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Fig. 1 Primary immunotherapy for lung cancer

Bl fENEERETE

1 ERESIMEF (ICISs)

G PERE AT 55 (immune checkpoints, ICPs) J&
B RGN IEH A RGBSy, A 32 IR - B AR BAE
HEEAAEAS S, A eEmbiES, s T4
LR o) BE S e W BN, B Ik s diif . (2, A
Jed 2R A 2 1 FH A — ] e R ke i it S i A LAY 7Y
A MIFE T, HAjC KM ZFICPs, HHFE)T
PEFET-ZAK 1 (programmed death-1, PD-1). F&f¥
PEFET-Z K- /K 1 (programmed death-ligand 1,
PD-L1) . 4 Ml 2 ¥ T bk I 40 B A7 ¢ 5t )5 4

(cytotoxic T lymphocyte-associated —antigen-4,

CTLA-4) . T ERE LB EH 3 (T cell

immunoglobulin and mucin domain-containing

TIM-3) . HLA G Bk R ITIM 254
W T 40 B B3 52 & (T cell immunoglobulin and
ITIM domain, TIGIT) . B I T ik [ £ fifd 5 sl 71
(B and T lymphocyte attenuator, BTLA) . k=41
il 7% 16 & A 3 (lymphocyte activation gene 3,

LAG3) . T4HMLIE AV 4504 58 G Bk 8 F il
¥ (V-domain immunoglobulin suppressor of T cell
VISTA) H1CD200 % ' (% 1), H

protein 3,

activation,
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Hi, PD-1 M1 CTLA-4 /2 HATI e 2 A9 ICPs, PD-
1 (FERON TN 1 3%38) 5 PD-L1 (g 4 fiig
FMRE A SEAR DCHE R AN RIS ) A EAERT AT LA
FE LIRS FERLN T AT e . CTLA-4
FEIGAL) TanM rp ek L, HaEad @ mhasa
PrFE M (antigen presenting cell, APC) i
) IE ) L A CD80/86, T 4+ M BHL W 3 3 98 A2
CD28 5 CD80/86 45 &, X T 4 Mu i fk A fg
A SRR FH o oAt TCPs (AL ) BIF 58 0 07 T 9%
838 2o B0 S A 7 2 A3 M G 2 L i S
fi4n TIGIT 7] L5 HCEL{A (CD155. CD112) 454
I T 4R A0 B SR R4 B (natural killer cell,
NK cell) FrFB%ER N, TIM3 FILAG-3 7] DLt
T I RERIG IR ARBAE 0 A, —2iR
Y7 Wil e PRI 1) e PE R A 0 o0 T e v, il an
IL411, NKG2A fICD73 % . Zhu 5§ ' i o i i 1)
RESCIGUESE, ILATL AT DL i 380% JAK/STAT 3 i,
R R R AR A PD-L1 ik, SR S ek
I L I PSR 20 5 AR RN P TR P . Herbst
B —I0 TG ARG 25 R ow, FEAS AT DI BR
() 1 #§ NSCLC & # ', Monalizumab ( T
NKG2A) B4 Durvalumab (311 PD-L1) AY% W2
fife MG P RAEFEMH KT 5 B AE
Durvalumab (35.5% vs. 17.9%, 72.7% vs.33.9%) ,
Oleclumab (T CD73) BX4 Durvalumab fY % W 2%
fife & F UG HF AR A Wt ¥ R T S B il
Durvalumab (30.0% vs.17.9%, 62.6% vs.33.9%) ,
It B PR 7 B 09 4 4P 5 s i B Durvalumab [
L8 —TIF EURR 25 1) VI I IR i 56
(NCT05431270) IE £ ¥ f& Mavrostobart ( T
CD73) b fdi FFAIS PD-1 301500 sl Ak 7 156 A0
167 NSCLC FlBR IR 548 Bt ds 1 &2 2k . T sz
RSN I1F . AREERRIEI TR

ICIs 3 i3 BH 11 ICPs 5 AR R 85 11 455 ok B 1k
TEME SIS, DT T 40 2% 2 543 e 440
MR o ICTs JUAE T Bl AR L W 301 sl B8 1k
NSCLC &34 Fifbyr J5 1 SCLC 4, A yEih
JPARGIE (AR FIZEZad fsl | I i R e
. AR RGN R A o At A R
REFEHIOTE SRR, | RIS e sl by . H%e
MRS DI REZ B Ae B RS Al . 4 R 2 i P
RIS IR . B PR 2
ORI . WPLHE) EEARES M ICISIRYT .
PD-1 4115 (41 Nivolumab) =f PD-L1 Pl (4N

Atezolizumab) 7] DL i FHIWr PD-1/PD-L1 3 %, 14
SR ML g fr) Bz I 2 1 Y, AT 2 R
5T B 2T 1 © Bk B 555 5 1 NSCLC 1
PREIRIT T4 0 Lin%g Y i — IR | s
FFhRs . -6/ I RS (NCT02608268) 4%
B W 5, Sabatolimab ( Hi TIM3) Bt &
Spartalizumab ($TPD-1) 7E#HH NSCLC & 3
B A B BT vE v, B 2 M R 4. Cho
&P =T 2t o R 2 L TG IR IR
(NCT03563716) %% 2R £ W], Tiragolumab ( T
TIGIT) BX4 Atezolizumab (4 PD-1) £ PD-L1 [
P mMAREZATY . B R B NSCLC
W B UL A R MG R A A B T 2 i &
Atezolizumab /7% (B WMZZ#%31.3 vs. 16.2%, T
NAAEIA 5.6 vs. 3.9 H ), FF AT BN 32 M R
U 224k 5 g ] Atezolizumab %2 4= 1 AR
. —IZ . JFbRE . Tab G R 5K
(NCT05789069) 1F7E HFB200603 (#TBTLA)
B i F e 5 Tislelizumab ($7L PD-1) Be&{di G
7 M NSCLC [R5 1 % MR 22 % . — 00 11
It KI5 (NCT05787613) 1FAEIFAE HLX26 (i
LAG-3) Bt Serplulimab (#T PD-1) F14kJ7 7E B
BEARIBIT I HINSCLC B & TR Ay a . et
it 5. HMBD-002 (HTVISTA) E7Esh¥tslrh
BEUERAR] DI R A, BN OB AR T — 0
Z o R E DTG R K B
(NCT05082610) , ¥4k ok {ifi ] HMBD-002 5% 5
Bk & Pembrolizumab ( #if PD-1) ffi FH 7¢ i 1]
NSCLC &5 bt g i vk

R ICIs CAEIR RSB rp AR 20 2 W, HI
SAEAE—E R R . R 2280 8 B 4T ICTs AN
B, I H R Z30% 5P NSCLC & H120%
()1 1 SCLC & 4 fE % M ICIs H 3k 15 F5 A 2%
b 22 ICTs FE R TR YT TR AE AR I 2 1k ] g,
M 25 HL ) 8 w5 22 A J7 T e i R T A 4R
(tumour microenvironment, TME) F1/J APC.
Y220 M RN S e 20 B A 25 A B O mT BB 2 5 3 241
A 2 I AR rh TR S L A SR AR
mE T HHMEAEEE Gk
histocompatibility complex, MHC) ., $rJREis4%is

(major

#£ 1 (transporter for antigen presentation, TAP)
HB-2 13Kk E 1 (beta-2 microglobulin, p2M) Y

RAF, RECHPURREEZ . T AMEICE RS
JEPUS A 25 PR 724 Y, Gettinger 45 ' W55 3R
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W1, MHC 12853 FHU5UN T 52 56 Z 402 1CIs VAT 3R
FRPEm G AL 2 —, et/ BB ag s p2Mm
2 FHEMHC IR0 73R, TAEICHE I
Ji ggg e S, AT AR T 2 M . Ak, Wnt/B
-catenin, IFN-y F5(55-5% 538 [ 1 S o L2 5 | R il
g BB X ICIsJRYT I 245 . i, Kerdidani 55
IR RN], Wntl {5538 18 OB SR 4 (9
Ak PRl 5 PR >R 175 i g 1) 35 1 M T 2 . Memon
S5 27 B, NSCLC f 35 XF PD-1 41 70 (4 3R A4
M 24 5 IFN-y e A2 32k EiA ¢, JF Bk
WL A1 DNA B 5 i A 5L 1 12 3 1 5 PD-1
R SRAFPEM 25 A5G, R, TIM3 8040
PER AT &5 (alternative immune checkpoints, AICs)

AR 1 At W] S BUICTs YR YT I 3RS R T 24

Chen 55 2 fifF55 & B, X PD-1 #5176 T7 T 5 i
I NSCLC F8 3 B IfLIH TV L TIM-3 962 L S v
S . Si8b, M I RAL () S AR PR R 25175 S ik
H 155 A F-1o (hypoxia inducible factor-1o, HIF-
lo) A2 3F 40 i #b B (extracellular adenosine,

eADO) I Il 4 W K 4 K W F (vascular
endothelial growth factor, VEGF) il $t i 42
BE, MNIMTFEL 25 2, Tkeda 5 ) BB, R4l
41 h ) 28 B /& DNA (mitochondrial DNA,

mtDNA) 748 452 ICIs 1677 1 NSCLC S Him
ANRMEE ., T7E A YA AT G52 5 ICIs 1)
BITRN . AR, SRR AP 2 e
FARLL, HFEZhiA R IR i B Y ICIs YRy T I
N2, XA RESE T4 R R B B R Y A

*1 HoRERER

Table 1 Selected immune checkpoints

g s
s Thee LR S i o 5 A s R/ —
i SCHR
THHfMI. BN, EARTAE. 5 SR T (Sintilim-
PD-1 | T4H AR IS 1L PD-L1. PD-L2 33
BT i, msem ab) [33]
M. B, WER4M. B e AR L B §
DL R TN BATM. #E9R40M. B _— FEARFIILHPL (Dur [34]
) valumab)
- il T2 i P 138 ;i lim-
CTLA- i THH AR 35 AL F S T r——— - & AR P (Tremelim [35]
4 54 umab)
TIVL3 T B T4, B4, HARARXGAE. W Galectin-9. CEACAMI1. HMGBI BOBALDS 0361

FORANML . EWRAEA. AR

TR R A A

TIGIT a T4HM . H R4

MEIBAM AT BT TANM . SR, A

BTLA

R4 5 1IN PR gl Nuak 2 ]

PS
ZILMA P (Domva- [37-

CD155. CD112. CDI113. CD114

MFEITHMEL . B T4, BRJZGAME. B4, 2% MHC classll. Galectin-3. LSECtin.

LAG3

SERME . TR
. B SO, .
VISTA 1| THH Y
BT i, s b
11T 1E SR A
oo AR R . BAIN. BRI

R

nalimab) 38]
[39-
HVEM HFB200603
40]
HLX26 [41]
FGLI1. a-syn

[42-

VSIG3. PSGL-1 HMBD-002 437

WO H B (Samali-
CD200R [44]
zumab)

PD-1: BFPESET 52141 (programmed death-1); PD-L1: FJFPEAET-SZAAMLIA 1 (programmed death-ligand 1); CTLA-4: Afif#EPETH#EE
A HTRS (cytotoxic T lymphocyte-associated antigen-4); TIM3: TG EkE 1B I3 (T cell immunoglobulin and mucin domain-
containing protein 3); TIGIT: EAGHEERE FIAINITIMZEAS IR T S8 Z K (T cell immunoreceptor with Ig and ITIM domains); BTLA :
BAITHR LA 59857 (B and T lymphocyte attenuator) ; LAG-3: WRELANTEfLIEF3 (lymphocyte activation gene-3); VISTA: TZHME{Gfb
AV ESF I S e BR AR IR R (V-domain immunoglobulin suppressor of T cell activation); PD-L2: FEFPEAET A AR-2 (programmed death
ligand-2); CEACAMI : JIEHTIEAN A MIZE B4 F1 (carcinoemryonic antigen-related cell adhesion molecule 1); HMGBI1: Eil# RikE
F4B1 (high mobility group box 1 protein); PS: WilRHE22 &z (phosphatidylserine); HVEM: iR AR5 (herpesvirus entry media-
tor); MHC classIl : 11 28 FEZH LI AR 4K (major histocompatibility complex classIl ); LSECtin: AT H I 4552 Py B2 201 il B 45 28
(liver and lymph node sinusoidal endothelial cell C-type lectin) ; FGL1: ZF#E& HIRFEE 11 (recombinant fibrinogen like protein 1) ; o-syn:
o-ZEfl% 1 (a-synuclein); PSGL-1: P-¥E&EZFWHAE FIACIARL (P-selectin glycoprotein ligand 1),
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Z=ihkE, % WERRiaTT 5.

BER = [EAREENE, M. . MR
RS RS ICIs IR YT I 2574 5¢ 20 SR
PG T EBR R BT R S B0 A B T GE ICIs iRYT
)T 245 )

AN, JE MR A ff (tumour mutational
burden, TMB) 84 IAE N EYIbR EYI R IX 5
Jiti 98 (4 TCTs S & FEE S i 2, AEARTH AN 6% AT
HE, JCREAEIm RS s UV, T PD-L1 #R3kK
SRR e v T RN A T M A bR R ) R
TGRSR, (HRBCRAIR, 23T fEn
TETT BN R AE A B i, —SERESRY
EFER IR R A AE R i W K 5 PD-L1AHSS
&, Bl an w5 E 5F 48 20 (prognostic nutrition
PND) . 3% #H X A R FH £ (immune-
related adverse events, irAEs) #1% DL S HP Rz 41
M2 5 k40 i Lk {5 (neutrophil to lymphocyte
ratio, NLR) 5§ %/,

2 PhERRETREE AT

Jigg e S PEBT R [ 36 7 SR A T SR s e e
J& SAEAEM R FE N L R B MR O R A iR
SRR, IXRTIEAE — R b nT DLl s 20 it
AR TN 1, PE i R A AR R
SRR Ry T ICHSE TSRy AR e —
LARIT AN SZ (I . SR vEie 83, A Rin
Y7 AR S R R NS o B MR 4 R
PR 23K A AR TR B UK 245 ) S AL AR B S R AR
(monoclonal antibodies, mAbs) . {14 -2 9 4 X
¥ (antibody-drug conjugates, ADCs) . XURE S
Pk (bispecific antibodies, BsAbs) FJi & PE 4%
ZE-PURMEIELY) (radionuclide-antibody conjugates,
RACs) %%,
2.1 BEEHME (mAbs)

mAbs H HL5E [ B 41 AR, RS R RAESE
BB AR o ) R A R SR el KA B
() mAbs S BT A K K P2 85 575 (HiE
BLED . AMARE R AN EEE (DL . TR
R AN EAE (RIELED AR 2 i
M FRd i EErE (REEPLED 2 FLEE T
YAFET ', PD-1. PD-L1 Ml CTLA-4 B /& ICPs,
A 2 e 4 3R T R A n MR R e . BRTE
A5 5 E a2 ah R B R (ULS. Food and
Drug Administration, FDA) b FHTFiA)7 ilifig 1
mAbs W3 2. W5 DA B0 T I & HoAth mADs,

index,

i Tarextumab ( # [ Notch 2/Notch 3) .
Demcizumab ( #8 [7]Delta #£ B¢ /& 4 (delta-like
ligand 4,

DLL4) ) %, X248 mAbs 7EIlfi R IR 56 o e B
Hh—E MR T T 7

S mAbs TE I 1GYT T B 2 S T —5E i
R, (BTG E R B A . mAbs W] BEYE KA R R
N, WOEBESON . MoK 2. BImEIEk
NS R S v i U U B €
mAbs {07 HUITEE A o AL, mAbs B AFTETH 2]
PEIR) A, 51 200 it s 200 v 7 MELC 5 PR 98 78 547 Dt
I TR AR BB IR 25 ] MHC 3 F iU K3A, fifi
B E ZR GERE LIS DIV [ iR A0 6, X 0 e e
ik . K mAbs SASY . Y. TR 25
(91 G s BRI T 5] ) 3 o B B ey 7 i K
BEH], BRSSP R, ST AL
22 HE-ZWEEY (ADCs)

ADCs 1 PEFEIE S5 5 IR 4 i 22 T 470 J5E i) B e
BEBTIR . e 7 AN ML EE R 25 W) A R AT X =0
Z . ADCs H BT REBTAAR 5 IR 2 | 4 S
PERIKH YRS G, RIS ADCs /M8 4 i
1, SEHEARE , AN R 2 WA R AT
T B AN AE T s T il b 2 E 1Y
ADCs L S AL 46 N KR A K722 4K (human
epidermal growth factor receptor, HER) 2, HER3,
% 3% )2 40 M 2% T P )R 2 (trophoblast cell-surface
antigens 2, Trop2) . ZH Ml [a] i I ¢ %% 1k K+
(cellular mesenchymal-epithelial transition factor, c-
MET)

AU BREN B A AE WF 5 A ADCs 2
i Delta FEFRAA 3 (delta-like ligand 3, DLL3) 5%
AXL ¢ CD56 7 JEIRBT ISR A K R R o1
5 (carcinoemryonic antigen-related cell adhesion
molecule 5, CEACAMS)

[38) 2%  Trastuzumab deruxtecan (T-DXd) J&%55
— M FDAHLIE (20194F 12 1 20 HJdtt, Hudliok
H https: //www. fda. gov) H T i ¥7 NSCLC 1Y
ADC. i (2019~2024 %) #43&F ADCs H il
PRIRIHST W% 3 ($lE>k A https: //ClinicalTrials.
gov)

ADCs TE IR 7 fili 98 757 T [) A7 8 — 5 19 Jy PR
PE, Bl B BB AN | T 2 PRI ER E TR A
ADCs Wi 5 WL B B2 5%, W KA IR 256 1
55 . PUSRBHUANILEDS . AREME RS | Fe
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B (B EsE (HEE) MtEE X)) i
() 240 i R A ik R sk 55 DL SR T AR S R FE AT
IS AR YA IAYT . SO EA AN R
(2R BT & A 38 38 Aar 247 ) 2 T 245
PERITETE 715 . ADCs 782015 I T A2 PE R A
X2 T BOA R L R R R B .
VALY 254 CUBERA SRS ) ok
P& 15 ADCs ReE PE AT AT B TR B we e
2.3 WEFFRMEHUE (BsAbs)

BsAbs /& T FLIIR G40, BAPAAE R
i A aErE, TR AN [ PR . BsAbs AT
PG Fe 7 NS, A Fe X 1gG A RUFITE Fe X
AR IgG AR I . FERREG YT, BsAbs 2@
N G A 5 e A BT 422 LA SIS 30 i [ 20 R R R
(CAIBURE S PE T A4 G 4 ) o RIS BT A5 1
S AT ol g A= . R o) LR A 5 o LA
B P N IX = A ML & HE B AE R
Amivantamab (¥ ]a] % 7 A4 K K732 4K  (epidermal
growth factor receptor, EGFR) Al c-MET) ') 2%
—PEFDAHIEIE (20214FE5 A 21 HakHE) M T4
JF¥ NSCLC (1) BsAb, Tarlatamab ( # [5] DLL3 #0
CD3) 24— -4 FDAHEHE (2024455 1 16 H 3k
#t, BdE ok A https: //iwww. fda. gov) H TG )7
SCLC ) BsAb.  HAWHIT1H77 il i) BsAbs HAEHT
5¢HY, 4l Sotorasib (2021 4F 5 A 28 H 4K FDA it i)
il F AT KRAS G12C #: M 5825 i NSCLC i #,
Bafisontamab (# 1] EGFR fil c-MET) & HH TI67

A1 EGFR 578 W 0 et /o 3 i) (2019~
2024 4F) F#4r T BsAbs Y i A1 56 5F 58 WL 7% 4
(Bl A https: //ClinicalTrials.gov)

BsAbs 15 i 6777 H U b 35 1l e ] e i
6 i 22D e S S PACRE 1 A e [ o L A
BRI RGIE A RIR Y BERE, X 2E SRR
il 7 BsAbs [n] Wi 1232 LA e T A ML i i . 5
FAb SR 7R A BT i 15 Bs Abs S g v
AL B FT 480 A S IO o 3k — k1 T T AR R 5 R
BsAbs WAFTEA RSN, A9 40 2 i R 5 e il 2 5 ik
(cytokine release syndrome, CRS). K7 FiZS[H T
AbHE: H AT S CRS BIBRHEIR Y Tk o SR B ot
[T 2 A5 2 A ] BsAbs IOHT IR RCRIC A T i —
AT, AN, HRTRERS TR BsAbs 1577 SOV Y
AWIRREYIARD X AT RESE TR AR S
JRH O PRI, 2 A RS ok i SR
UEA G H LE AR S
24 MSHERE-EEERY (RACs)

RACs H O 1A% 2R R o) B A IR 20 1
RACs H BB AORE i U1 O 4545 e e 240 L= S
FIRBHOGUIR, RO PR R ok B R AL, ik
SPPPERZZR St H B A SR RS e 400 i ) DNA R A
REPER T3 At 0, FebJed 0 M A0 47 = 2 M A
TAFR o3 TR RN A0 LA MRS h O S i AE T
SARGS G, T I 55 WL SO 75 A8 R 4 iR At
T2 Y, TG 9 RACS 4 T il ARk
5 Wy Br, i T g FDA it #E /Y FH T35 o7 il e B9

&2 FDA#tERATIRTTIEN A R ERE (E&ICK)

Table 2 Selected FDA—approved monoclonal antibodies for the treatment of lung cancer (including ICIs)

iR HUbR it A 7Y AR
AL T (Nivolumab) PD-1 E ANV O AN O FI £S5 (Bristol Myers Squibb)
PRI ZR S 4T (Pembrolizumab) PD-1 AE/Ngr i /N R e ZRVP 7R (Merck Sharp & Dohme)
Ra[ % FIZR S4BT (Atezolizumab) PD-L1 AE/NgH M i /N R FEFZE v (Genentech)
FEARFIICHEAT (Durvalumab) PD-L1 e Nl /)Nt P s Fif iR (AstraZeneca)
PEKEFI 54T (Cemiplimab) PD-L1 /NG i it 4276 (Regeneron Pharmaceuticals)
RUCAR ST (Ipilimumab) CTLA-4 AE/NgH M i /N e EI i 575 (Bristol Myers Squibb)
i SEAREHT (Tremelimumab) CTLA-4 AE/N2 i Rl FIBE (AstraZeneca)
PEZE T (Cetuximab) EGFR Ak /NG i g JeyiE (ImClone)
fiif & 2 Ek H471 (Necitumumab) EGFR Ak /NG e ALK (Eli Lilly and Company)
TA%FRFPL (Bevacizumab) VEGF Ak NG i e FF 2250 (Genentech)
T LT (Ramucirumab) VEGFR2 /Il fili e ALK (Eli Lilly and Company)

FHAEK A https: //www.fda.gov; PD-1: FEFPMESET- %K1 (programmed death-1); PD-L1: F&FHAET-Z AR &1 (programmed death-
ligand 1); CTLA-4: ZHAERFPETIHRE AT SEHTIR4 (cytotoxic T lymphocyte-associated antigen-4) ; EGFR: R f 4K IHF3ZIK (epidermal
growth factor receptor) ; VEGF: [l W 4K IHF (vascular endothelial growth factor); VEGFR2: [fL45 PN A 4 K [ F 3242 (vascu-

lar endothelial growth factor receptor -2) .
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RACs. "'T-chTNT Z7A5 H [ E 5 245 i B 8 1R
FHE I 14 FH T 36 97 XA e O 9 P S A 2R -
RABERY) ', 25T 20074F 1 H LT

RACs 7E i {677 H 14 Jsy B = 224 T i 4H

S AE 7 W 3 AR F) 3 K P B A L 8 9 RE A 1)
RIS X AR 24 2R R e R e
PERZ RN, W TARAGIHIPRCR | e ik

FIE I XL U T B 2

x3 EHESRE-AMBEBEYIEKRIEHR
Table 3 Recent partial clinical trials of ADCs

NCT%i 5 L0 ER by BRI B PR WS
NCT04681131 BA3011+/-PD-1311i] 51 AXL T ER Nl
NCT06003231 Yidi P2 H BT (disitamab vedotin) HERD I W EEE A RS IR/ N )
NCT06496490 TQB2102 I e I A El R A 1 Al /N 2 il
NCT06303505 TUB-040 NaPi2b Ilaf¥] JE/NH i i
NCT05460273 A2 YT (Dato-DXd) VIDY B3R /N i
NCT04940325 Ik B Trop? IH) WG BN T DI 0 Al /N 2 e
NCT05687266 Pk Tz AR L. R T ey S eE S0 sl M = /) 20 it
NCT05941507 LCB84+/-PD-1311I3 I i S AR
NCT06549816 SGN-B6A TGBG T IASEARE /NG )
NCT06012435 SGN-B6A+% P3¢ I AR/ e
NCT06555263 STRO-002 I WA B R Al /N2 ff g e
FOLRI BEAT
NCT05797168 AZD5335+/- DU ER Hi4. AZD5305. R IMMadf] WESHSEAAR i)
NCT06203210 Ifinatamab deruxtecan (I-DXd) Y &R/ iliE
NCT05280470 Ifinatamab deruxtecan (I-DXd) =N I iz N i
NCT06362252 Ifinatamab deruxtecan <I_EEXd) + R 5 F Bk B+ R T/ T35 N
NCT05652868 MYTX-011 -MET UM R¥Bmelil. &R M sl R vk Ak Nl i e
NCT05865990 Patritumab deruxtecan (HER3-DXd) HER3 10 AR/l
NCT04925284 XB002+/-44a ]t 4t TF U BIHsEfs (AR N0t
NCT06074588 MK-2870+% V4 ftl 2€ /45 5% i 9 EGFR  IITH] S sl 4 1 =l /DN 400 Mt
NCT06238479 LY4101174 Nectin 4 Ia/bl] SR BRSGBARS AL A

e )

F3KHEK Ahttps: //ClinicalTrials.gov; PD-1: FEIFESET-Z4K1 (programmed death-1); c¢-MET: Zfifufa] 5T I e #54LHF (cellular mesen-
chymal-epithelial transition factor); ILT4:. Bk FIRESE 44 (immunoglobulin-like transcript 4); HER2: AR A KA F3242 (hu-
man epidermal growth factor receptor 2); NaPi2b: FAMKHME#EREL 4512 & 2B (Sodium-dependent phosphate transport protein 2B); Trop2:
IR ZUNME R HUE2 (trophoblast cell-surface antigens 2); ITGB6: #4426 (integrin f 6); FOLRI: MR3Z1A&1 (folate receptor 1); c-
MET: 4l jfga] 5 b iz #% L ¥ (cellular mesenchymal-epithelial transition factor); HER3: AZ&#E A KK F 3243 (human epidermal

growth factor receptor 3); TF

Notes:

. HHZIAF (tissue factor); EGFR: A HF3ZK (epidermal growth factor receptor)
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Table 4 Recent partial clinical trials of BsAbs
NCT%i 5 W7 H bx HUbR LR USIESt PR
B &
NCT04995523 AZD2936 PD-1. TIGIT LI I S B A% 4 AR /)Nt o fili e
NCT06467500 < JEF| ¥4t (Cadonilimab) +1LJ7 g i;zﬂ%wlsﬂﬁtﬂﬁgyaﬁ%mEﬁﬂ%%wéﬁm%
NCT06424821 R e BT I PD-L 1A R 6 S0 A /) 4 P e
NCT05816499  REEJeF| i+ Hle. L bk Dol . CTLAA To/T W IR/ i)
NCT04606472 SI-B003 JE I C SN}
NCT05377658 REE BRI RIHEASEE. R TN AT A T-TILA S 4E /N0 i e
N PD-L1FAPEATPIERIIB (>4 cm) -1IIB (N2) M
NCT06532591 REJRFIRHHERE. R 11 .
NCTos299125 /7 % ML CAmivantamab) -+Hi: £ I EGFRIEAS ST Ko Fo A N
JB. Rk ihs

NCT05845671 455 % M dyi-+ B S RSB 4M1 71 EGFR. ¢-MET 1/1}{] ;;:;;ALK‘ i G Zlaliilds
NCT04868877 vy . e
NCT04930432 MCLA-129 - SR AR/ it D P47
NCT05780307 IMM2520 PD-L1. CD47 UM MeiHseiR R/l
NCT05420220 KNO46-+§i & & Je PD-L1. CTLA-4 IIH WA=l N0 M il e
NCT05102214 HLX301 PD-L1. TIGIT VI J=&fuse a1t se i (AE/INAt i)
NCT04777084 IBI3 18+ % Jé PD-1. PD-L1 I RGUAIE/INA0 fu il
NCT05180474 GEN1047 CD3. B7-H4  UTlalf filitha
NCT05360381 HLX35 EGFR. 4-1BB D MHEim it seis (il
NCT04931654 AZD7789 PD-1. TIM-3 VHaff ML (AR Nt i)
NCT05117242 GEN1046-+/- ] 1 FI| Bk B HT PD-L1. 4-1BB I B REMEA VR RE AR Nt i il
NCT04140500 RO7247669 PD-1. LAG-3 D Wead e IRl
NCT05788484 CDX-585 PD-1. ILT4 D MR (AR g i)
NCT05805956 IMM2902 HER2. CD47 VI FAHER2MIMEHASLRIR (i)
NCT06361927 SSGJ-707 N 1] PD-L1RH P A 06 A /)N o il
NCT06412471 SSGI-707+1% 3 M1 ZE . 41 I Il /N2 M il s
NCT04695847 M1231 EGFR. MUC1  IH] Weifsicidoms ClE i i)
NCT04440943 CDX-527 PD-L1. CD27 D HEIEMERR IR/
NCT03752398 XmAb23104+/-fFH LA Hdi PD-1. ICOS |El R G S ) =
NCT04881045 PF-07257876 PD-L1. CD47 U WeIHERER MR e/ i)
NCT03849469 XmAb2284 1+/- I T FI| 2k i i CTLA-4. LAG-3 U st ()
NCT05116007 AKI2HRFBIAT . R PD-1. VEGF  Ibfi )& Wi/ it e

F4B PGk Ahttps: //ClinicalTrials.gov; PD-1: F2JFMESET-Z K1 (programmed death-1); PD-L1: F2JFPEAET-ZAKEAL (programmed
death-ligand 1); CTLA-4: AHAEEEMETHKEANAEAHICHTES (cytotoxic T lymphocyte-associated antigen-4); TIM3: TS ER S HBh 8 A3
(T cell immunoglobulin and mucin domain-containing protein 3); TIGIT: HA R A HITIMZE F L TN Z 4K (T cell immunore-
ceptor with Ig and ITIM domains); BTLA: BAITHKEL4HAEEEIEF] (B and T lymphocyte attenuator) ; LAG-3: #RELANIEIELEEF3 (lympho-
cyte activation gene-3); VISTA: TG AL VA I o BREE H A K T (V-domain immunoglobulin suppressor of T cell activation) ;
VEGF: M4 M)A FF (vascular endothelial growth factor); c-MET: Ziffd[a] it I Jz 5% 4L F (cellular mesenchymal-epithelial transition
factor); ILT4: HERRE FIRERE F474 (immunoglobulin-like transcript 4); EGFR: R AE K [FF5Z21K (epidermal growth factor receptor) ;
HER2: AZEF A4 K HF3ZK2 (human epidermal growth factor receptor 2) ; MUC1: Zi&E -1 (muc-1); ICOS: i 51l 5
F (inducible costimulator) ; ALK: [HIZSMERKIIE 4G (anaplastic lymphoma kinase) .
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3 IgkRaTE (ACT)

ACT i o $2 OB R N Sz A, EARSh
HEATHE D AR GE A G S Il 2 AR, i
S A 70 20 R A AR S U I % 93 e T 240 L 7 e
1, LB ) H . & A ACT 45 i
Jod 32 T R 40 B (tumor-infiltrating lymphocyte,
TIL) J7 % . T 40 M 32 K .72 T 40 i (T-cell
receptor-engineered T cell, TCR-T) JrikAlim &
J3Z K T 40 e fe 3% 73 J7  (chimeric antigen receptor
T cell immuno-therapy, CAR-T) %5, ACT E7E M
2R G g O T T o A il A S A
HTS AL Tl PRACEG B B, JC# FDA L] T i
FEIBIT B ACT, I (2019~2024 4F) #4rKT
ACT mylim RIS pF 92 W3 5 (%4 >k A https: //
ClinicalTrials.gov) . ACT & H FARMEIRY Y R IMEA
it 52 A g B R, A SRR T AR SR 1 i A
HAEH
31 PhEREMEAEME (TIL) 57i&

TILs A DL H SRR 150 ) b Jg 2 B, 5 51
M A TAAEAR e, TILs % & & MR P s Sk
T 4 M v B 70 F T O R A e R e A R
TILs 2525 1 Bt IR O RE 1, (H 2 TILs B IR
TR IF RSN SR, BTSSR E RS IT
1) b JRE B et PR, TIL Y vl ad o B8 R
) TILs, %R J5 H & 41 11 4t % -2 (recombinant
interleukin-2, rIL-2) #EA7EARY HEFPLTE, P
AR E IR AU A o Y T
2023 4 58 iR BE T ORR 2 . TII OR 1 6
(NCT03215810) 4553 W7R 1 TILJ7EE7EIRYT PD-1
ik 245 B e RS P s Th i 2 v, 3878 TIL Y7l e
% Sk 2 52 2 ICTs 36 J7 19 NSCLC & 4 iy i J7
TR

BT, TIL I AR a7 i AT A
FRL, LTI I PR S W7 A8 . IR P 4
G R M m S 2 w7, B TILs 19
[t | 4% TILs il # F 9 . 23 TILs U 8ihE
AR AV B LA B 3t 8 X TILs 1149 52 7 4 458 54 s
VI B T peas 2 m)#,

32 THRZHEERETETHRE (TCR-T) 7k

TCR-TY7 kLT 425 S E 1 T 4R, AR
TAREM TCR, i AR S U0 I Koot o 9 240 P
RERUR, NI ARSI VR 7. TCR-
T AL BRI 4 MR T, IR REAE 4

JHL P, T I R A S AR A A P A D
U, PR TCR-T ¥ A IR 7 Mili i 55 SC 4988 7 i A
HERWE I, TCR-TIFIEILE H TiRIr & &5
FIRIT R WL B, 2R ORI 2 0 il g FR
Blumenschein 55 " i 47 7 —50 1 Milm R ER, &
#£ VF fli ADP-A2M10 £ 3 ik MAGE-A10 [ i ]
NSCLC & L aEma sttt 858 uxR, 7
2B Nl ERE R, 1B B R R (SR
WHITEIR ), 4 BletEacE, S 0l Bpm ik, 3
il B CRS

U4 TCR-T I7 WA AEIR YT ifides 45 SC A8 Oy T AT
—EH, (B FETE TCR 3 F 1 40 R 51 2 Ja]
(A, RO, AR it 24514 55 7 T A kR . TCR
RN AP JER ) 2 [ - G H S, TCR 3%
FIIAS JE 20 T 20 i TT 1A 0 500 s 2 4
117 TCR 2% Al J 2o w5 0 25 S 300 T 248 B o 5 5 o5
CRSZEAR R ™!, 18 13 TCR i 6k e 8 428 5t fhfr g
PSR LA 3 Ry 5 A 2E R ) TCR B0/F RE RS 1S
IR YeZ S, e Ah, TCR-T SR RE IS R 45
U, (HHARS VRN R ASE 421X 43 Jes 40 i Fn 1E
ARG, R R X iR A SC AT R TCR-T 4 i
A TP S HU R SR E W A U h i £k, ]
EFRICOTRAR, (A5 7T Be 3 T 4 ek
FHIRI TR Y IE 5 4180, 51 & BsEa ™, ik
TCR AOZ5EF . I FH TCR I 5 57 A 45 % 5 5 10 o
FHOCHURAVH U . R SE P TR AR AR =[] B
6] 2Bt SR A TCR-T 40 i 55 7 3 s /r A B ok b
BRSO () KA. A, TP S, —
S it 5 240 A T BEAS R IR sl AR A e [l (L I, 3X
Al HE 5B TCR-T A 97 MO Tt 25 1k o 1fid ek 983 4t i v
ICPs 7> F 23k W) _L1H . MHC 1289 TR T
DA B G 32 410 il 1 o 98 P 45 e 2% 5% i TCR-T 411 i
(IIhEE, SO TCR-T 4HM0IAYT TR 2 7o
33 HEMEZEHTHEERETT (CAR-T)

% & Pt B Z K (chimeric antigen receptor,
CAR) EHEAZW, £ s R 5 25+
S (MOANEEREIER) | Al A At R 3 L R 440 i
G S (NS5 RIER) 4. CAR-T 4ifi
AR P AR R USSR FR A ) T2, TR ekt T 40
JitL LAAS B A T 40 i 2 1h0 & 3 i o8 A S 4k e i 1
CAR, {RAM 14 Fiiik 2k CAR 1 T 41 i LAAS 2]
KA CAR-T 401, ¥ CAR-T 2 Jifa iy ] 56 3514 1y
fift CAR-T 24t Jfa i i 38 1) ek 3 350057 I 26 Jieo 8 Tl A 35
R FEHIEE 77, 24 CAR B ki 3] T 40 i rh i
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SR U FONI e 2E T 4061k, A&
FERGIMRERAER 7, CAR-TIFIRBEU) THF5%
il e 5 SR 0 B & B AT Il IR T T Y
f8 s% fJ #5 MSLN. HER2., GPC3. RORI,
EGFR ™' CD133, CDH17. GD2. GM2. CD56
FICD47 0 45 B2 I 1 Al PRS0 A HE A
i 55 02 20 40 B A= R 7 AR T 40 2 1R A2
( erythropoietin producing hepatocellular A2,
EphA2) . 44T (tissue factor, TF) FIZ %
ﬂ@a{}%@@§7 ( protein tyrosine kinase 7, PTK7) %,
Zhang % " AT T — I LG RIS, B 7EVRAL
piggyBac 7% i1 R 4t 4 1) EGFR f: 554 CAR-T H
F i & SR T NSCLC (3 1942 PR m 17
Mo SRR, 9 B E CAR-T 42 A
Jei . AE 8B B A A i A 2 EGFR-CAR-T 4
J, Hrb 1R AR Oy G TR AL 13N, 6
Bt , 20 iEEM, UESE T CAR-TYRYT i

TEH 2 E R A7 2

CAR-T TEM 67 H HUS B R 19 [ B
[ e S AR e R e e s iy I A e i
P RS RS | CAR-T 40 A9 457 A M AT CRS 45
it e H e B Bk A S M e fe — S B RO AR
I RE, INEERAZIhRE, FEOEE
)R i) S P BRI 5 BRI A P O B R
W@%ﬁﬁh(%%@%ﬁ)@ﬂ?@mq%%
[va) g 1 B 226 IR 1 ) g o MR i i ICPs
ﬁ?%ﬁtﬁﬁT%%%%iﬂmﬂ,%ﬁT%%
FEUE, REMRYT RN M. BEAh, B CAR-T 4
JIE AT S B AN 43 W Y TL-6 . TFN-y A1 TNF-o 55
TSP T R E BN, IR R AT A SN Z 8] 1 °F
fir, S CRS *, L CAR L . F-4k4r
SRR | FEAIC CAR-T 40 M (0 3 M R R4
PR AR S BT e IR ek AR

RS IEHIERNS T AR RRST A IR ARG BT 5

Table 5 Recent partial clinical trials of adoptive cell therapy

NCT%i 5 WE H b I B USIESit WA

NCT05483491 I

AU AKK-LC-1 ) TCR-THH AT 72 KK-LC-1BA ¥ 1 il
NCT05035407 I
NCT05296564 HINY-ESO-1 TCR-THH )7 i Iy FIENY-ESO- 1[5 # HENSCLC
NCT05361174 I0V-4001 (TILJT %) VI 5 S =l /DN 200 ff s AT
NCT03645928 LN-144/LN-145/LN-145-S1 (TILJ73%) T4 e IS B A 1 S /)N 4 i i
NCT05902520 AGX148 (TILJTi%) & e S SE AR (i)
NCTO04503278 CLDNG6 CAR-T#Hffil+/-RNA-LPX 3 CLDNG6FH P 1) 5 % B v M e 3 S
NCT02876510 IMA101-+/-Fi # R B H47¢ 144 SR A i S P e
NCT02118415 S0 17 AR 13 240 0 3 0k A T TAST I RIS 248 Hf e ek

FSHFEK Hhttps: //Clinical Trials.gov

4 PhEEHE

JEE S B IR E AL 5 | AR B IR s A
98 G0 A IR BT R R S P R S A2 T 48R, A
R AEHUIMIRE A E T o T IR TG i g 2 1
FHEE I PTAE N . DNA ZEHT . mRNA R . 405
BRI SR 20 M 1 4 7, B AT TG R
BB, IR FDA HEAEH TR 7 i 0 o 5
B o IbRg e v o3l T R R . A TR
TRAEUA, 0T G SO i A P R 2 1 o e R T
K A RIEIRTTAE S B it SR NS . T
(2019~2024 4F) 53 5 T I Jod 82 v 114 11 PR 1462 T
FILF 6 (Fdik A https: //ClinicalTrials.gov) .

CIMAvax-EGF 1 &2 —Fh a5 (4 %51, Flores
Vega %5 ) 35§ 106 1511 1] NSCLC #2371 EL il
FHIGIRIESE, 453 W7, F CIMAvax-EGF % i ok
1BIT—ERIBYT R I I NSCLC H o R 2 A3
Weng % % BF5Y 28], KRAS DNA ¥ 1 76 55 B 4
INEHR R A R TR R, IXAARYT A RAS
GRAR BB VR YT A S RV . —IERRE | JFilchs
SR VITIG RIS (NCT03908671) 1F7E PEA 2
TP R A MAIE mRNA BEHT7E NSCLC (B iy
Gtk M2 RA R 0, TG4010 & —Fhiik
FAREETT, Ouoix 25 PV %f 222 14 5] NSCLC 3%
AT T —30 /LRI RIS, g5REnR, 56
FIAHEL, TG4010 Bk & —Z A7 I Jr R HEK T s
THEREAAF (5.9 vs. 5.1 H), IFH 3R 4HA
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RS r A REAL (4%), oM™ EA R
G o Li%F 2 R e 200 4 i 5 AR 20
MUPEVE . $ T — i AR BT RN M T AN i
(neoantigen-reactive T cells, NRT) f¥J /%, /N
SRR, R SR ANMLE EE A AR A 5 S i
AN DR TE AN YA VR i AN U S
NRT AR5, A BT MR e r e i It &
g e M VR T TP R R e PR A, A
FEARSEA P TME MRk . TME Hh B S e il
HlPEA i CanyE S T 4088 (regulatory T cell,
Treg cell) . M2 B MEAR/ . PD-L1 FHAPEAH 2K
AL, RETEADHIASE) FF PD-L1., Ffbd KA

6

¥ -B (transforming growth factor-B, TGF-B) I
VEGF S5 S 5 5 B 20 g s by, B
S AHEAE T TR0 T A0 MOk O S s, fle ik
g W 54N Treg 240 B AE % 410 il 24007 T 240 i
(TG AL ANIE 5, M2 D I 630 5 35 14 A B
ALV E AR R I A4S, PD-L1 B A4 54K
200 3 e S B T ORI T AN ERE L R AR S
£T 2 240 53 W P AR D A T3 1l 2 BR ) T 240 i ) e
NIRRT, P, ASRBIBESE DT ) A fE 2 SR AR
T E m A IR . DU k- 5 LA
LRI B RS T R 25 TLAS 7 T

U HAER 53 PR 2 v i PRI B A 51

Table 6 Recent partial clinical trials for cancer vaccines

NCT%4 5 WHE H b

[EColNE

NCT05886439 LK 10+ {1 Bt e/ BEARA G Bt

NCT05104515 OVM-200

NCTO04147078 HiHu 5 51K (MR TR A 3

NCT05344209 UV 1-+/- I 1A 2k H ¢

NCTO05195619 AR TR AH i 12 B+ 12 A ol 1 i
NCTO05142189 BNT116+-FiREF| g, ZFMhIe. R, K2

Ib/Matl] WA e
DU ANt il
o AR Rl
61 AN N
U WIS R PR PR/ A
D AR g e

NCT05557591 BNT116+74 K371 145 I Il /N2 il s

KRASHE i +HICD3BR T EHi k. IAH ZILHHT (Dara- BEAT
NCT06015724 tumumab) . GHEFIEELPL R G i

N of G A T A ) 7 A 4k R T 2 T HLA-A2

NCT06472245 OSE2101+% P4 42 T34 T 5 S 1 N
NCT04397003 MAAL i I DNAJE B+ AR IG5t I v N
NCT05254184 KRASK P i+ bR JC i LA ST o BEIKRASTRAZ MRS il
NCT05242965 STEMVAC I TVHAE NG i
NCT05269381 A 7470 5 i e -+ R Bk S 47t VIDH I3l /N2 ff it s
NCT03639714 GRT-C901/GRT-RO02+ZNEA I T, FRHILA g VI FRe R N il
NCT03953235 GRT-C903/GRT-RO04+4N A I T, UL i VI O S S A P AR ) o il e
NCT03761914 Galinpepimut-S-1F {#75] 2k #4571 VI I3 /0o il e
NCT05898763 TEIPP24 VI SR PRI A =l /DN 200 it s

NCT04316689 S-488210/S-488211

D SRR SR (i)

FK6E A Hhttps: //ClinicalTrials.gov; HLA-A2: AZEHZIMEHIFA2 (human leukocyte antigen A2); KRAS: Kirsten K il R #4982 [H

[AlJE4Y) (Kirsten ratsarcoma viral oncogene homolog) .

5 @AEmE (0Vs)

OV's J& — P[] /2% 4% 11 3% B i 928 448 A 1% s
B, A AR A T ORI AE B 2 A SE 0 5 g
MRt A EE . OVs el TR, PIAE I 20 it
Ve, UM 20 M S I R AR DT
TAAs) Fl 3T i
TANs) , TAAs Fl

Jii (tumor-associated antigens,

(tumour-associated neoantigens,

TANs W] DL 4 b 988 32 11 e )i 5 338 40 . (antigen
presenting cell, APC) (F¢HJE S RAM) Higk
FALEE, 2 GBI e S T AN SN . RIS
OVs A] fig i# Z F B =010 f0 9% I 1 40 jf 48 T
(immunogenic cell death, ICD), SEfElAH>s)
F #5 (danger-associated molecular patterns,

DAMPs) Fl 5 J5L A& 41 3¢ 43 + 8 X (pathogen-

associated molecular patterns, PAMPs) 1 B il ,
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DAMPs 1 PAMPs # 62 4H i (A =051 32 14030
S, AR R S T 4 ) TME 5248 %, T
OVs HETRZ R RN IR, HItT 28
BA 5 Tl e R BGAR S W = IR R
kb, Rl OVsid TG Y7 T g wEam il . it
R T 6N AU LT ER.G L . . 5.
Jits 45 U g Ty e A5 03 0 e B M it B A Y A
IGITAE BAE e R AN IE A OVsIRYT .
JRIRTEA 2R, BeR T IER YT R 3 R 2 A
SEFRAE N BE . N RE AN BE . Cuil 5§
WFSE R 7n , BB A7 B B 20 5 /AR i I A R
(coxsackievirus B5/Faulkner, CV-B5/F) #1415 S
S B0 98 T I AT X NSCLC BAG — 22 WP R
Wk, XEFHERYENSCLC, CV-BS/F Al L5 DNA
i1 )2 i (DNA damage response, DDR) #i4ll5
PrEVER . A=A E A . H 1T FDA C ik i

T 4FhOVs, (HJEHFIRIT MR OVs ik Filfi R
RIS FTBE, MRS FDA#AE, 1 (2019~2024
A AT O TR TR T VA I I R g i 5 0L 3R 7
(BdEk A https: // ClinicalTrials.gov) .

SR OVs T 7 Ak 22 ili 98 1 R T B2 I PR 1A 36
JEILH T —E TR, (AILAEAR R 2 i &2 i R
YA RE SR R MO AE Y Y, IF HiF 2
OVs W EEEBRE A T2 2Pl 3 W 7E KI5
M) a8 A A2 SR B TSR PR . 3 3 R DR T R g
OVs i LA IR ICTs . b7 48 HoAh P ik s F et
FEAR R B PE . HESRBUMIRI TR, BLAh, BRI
&SRR OVs YA Il A4 £ 2k ik, Bl anpL ik
TSCAELE ) T RN HE LA s RS 25 ) i 2 21
Ik 8 fl R A W OR S5 2k IR R AR 1
3% DA RO B 0 R A TR 2R B 1kt
PR RN AT B T R R Sk R

R7 EyRBFEEERLEGR

Table 7 Partial clinical trials for oncolytic viruses

NCT%w 5 W78 Hbs PRI B USIESit WK
NCT06508307 GCOO0 1A I8 o 25 1 I IS SE AR (i)
NCT05788926 TG6050 3 WG B3 =l /0N 200 ff s
NCT05076760 MEM-288 48 7 #5-+/- 24 i\ G 47t & SEARgE IR/ )
NCT06444815 VET3-TGI +/- & 2k 51 Y WS fRT (AR i) -
NCT06463665 GL-ONC1-+A 2 K 2 st il 7). ALs7 I A /N2 it s A
NCT03647163 VSV-TFNB-NIS -+ A% 25 2 411 i) 71 I SRS (IR )
NCT03740256 CAJVEC+HER24F 5+ ECAR-T4I i 3 HER2BAVEME I Sekss (i)
NCT04725331 BT-001 (TG6030) +/-Ii {#A Lk H /T T /W T ST AR
NCT02879760 Ad-MAGEA3/MG1-MAGEA3-+ 7] £k #4¢ NI FEREVEAR N P it e e
NCT03004183 ADV/HSV-tk+ AR E [ BUR 1R T 1 FE R /N2 it e

FTHHEK Hhttps: //Clinical Trials.gov; HER2: AZEFE M AR HF42142 (human epidermal growth factor receptor 2)

6 BERETIE

ZIR R, SRR, AR
JEY7 % (combination immunotherapy) fiEf% U7 41 b
HERRPUMIRERCR , iR AR E AR, BRI
KR A E R . TR S ity T, DR 2 ik
B RIS TT SRR TIE SRS TG . AN g
TR B AH BB Bl R A S ey T ik R [l R 2 22 B] Y
BAWIEFEFR .

GPEIT L S G IRER S . PR s, i
Pembrolizumab B & < F1 I 40 5 4% 56 #h 2E 19 7 %8
GBI IR B, TR R A T O %, il
FH Pembrolizumab X &R £0 - 5 S A2 B0 7 23697 il
fige 5 FEE BT AL R RE AR T B b il P AR T 28

— T 2022 AR SE R 2l o BEHLUUE . T I
RIAE 25 R B, S8 by 7 M L, Penpulimab
(LPD-1) AT (R, R41) BERS T
(RG] AR R ¥ e R i Wi ] a o L2 S

AR RIEST IR A B 2023 4F 58 Y —
T bR 2 TG R IRES (NCT03215810) Al T
TIL J7 % 5 A Nivolumab /97 20 {1 I 1] NSCLC i
HHEHERI TR E TP Y 13 R
11 5] 58 5 I Jeg 2 A8t fer el e, 3 IR A IR B G2 i
2B BETEIRIT LSRR B e %, Won i TIL
JT KA Nivolumab 7 25222 A %1 .

[ 27 iR AR IR 2 Z (B YR . Ready
L DU AT T T RS B TG RIS, B
PFAl Nivolumab Bt A K 71 £ Ipilimumab 5 7 i 1]
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NSCLC B EHRIF ROz e, g5 -8R, #2%
XH o BEIT IR B R O R R S T2
Nivolumab L2567 B 5 1 % W2 i % (43% vs.
23%), R TG AT IRT I NSCLC 1)
HRER L 4

7 P SEE

S R T R AE I e 15T 4l RS 9 1
PE#ERE, (EADAAAE AR PR, 2R S
BITHII 251 . WA A E bR S . AR
SN AR RIE P LA K i i A 7 AR A

R NI b N N OV DI T E2TIN
PAGVE (AbAE) TH2RLE W2, HALH S A
FATR] e 24 32 B2 H T iR 40 ML IR Y TR
O e IR BOM S 2 10T AN U
PAGPEMT NIRRT P AR, o T 52 21 s
TR TN G e G A S, B R S th X s i
SP IRV o 38 N PR 24 2 e 240 i FE AR AT LA S
JERGER], E R T e 20 B i) — e AL Y
PUASE RGEMEGT, A 2y . BARHL
T AERTHE A F TP i T 7 3RAR . RIBAIRITIY
WG B B T 5 IR SR T BT 24 PR ) R

PRI A= Dy hm S e 4 B 7 7 A T
BLORRZ — BRI, AEARE PN G IE YT RN AR
Yibs S AR P L T e — L PRI E . TR A
e S o, e AH 2RI IR TELE W bR S i
IRTEI (A0S (6] b Al BEAAAE 5 25 57, RISl ot
96 2 20T A X LA 4 T s e e 2 21 A [l R A
RIFIRAI 22 5. A, i AR I Rk TE
TME H 540 i A7 B 25 22 5, IR T X440
PR Wi e g XERE , PRI AUREE SN SR IR AE )
bR )35 Al BEJC L 42 TH S Bt TME 1 52 22t Fn 22
FEPE. AR e AR A BELK -2 24506 . PR
L2 RGN, AR FEQRYT R H R E
PEARIE , DI B AR LA S T A= P s iz 0 1) ]
PEo Ak, REFOCT I A Yrbs S PR AT 5 2 (0]
B S By ELREAS B AN, 3X AT BEAFAE L4 I 1o
FNR 2 R 3R A SRy B, S mm i 5 285 R A R M A ]
e JFRTE ZATHEM: . REEA R AE YRR
PIWEIE LA SE o0 o uk o m PRAN (E AN S st LA
W 20 bR G, SR ] PR M A s
Il F¥ (single-cell RNA sequencing, scRNA-seq)
FOARA B T8 A RO A= bR o

Jitides A AR 152 1ICTs S iy T i AR rh 9 —

FINA M TALGALTT . BTSRRI T B R
N, KR A A B W (immune-related
adverse events, irAEs). irAEs IR FEIE 5
R REYELS YR RIERIARAL, QIEYS . JFREtE . B
BRI 5755 o irABs BN 0 1 it 32 B AR B 15 e
YT, HTAEIRIT BN A AR, T E AT
SR FH R o 25 [ et b LAt S e i 25 67 1

8 AI=5HER

it IR T 1Y A S SR I Z e b R
KR, HRGH 5107 RS L0 A Bl T 5k ih
FERPERIT R R, A SR IR T B T
YRR
8.1 HAREIF: FHEAMER

I RE AR B AE M IRIMEARL, Ry i S IR YT Y
MMEAITAG PR AE TR B, ARSI Ah 32 i inyT
(14 it 98 £EE A R S NE D B B S B0 Y 2 e M
ORI T AN E L A B T R 5 1 3
TEU 2R EOR i 2 e ALk e
B o (multiplex immunohistochemistry/
immunofluorescence, mIHC/IF) $7 AR A L #H B
FE NS 1Y S 2 SR e AN | b B A I A
FVEASG A= Wb 5 28 14 23 [RIHES) 110 AR ARE
B i i 2V FE ST AT 254 1 s HA 2 i
Ak, RPN ERGEE, RIS
JERCR 1 AN, RSN BRI A8 AL Rk S B
SRR I S 2809 T 25 i ik A 5y (fldn
PRSI . MERITIEIR G eI T
B, DTS SR S B8V TT AR Y, i, Zhang
L IE R T — M A B PD-1 B R 9 K B0k
FENE/ N B R, SRS HUARM L, YK
BN AR RCR . RN R AR R A
AR T R B R W i g AR Y 10 26 b DNA
(circulating tumor DNA, ctDNA) Fl40y 40 i s 2%
A, RSP VAT N P 2 15 & A it 2415
B, DI SR RRIG T 58 Y AP TR A
PREFAE ) B0 25 W 0 A S PR 3R Y7 T RS, ol
A it S e iny T R EE E R N TR e HORTE
USRI A 315 T A MR L3 . A5 A
EFEZER R N TR BEEA TR RS 432 . I e
RSN A2 v T BN W, DI IR B 7 vk
PR, SEOUAFEIGYT Y. BN, Rakaee 5§
TR T —Fh e TUREE S 2 Y R N o3 2R, B TEIR
FERET il A A~ RS B T 3 NSCLLC 63
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XTICIs BIRIT RO . HAFFREE R s, 2B eE
BN AKE -2 (hematoxylin-eosin, HE) %%
B B AU R EN ICTs BIEYT SOV, X ki
RERE R 4G S ICIs TRY P I H T H.
82 BITREEMEMN: BREBTESSAEESHN

WEFE R, MR %3697 (tumour-treating
fields, TTFields) B&A ICIs 8 fbI7 254 £ P fi 3%,
REMS W E R FE MM NSCLC | iy A 7e ), IF
AARSINE S G#E ", XMPEGIT S5 RReh
ISP INEE G O ARG YT s i B o AR
A GRS RS U, Il S e iy T AR
TR . WG 2R R, PR RES
T L X i g S AR A EA TS P A R AR
WV TR SRR T 259, Ry it £8 5 AR T AR ]
BORIT PR AL A UL A U XA 2 A RS S
Mr, BB TINZLER . 2 )2 B P i = Tk
[FIEE A AT 25 9 i & A8 T3 Il
83 REREEFmE: HEBTENMELIET

BT BB RE WA R AR A Wb s, il
AR 1T 7 S N Y H IR IR T Y B
W N BE AL T AR ERE RONIRY T e
AATFZE N 53T L) FH 35 BR300 5 A 7 it £14) G
WA T, R EERIT RIS T & Y
TCR 742 R g 08 48 7= i I8 2 74 28 1 240 Jif A S 1k
TCR, X£ETCREFFFIER U, REMEHS B iE
FE T R AEDUMR AE T 1 PR A SR 2 4
ARAT B F 48 7 5 98 i 750 Bl S I A O A e
WL, S B S L R AR R IR TR L, iR
BE PP RTRIT IR L IS A EOR Rfid
TR IE . WEHE . TZGHLEI DL R iR R T
SRR T AR T LUK IR 4 AT A
FEAHT, HEn AR Z B S, WG
St MR AR IE L, PEARIRITRCR

bl E TR AR ROR YRR, Bl T
Bhe. KEFEFEYEARMEERMS, WwEesss
SPRE I MAER T R, Aok, Bl
ZIBH IR T AR R, DT — 25 4 e il
TR B M AE AR ARG U, SRR S .
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Abstract Lung cancer is the most common malignant tumor worldwide, ranking first in both incidence and
mortality rates. According to the latest statistics from the International Agency for Research on Cancer (IARC),
approximately 2.5 million new cases and around 1.8 million deaths from lung cancer occurred in 2022, placing a
tremendous burden on global healthcare systems. The high mortality rate of lung cancer is closely linked to its
subtle early symptoms, which often lead to diagnosis at advanced stages. This not only complicates treatment but
also results in substantial economic losses. Current treatment options for lung cancer include surgery,
radiotherapy, chemotherapy, targeted drug therapy, and immunotherapy. Among these, immunotherapy has
emerged as the most groundbreaking advancement in recent years, owing to its unique antitumor mechanisms and
impressive clinical benefits. Unlike traditional therapies such as radiotherapy and chemotherapy, immunotherapy
activates or enhances the patient's immune system to recognize and eliminate tumor cells. It offers advantages
such as more durable therapeutic effects and relatively fewer toxic side effects. The main approaches to lung
cancer immunotherapy include immune checkpoint inhibitors, tumor-specific antigen-targeted therapies, adoptive
cell therapies, cancer vaccines, and oncolytic virus therapies. Among these, immune checkpoint inhibitors and
tumor-specific antigen-targeted therapies have received approval from the U.S. Food and Drug Administration
(FDA) for clinical use in lung cancer, significantly improving outcomes for patients with advanced non-small cell

lung cancer. Although other immunotherapy strategies are still in clinical trials, they show great potential in
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improving treatment precision and efficacy. This article systematically reviews the latest research progress in lung
cancer immunotherapy, including the development of novel immune checkpoint molecules, optimization of
treatment strategies, identification of predictive biomarkers, and findings from recent clinical trials. It also
discusses the current challenges in the field and outlines future directions, such as the development of next-
generation immunotherapeutic agents, exploration of more effective combination regimens, and the establishment
of precise efficacy prediction systems. The aim is to provide a valuable reference for the continued advancement

of lung cancer immunotherapy.
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