERER £ FH
(invasive disease—free survival, iDFS), % £ &
N, R, B X R BB A B 3 4F iDFS
KRG EAR T oh Z B EATHE(88.3% vs 77.0%, HR =
0.50,P < 0.001), Z# % FArkE78. 45 KE#
BEoR, 8 ZHEHA T4 iDFS £ 4 67. 1%, 1 B
F o F TR 7 4 iDFS & 5 ik 80. 8%, H A &
KT 34% e 7% 7% & & KX (HR = 0.66,P = 0.003),
F A4 RIS, % T HER2 FH ¥4 5L B %% non—pCR # &
#, KB EHHAACHYHATRABTRBE LN
BRI KETE. EWEZKERE
A By FUHER2 2 ADC 25 47, & 4T 89 I R K B
DESTINY-Breast05"" 4 & & 7~ , # non—pCR ¥y & % +
Bl TR BB T AL T R = X KB 4,3 4 iDFS
T A & 92. 4% F1 83. 7%, ¥ — ¥ IF 5 3 % non—pCR
BT P R AR M

CREATE-X # 7 | 4+ % HER2 FH & 5L AR 78 A %,
BAE T % ST 254 F B IR £ non—pCR B A 5
HEBNRAIEIT PR R R E . 1Z AR 4\ 887 f
AW BEXLEEYBERERRGYUTHNES, E
AR EEITHER L, KB HEZ6~8 4 AHHW
W FEMENLE RN, CEERTFHA TR, &
R BN, A JG F 5 b= 4 By 6 77 B non—pCR B # 5 4
T £ 7 (disease—free survival, DFS) Z (74. 1%
vs 67.6%,HR = 0.70,P = 0.01) 5 54 0S % (89. 2%
vs 83.6%,HR = 0.59,P = 0.0 EFKE, X—J7
HEZANRE SN ZAEILEEFEARE, &
5 4 DFS % i 56. 1% 48 7 £ 69. 8% (HR = 0.58), & 7~

T F 3 R AL A 2 5 = FA M SL AR JE non—pCR & #
WA XM E.

L BE B 4T3 B B % A non—pCR NSCLC A B35 77
RURBETEEE R, £A— , X FNICTEFERY
F i FUE T B B non—pCR & /& A B, B2 45 7 A 81 R
HIET AR, RABRGBRMAAAR TR RS, A\TTAH
BEBRMINRE R BRELEBERNG, RBE 5%
FRETHTRRA. £ RN BITHEY
wEEE ST TS, RTRARZd LR ER.
B EZHEREHE GRIEEADC Y, 7] KA+
EMREEEANT AN AT ELE, LFRART
B ER BN ETEANELE EHRKES
REETHE G EMA FELNRATE, X
— 697 BB A 9 #% NSCLC non—pCR & # i 7l 5 [ 3%,
RET RBNELERXGCIFALT A

3 HBNIRIRES  ZINLH ST iR R AV E LA

NICT /& non—pCR @ M- ¥ 48 & & AT 5 .2 W
B FEEN TS FE T R 2 5 8 T2, 1% 6
o b V8 20 B BB 45 A2 % % AT M AF B B3 5 (tumor
microenvironment, TME) ¥ b 3% % 7% g ", & B 5&
HrMdtE, AWML RETAENRIFEERZE, K
BT RFJE 40 MR R EN R R 1 T BT R AT WY 3E R M
., SREAMM AL, REET LY K TME 3
ANE W T 40 0 3h 48 w1 3 38 K RF I8 40 B P9 18 B % Sk Ao
FWmEEN, KM GNFHE N B ERFERE,
B, B2 40 JE S K 0 %% B B 0T 7 % DR IR
INERE M. 4B 4R 4T B NSCLC 4T 1 #Y 25 47
Bt & 3t & 5 it 25 HL#| 4FAE , & 1 T non—pCR & & B K
EHBBRATHFRCEIN S TMARES , =&
BE DR L E AR N E B AR TS A
(tyrosine kinase inhibitor, TKI) (& % % &) . 1
oY (KERE) ADC K54 X &FF MK
(bispecific antibody, BsAb) .mRNA J& & & % B %
3.1 ¥e@ TME EFAL: 0 R0 E £ w54 53
Zhan
311 MmEERGY - LEEER

REHERE—FESEE ORI FIKL, £ 2%
| WK &K B F % R (vascular endothelial
growth factor receptor, VEGFR) . & £F 4 240 i £ K
H F % {Kk (fibroblast growth factor receptor,
FGFR) | L /N # IR £ K H § % 1K (platelet-
derived growth factor receptor, PDGFR) % % %
i A E B 8 VT B i E R E TME,
A RAR # CDS' T 40 AL NK 40 JfL 4 ¥ 98 4. 9% 4 B 1a) i
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2 T R e AT R A T B RS R
T A 2 5 Ak non—pCR ¥ /& & & 77 12 9 1 & 53 % Ao
S % HE R AL

AW A PD-L1 PEMENSCLC 7, 2 B & BB A 6%
BREE TR EGERETERN TR ELEFH
o RTANEEA RN EERY . #— 2,
SHEFAHREARIF T L ZHERET TR
NSCLC H By R F # 71 . — Tt 5" &R, AR ENICT
TREM PBRARTAR, I B pCR F 14 57. 8%,
* %% & & 4% (major pathologic response, MPR)
EK66.T% AAXEANTEHEXRFERAIEFT
MRER,KERZRHRFEY XA RL LA LRI A
BEHRRNENITHF R 7 E, £ BEp(RERF
E38 1%, #—FRIETLZFHERKALETEER
FAEREZM . LRET IR T mR SR
T H B AL 5 B A I R Ak 2R, A BT A
BEWEEFRE T EBHEINHKEEHEFAR
(NCT06352008) , ¥ 7 % #Z & & il T NICT /& non—pCR
NSCLCEZFAEH BB, HERFEHNZ KT R E
# R PEIERIE .
3.1.2 ORWTHY:KERE

HRUIT A ERGHBIE TR L TR
— HEHEREE EFRIERE, BELFRA
A, AR ERET RBEHAE REEHET
38,3 A KA FRBEMIET, MR T & 58k
TEEDEMS . KERERK A4 KT EZNSCLC
REHBIETHERE A FEZ =", BT 4al el
NICT4 ARV EREXHERAHAE, AW ER
ML A8 ot & o, T K & w0 18 A 38 8 0 P98 40 B
EAR, SMAAM AR XM, NG EXETE
EHHHEHRARMNAERETTE. £TERK
HR*E-FRIETORKERENERLLSEER
B, B R PNEE, 0 R K & E A fE i A 24
EHPS 2408 ENSCLC EH I — & 3607, T %5
9. 1/~ A Wi mPFS, B BRL A%, WX R T, 1,
FHh4I7 (metronomic chemotherapy)fE A #. 3 . o
MRt skms, T EIRAE . GMANSHEX L E
By R MR nEERREETMEN £
EEA, GRS F S R Y N R, AALE R
BT E A B RK., BT — I E R
RUHAESE, T A O R K AR IE AT ENSCLC & &
M RS
32 HMRAMEB SRS %R E mAE: ADC

ADC A it J& 45 W 76 T STUB BN RU ST £ I, | 2
TERE TR EETEARERET =T 2B
R T A, AR HE B 5 1 A0 1R Y B8 e 4% O MR OB R A

MEE KT, & NEER NI E SRR
A ERDY, TR ERG,
BT HAMG Y, ADC BB NETHAEE A,
FETHENHEBRN”. X THEHARARNTE R
WA M 7 2 5 7P B T 2 AiF 8 2 A%, ADC 3K 2 4 B ik
B4 Bl 0 4 F T B T 4E BRI TR YRR, R AT R
REEEWEE, X — R E LS e RER
NICT & % W eh it 24 52 14, 2 AR AiF 98 40 B A JR R 348 1~
H% K B 6T R PR IE , & B B0 non—pCR & # % B 72 b
BT FERNAMENG AR Z —. % NSCLC
4TI B ADC 2K 2 4 B &% B TROP-2 \HER3 2 PD-11 =
AN B B, A KB ADC 2 R HL B w2
TEME
3.2.1 TROP-2 ADC:sac—TMT 5 /& ik 18 % # 47

TROP-2 & — F¥ 7E NSCLC 40 jfs Rk T )~ 2 & & 35 Y
FEREAERE, DR ANADCHY M E R L, EAEF
B 4T & # o TROP-2 W1 R & £ ADC 2 4 2 —
TROPION-LungO1 #fF % ™49 \ B #2385 id — & 92 Bk
AT B B R /S MENSCLC B, A b T B %
ERELTEMENTR. FREF, BEEZER
TR E®EEEPFSPFS: 4.4~ A vs 3.TMH,
HR = 0.75,P = 0.004), 18 0S & . & # # 2 (m0S:
12.9/A vs 11.8/A,HR = 0.94,P = 0.530), #
& V) F Tk ¥ 47 (sac—TMT, MK-2870 = SKB264) 2
B & & i1 5 — 2 TROP-2 ADC 2547, Bk & ICT 72 H
HINSCLC — 46T R H B &7 K. OptiTROP-
Lung01 #f 2™ & 7~ , sac—TMT Bx 4 PD-L1 itk — & 76
7 IR 5 & A [ M % 2 NSCLC #9 ORR 3% 66. 7%, DCR
92. 1%, mPFS 1% % ik |, OptiTROP-Lung05 #fF 77 " #
— S E 52, sac—TMT Fx & e 18 I Tk 22 470 4% v 1 3k &2
W% 2 B % % K PFS (mPFS: Kk % % vs 5.7 M A,
HR = 0.35,P < 0.000 1),12 4~ F PFS & 4 5| %
62. 4% 5 29. 0%, ORR 4 7| 4 70. 2% & 42. 0%. fE1F %
EWE . BV R LR —TFIHKEKIKR
(NCT06312137) , & # H R 18 18 F| %k ¥ 1 & &
sacituzumab tirumotecan ( & #¢ sac—TMT, X #F MK-
2870/SKB264) | T NICT J& non—pCR NSCLC & & #7 K
BB RBAIE T, DAt R Bk A 2 O x4 B, 1% B
RAELHZEE 6 AR ADC R IE T R G 18 IE
i
3.2.2 HER3 ADC: patritumab deruxtecan #u
izalontamab brengitecan

HER3 5 & 1 7% & NSCLC % 7% it 24 . ¥ 1] if 24 9 4%
ML Z —, FENICT JE R W 20w M o & R 3k, R4
HEBRAETHWEEZE A,
deruxtecan & #¢ 1a HER3 A9 X & 4 ADC 25 4. 7£ EGFR

Patritumab
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KA BB & BNSCLC F 3 & I b B 4F 89 4 b 8 v
P — TN AT B Z A K AT L R IRIE T BB
Bl NSCLC B # ® #f ®" & X , patritumab
deruxtecan 7677 J& B # B9 ORR 7 3£ 27. 7%, F (i 4% #&
¥48. 14 A ,mPFS % 5.5/ A ,m0S K3k 15. 24 A
1% 2 W 1 BT A0 S R 96 T JG it R B B B NSCLC
BREM, ANICT EAY AN RARET #
FE#% ., izalontamab brengitecan#& —##EGFR/HER3
W1BsAb K ADC, B ®l B & il 25 B F BRI W T
TR, — I/ 1B R 49 A 171 ] BE 4E EGFR-
TKI 7677 J& # R BN EGFR R X B HANSCLC B & , 4 R &
7~ ORR # 47. 4%, DCR # 81. 3%, mPFS % 6.9 4~ A , m0S
H24.8MA s HH RBEX LM EF ORR K
56.0%, mPFS % 12.5 ™~ A . L & #% #& & =,
izalontamab brengitecan & EGFR & 7 fif 25 A & &
EH 7, A HER3 # B 7% H B £ £ F Y 25 89 non-
pCR & F 2 7 @A IA 7T .
3.2.3 PD-L1 ADC:HLX43 5 PF-08046054

PD-L1 E 9 % 0% i 7 WA 0 B8 R, FE Tt 245 7% & B
J& 40 L P Fr 4 3 % sk 1k, $8. 18 PD-L1 B9 ADC 24 47 ¥] 52
P AE IR A Bk A . HLX43 & o+ B % 4t
& B ¥ 17 PD-L1 89 ADC, B 2 AR 1gG1 31 PD-L1 FfR
5 B 7464 5 A9 B 40 ) A 47 AR I K. 2025
FASCOF LA I b HEREES B, EREE
Z W R Z T B A EAIT K M BINSCLC & # (F frik
ITERE A IL)F, K2 mg/ke 7 & # HLX43 67 17
Bz 3 38 1% HYORR, mPFS £ K £ 5. 44N F , £ E %
FER W A4 A o, ko 15 ] 34 100%, B 3
WA NS EWA T B L 2%, PF-08046054
(SGN-PDL1V) A& #% %5/ 5] Bt & 9 ¥2 17 PD-L1 ADC, H
B IE 7 FF & — TUILHA I )R A 7 (NCT07144280) , *¢
ZADCE £ WM EF T8 — & ®IZ677 BT 2508
HINSCLC RHF TR E R 2K,
33 ¥em % At il BsAb

BsAb [ [ Bf 4% Rt 4 A AT F LR B R,
FAEH N E B AL, BE T A Bk % 4 e 5 e e 4a
i IR s i DR e - A R G
FEL W £ 4% % % 300 %) 38 B R 52 R 32— o A & 8 40
FIEITHIM 2G5 B, 2 — IC1 5 7~ £ S X W 25, # 4
B F % TME & 77 £ % f /2 30 {5 @ ¥ . BsAb ¢
% [7] B B8 ) 7 AR 3K £ A e R A4 1 %, 4o PD-1/PD-L1
5 VEGF \TGF-P % 1R %, )\ T 38 T2 4 FF 8 %0 & fL 25, 32
BT MR
3.3.1 PD-1/VEGF BsAb:{R % T4 2 47

R IR V8 41 (AK112) 2 G R AL Bl A8 X Ak 24 B
PD-1/VEGF BsAb 2 2547, [ [ & [FL i PD-1 A0 VEGF 15

S, - AW REARET AL 2 E
Bb, 7 — 77 E ] K E B R R I R R, 10 % e
1 A A, X R CE AL B B AR R, A 3 R non-
pCREHF & FE. A EA KN HHLE, ZEFA
Hi 4 B 5 A B FT & 28 47 . HARMONi-2 #fF 2“7 40 A\
PD-L1 FE 4 #y B #INSCLC & & , B R A T8 ¥ 41 5 e &
FBRERBHBTHATT AN L"HNUK,ERE
TRABERTEZFEKEZFPFSULIANA vs
5.8 H,HR = 0.51,P < 0.000 1), HARMONi—6 #F
5T 4 3¢ AT v B B HA 85 IR NSCLC &2 %, 3 Hu (R A 7 2
AT EEANRERBKAALT,ERET
BsAb Bk & 77 £ 7 B F LK PFS(11. 1A F vs 6.9
H,HR = 0.60,P < 0.000 1), H PFS 3 % 1% PD-L1
RILRARH,
3.3.2 PD-L1/TGF-B BsAb:SHR-1701

TGF-B 2 TME # X # By 2 Bk W& A F, [ FF T
LT R AE R R IR AN S E B, RNICT
R Em N E BN F & . T SHR-1701 7 [ bt %2
6] FEL i PD-L1 %% 6 & & 38 B 5 FH 8 TGF-P 438 %,
HENT RN E %ZI %, 774 T % —PD-1/PD-L1
8 7Tk 4 TOGR-B A B M EM X AR . X
b B2 1 SR e A R AR T TME IR 3 By % 3 A, TR
HAFBRnonpCREAG FIE T EHE A —FIH
A I A T B4 B SHR-1701 Bk 43k T Bk & LT,
4 DLF R FoT , B AT ILE SHR-1701 357 A~ F 1 &
IMAANSCLC T . R ER, BEXH M BB 46T
A 7 #9 97 f5] B 3 By ORR % 58%, 18 /> A EFS & %
56. 6%, ZHT R T 27 FlEEX F AR L F ,MPR £
ik 44%(12/27) ,pCR % ik 26%(7/27), B F R £ # 18
A EFS % 5 74. 1%,
34 RRBEER AR RRE G

mRNA-4157 (V940) & — F# & T mRNA & A 89 A1k
WHIEEY, R AR EREMETRE,
ST 4R AR EE R, [ AR E
NSCLCF K fk B Z B B F FIH ANE B A~5 R &
HFUHRAERAEEM, b2 KL AT
— 1 T HIERT R A RN 176l B 22Tk
B E e R (B~IVED B &, 3% 2 1 A4
B2, # % mRNA-4157 Bk & WA 18 7| 3k 2 40 s b 1 A 2k 4
MEHET . ERIETHFAGETHELERAER
(recurrence—free survival, RFS) F ff T # 2§ 4
(184 A RFSZ:79% vs 62%,HR = 0.561,P = 0.053),
RIAEHBRAICI TR E AR ER . £ T
RS R, w7 R EREE R ENSCLC B F A #
G, B oRT a1 A Bk 40 FR 6 mRNA-4157 R T
NSCLCH A TR E e R R EET B, 2 A RET
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NICT /& B non—pCR A £ (NCT06623422) fn B # ¥ 4T &
J& 8 Bl #9 A B (INTerpath—002,NCT06077760)
3.5 Fak A F & KB #h B 2 77 (post-operative
radiotherapy, PORT)

PORT & NSCLC /&7 3 7% & i M 0 A% O AN F B, &
JI BB HANSCLC 6T W E B4 R34, o 2 2 1T
EEEFEREY, Lung ARTHFE W ER, E5 %
4 Ay 97 4 R T, TITA/N2 #A NSCLC & # # 1T PORT T &
FEGHE,BEZHRFRNANICTIEIT AR, B
BILNICT Ja fF #E ik BB 45 7R & . MR V1 7% & B9 non-—
pCR & # 86 % A PORT # 3K 21 , 177 8k = B 7 s IR 3K 4B &

£, A —IER AL, n & KRR RAFFE
T — TUK PORT A T NICT %77 /& non—pCR #Y 11 #ANSCLC
B HIR 5 (NCT06878274) , Tl #A ¥] 4 £ & 3 47 FFS #
& 15%, B A R EEH#ATY , HARERFLHE
A B B 7R 9 M R ALIE T B9 = &, 4 non—pCR & F #Y
F AR R T IR e 5

YR & RFA BT ZEWIERE N EFRAT AN
ARG W BobE B X, £ T4 A P RTBE M IR R
5 IE £ JT B, & non—pCR NSCLC % Bl 58 4. 76 J7 #9 e
PR R R % B 98 AR B , B B AR A e R R e U K e
R2HR.

%2 4% NICT /5 non-pCR NSCLC RI7E TG PRI 36 SC =

IGHRRIEN S B T % I B 1
FUa-TRHEE 5O
NCT06352008 T3, o K22 2 e 64 TH:2024 427 H

TRIG A - 09 R Bk 5Bt + Sac-TMT(MK-2870)
Xof HRLZHL < VTR B Bt CHR 2R )
TRIEZH : M RIER 5 BT + V940 (mRNA-4157)
o HRZH < e R R BT + 22 B
PRIGZH : PORT %56 52 ik 245 [X 35,
TR T

NCT06312137 LI, BEHLFT T 5%

NCT06623422  II11, BEHLUEWFST

NCT06878274 11 1A, FEATLXS B 5

Tiih5E 202746 H
TG 202444 F
it 5e M : 2034 45 10 H
5 2024410 H
Tiih5E 8 :2038 41 H
TG 202545 F
Tt 5E R : 203042 H

4 RBEEFES THRRHBERWETEN

KA BRUIETRRUOMAELEREENE
FERBEMBIATKENZ £, ERERKE B
F 7% ¥ % M (molecular residual disease, MRD)
MEEA B e R, LIRS T
4.1 ¥ L mER 5K G A &M G (residual viable
tumor, RVT) 45§74 77 3% &

RVT 1 4 — Fb 1 42 09 € & 38 4% , /£ T 5 B va )T
JEHE RN A EEE RS B R HES,RVT
HOE A ETI AAEER AT B R T
EFSCAUC = 0.74), Tl 5 4 B % & & % : 0~5%.>5%~
30%.>30%~80% F1>80% ¢ 4 41 B # 2 4 EFS £ 4 5| A
90%. 60%. 57% 1 39%, E RVT & 34 /v 1%, EFS By X & th
AR WL 7% LRBERTFERG RS EE
THAEGHNET A F. B, KRB RN T EN
it F X B % — i pCR/non—pCR = 7L X 4 K, , ¥
RVT B4 21 X e AR AR 3 N4 R 2 B R 7 4
I AR I , 4T3 A Bl 9w B RORL 52 ZE T
) 4w, 4+ 2 RVT 18 5%~30% 89 & & (F B K &) fo
RVT > 30% 89 & & (% & KU ) & 1 A~ [ /9 4 Bl 5 AL
TRBE FAREBHANETAEAATEARS
& % R B9 non—pCR 4L, T 32 & #F 58 2 5 F 8 4%,

HEBT, ZATK G 2N TH, 5, 7EF¥
EMEE R HELITE, R EA RS E
REEN AT Z IR,
4.2 Y53 AF 78 DNA (circulating tumor DNA, ctDNA)
A BN 3R E 7 R T 09 AR Heds

CtDNA # I BT 52 31 %4 MRD 849 24 & & 61 & , 20
BRALEEFTH A FEEMAX", CheckMate
816 B 70" B # 4 W7 , A BT 52 B ctDNA V& I B9 NICT
B 5 F0S A 3£ 75. 0%, 1 A /& & #7154 0S F1X
#52.6%, 5% T MRDIK A TG ME. Bk, A
W ctDNA V& B 15 U , W] ) % B 78 06 9T B 5 A B
BRI REEESE, AJ5 ctDNA # 420 # Z MRD
BB, T E A BB T EERE. &
R, BI{E 3 4 B 3 K 5 9% 2 15 5 pCR, & ctDNA
o RSB, IR T R ER BB R Y, AN
WG TG, A, ctDNA o 5] B T 48 5 46 Bl
BTN HRA L, MBI ESETER . N TRE
# R non—pCR1E A J& ctDNA P 8 B, £ & & R [
DERM, TAMERRE FHEETENH R, LK
DAL BENENEAE, KkEF ARG RRL KU
CtDNA Zh A M U AZ 0, A B 1E R M SR A IE T 77
ZREFFRNBN S FRERSHSRER B
TRESTRE, RANKHEZFH R KE L,

are
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LELWRRTELKESLS EE ARG ctDNA 4 F
P & A N, BT 2 5T — & 1 B NICT /& non—pCR A #y
R ZEHBIE T RRER  ELRERY K

EnFREREUERAGRLET, BKkY) EEE
T F LR 3.

#F3 ETFRVTFctDNA BHELATTRRNE S BIR R EETR

RVIAE  MRDAE  HERKIRE S AR Sl
e B AR/ R R ICT [ A gg;zggfﬁzzgigf

43 Hhmis R RIEIRT S AL MR EY
4F % NICT J& non—pCR NSCLC A &% # 4 Bh 52 1L s
R, B N R ELLT 7 E
(DHFENE : ERRAEFRER LK E AR,
TR SE M RVT & 5% B AKF A J5 ctDNA P B9 & & &
AU non—pCR & % , A## 1R 5 1t 5 o 72 E A A B+ 157
PABRSE
(2) EWAr %A R RVT 2 ctDNA 8 5 TG
54 EREWMS, EERRFEENTNE £ PR
Wy, LB I B B vE UG . Pl 4, 1T A F 8 4 2R
% TROP-2 Bt HER3 £ 5& 34 A F DA F5 M ADC #9597 2%, =
1F & TME # B VEGF A “F DL T3 M 470 it & 3K 25 4 W
(3) Rl H7 4 45 . #E 15 5t EFS Fu 0S 46 3 8 4 77 44 5
B9 E A b, 4 ctDNA %5 PR 2 Fu TME 9 4. )% 40 B 0% i 19
REFT MWW =ZFHEEELH R THAREREL
WNERDOBNEAEENEREREAESHEN
A ATHRETIGTAAENARERERRE
FLRPE % A7, 2 % 5 KR 5 B A

5 &

non-pCR NSCLC & # & 7 & & & £ 5 . LHI T
Ja Z W IR B 5, &2 24 B R B AR OT R AR
REMA, DR T B BRAIE T R L BN
Fo i M, FUARE AR B3 3T 4F % non—pCR £ F B
B BALAE R (B] A HER2-ADC. H B b7 %), B 2 &
E2T7 BHEWE AR EFL L, HNSCLC H B &g
TRET SERE, HRTILRENCLCEAFES
WP R M, W2 R A FRER EEMTE
GFERENREZR S — BT T ERUERFA
non—pCR A# . NICT G E R ZMEELT S5 %
ERELFE AT R LM 25 %, R R

HRFEmE N NG RE R R ERE., H,HE
SAIE T R ALY B R — KA A
METEET O TYUESERE NS, BT
¥ 4 3E 2 XMt 24 i T 7 2 (4 ADC.BsAb & #) , &
EEMERXBERRZENT AN EAGEE
R VE B 7R B R M, SEILT 2 BB MR R VE TR 5
WMAEH AT E R,

J& 8 & % ,non—pCR NSCLC % Bh 32 1t 16 77 H 2
HEAEL 2 EA ANAERUN ARG ETHEX, @
A4 RVT 89 & 10 3237 £ A7 ctDNA B9 MRD 27 25 M ),
EHEENEE L BB ERE, h £ R
Wiy RR R REENRE . Kk lE KRR
FREEGRENIGES FTEMGEY, B FHA
24 1E AL 5 BR A B R T 2 R B E LD, 22
ST BT OAE I AN ) A ET N E T ARG
R, BERERESMH, FLHEE ST\ KW
non-pCR NSCLC B F W K A F. Z 7 @AW ENE
R ESN T VIRNSCLC Bl F A BB T RRAK
REREEZNME,
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