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Abstract: Lung cancer remains the foremost cause of cancer-related mortality worldwide, with approximately 40% of
adenocarcinoma cases lacking identifiable driver genes and effective targeted therapies. Consequently, chemotherapy, im-
mune checkpoint inhibitors and their combination regimens constitute the primary therapeutic approaches. In recent years,
immunotherapy has markedly enhanced patient survival rates and has been established as a standard first-line treatment.
However, issues of primary resistance remain significant. Current research has increasingly focused on novel immune
checkpoints and bispecific antibodies, which aim to reverse the immunosuppressive tumor microenvironment. Furthermore,
the combination treatment strategy of immunotherapy plus anti—angiogenesis and antibody—drug conjugates has demonstrat-
ed superiority over traditional regimens. In the area of technological innovation, emerging biological treatment modalities,
including personalized vaccines, oncolytic viruses and CAR-T cell therapy, have shown promising antitumor activity in ad-
vanced clinical trials. Future efforts should prioritize the elucidation of resistance mechanisms, the identification of bio-
markers, and the implementation of multidisciplinary comprehensive management to further refine and optimize the thera-

peutic landscape.
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it 2 A BRI RE A OCHE Ty B R, o,
AE /N 410 Jfd fiti 9 (non—small cell lung cancer, NSCLC)
ST T E LR A 29 5 BT g e ) 1Y
85% . 1 NSCLC A 3677 S K AU I 4Rk 5
B PR G AR AR B [ T A7 A W 25 22 5, O Sl Bk
B £ R Hrp — AN A AR R 2
T8 30 2ok B RG I0 E AR R REAG I 21 3R e A K R A2
& (epidermal growth factor receptor, EGFR) . [] A% P
W T 983 4 ¥ (anaplastic lymphoma kinase, ALK) .
¢—ROS A B0 H T2 PR B 2 B (ROS proto-
oncogene 1 receptor tyrosine kinase, ROS1) %5 # UL 3K
Bl RE PR 98, BRI 3 2 0 PR 98 A2 {E H RiT v T
Xt L 1 25 e A TS L. £ NSCLC H1, EGFR %€
AR E WL, K FE R 14.19%~38.4% , A 45 B () S
27 19 B M L8S8R s RALAFAA . PR AL fi
iyEa X EGFR 1% 22 iR 384 15 4110 i) 5] (tyrosine kinase in-
hibitor, TKD /Y7 HUE . ALK B HEZY (5 NSCLC 1y
3%~7% 7", ROST il 5 ik PR B % A= R MK T 29,
X PP AL R AR S E AT A A R 25 . SR,
BV A 5 728 AT A AH R 58 o B S A TR, AT A
20% FY NSCLC fE 5 1 I A fiEAS: H 1 3K 2 3 IR 5
AR, B HI SRS 1 T DG A ] 25 W TR T IR

XTI SR Sl L P B 1 A NSCLC AR 2, il 76k
Z W AR YT 4 3 M LB X R S 3K Sl RE
AORE AT AR AR . R, I B B EERYT
RS o T AT AR T B AR R AR TS A2 AR 1
(programmed death—1, PD—1)/F& ¥ PEICT- 32 AR LA
1 (programmed death—ligand 1, PD-L1) {3 1 4
PER A S 5 (immune checkpoint inhibitor, ICl)
G2 T BRG] . A ICIsBRG 167 2
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o3 R AR AR A AE G PR I TS 1 s i
Z PRI R A o B R M Bk i M T
2y, FEYTRCA IR AR A AR A . A i
5 Y g JBE S SO SRS A% 8 24 W ) i 24 M o 2 i
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PPEIRIT RHRBTL B2 2% 24, 30 B I Tl A 5 Y
SBEA AR e Te 0 £ T g ) o g A A R
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25 Lk WK HE A 1 NSCLC f1l FRIG T 74T
FFAE 35 PR, BRI T 7 A IR 7 BlR5 S ]
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HE

UTAE R, ICTs 149 1 Ry 22 T W60 400 0 2 ok o A6
R T AIGRST ROV, B U T IRRAE IR YT RS
Jay, JUHAE NSCLC 4Rt R B2 i . BT, i
7 O 8% 52 [ 5] 57 2545 9 M 4% (National Comprehen-
sive Cancer Network, NCCN) Kzt [E IIfa FR i 988 =7 2=
(Chinese Society of Clinical Oncology, CSCO ) %5 AL,
$ B 51 UK Bl 5 [ B 4 16 40 NSCLC A — 2 dn i
J7 05 % I BGE RN 2 Tilm RS2 . 2025
4 CSCO 1575 T ASTRUM-002 5 7 1 10745 1) 2
PUHR A B 56 ZE R0 R 4A D7 98, A 0 e D3I 8% NSCLC
1 1R . T s IR GR T 2R P i Tk e
He A7 (progression—free survival, PFS) ik 2 11.0 />
50 RALAH L, B 1 Ji B A0 T2 XU ik 3% [ A1
45% (HR=0.55, P<0.000 1)"'*, [Rl4F, CSCO 4 IR
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49 A PD-L1 BAYE BRI NSCLC 1y I G477 o 7E3X I
5 A TSR BT Sk X 3k He A T3 i R v L AR
IRV ST 2 5 %) B2 ep 7 PRS 2050 O 1114 A
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PD-1/PD-L1 K 40 Jifg 7 P4 T Wbk L 40 i AR ¢ Bt J5 4
(cytotoxic T lymphocyte—associated antigen—4, CTLA-
4) 4k B e Ik B 20 B 0 5 X -3 (Tymphocyte activa-
tion gene—3, LAG-3) T 4 jifg f 3% Bk 85 F A1 ITIM &5
B 1 (T cell immunoglobulin and ITIM domain pro-
tein, TIGIT) J T 4 Jifd 5 32 BK 25 FH %5 25 1 -3 (T cell
immune globulin mucins—3, TIM=3) %5 87 2% 70 5 A6 A
ST R ) K G5 A R 7 i A BB S T, B
TR 24 I F AR T 7 R AT ST T 1)

LAG-3J&—Fh7ETN AL T4 B 40 . 5 AR R A5
(natural killer, NK) £ [l B 4% 5 1R 40 Jifd 2% 1fif /=5 2% i
P B B A A 0, 6 T 240 Pt ) fig EL A A7 ] R A A
o YER4k PD-1/PD-L1 J CTLA-4 J5 55 = A3 56
B i A1 25 948 B R (Food and Drug Administra-
tion, FDA)H i ) S A6 A s B, HA5 PD—1 101
FRIBES 77 %8 © A T30 97 A Al D) BR i 5 78 1k
M FH , H T2 I LAG-3 I PRI 86 E 6 )
ZIFREp . RELATIVITY-104 #5595 T LAG-3
0 00306 5 2 R G BT B S L AT — 4R
J7 B S AL IR A PR 012 RS A NSCLC BTk, 252
BoRIZWRG T & 5 A JC BEUER G LT 4
Lt , % WL 2% fi# 2 (objective response rate, ORR) 435
N 51.3% F1 43.7%, T 5L FF7 22 2% f B5F 18] (duration of
response, DoR) 235120 10.1 4 A F9.1 4~ | 221

TIGIT J2& — b7 i 35 1k L2 40 v s Rk 1Y
AW SZ A, Tz BB TR T 400 . H AR5 20
JIt8 X 85 PE T 240 I8 (regulatory T cell, Treg) # 1>,
SR, T2 A I R A1 T I Bk A5, 22 JUAH D I IR
50 PR 7 0B 2 4 P R 3K T T R . A SKY -
SCRAPER-O01 AF 58 oA A i 21 H 24 T, 5 Bl F)
PR FLT 2GR 2 R AR LE L R TIGIT Hif 5 &
EAERE E B —E PL e (B IR AE PFS FLEVE
1749 Coverall survival, OS) 5 T H K BA GuiT2#E X
4 . 2 A

TIM=3 J&—Fh e 22 Fh G e 40 i S 3 1t 120 i
AR RSP A R N 1A S T
MR OA S T T A0 T BEAR IR . IS AR )
TIM-3 BB & il PR AL, 221500 H 7RO ¢
1k, (HAZ U R SRR e Ak S . G AZD7789 (L [i]
PD-1 1 TIM=3 B XU P LR ) 748 Z4R3R YT R
WINSCLC &35 i R i RA7 1922 Pk S 2 e
SR HS 20T K IRy ROR s B I 52 fH. H AT, 2
K N G A ATITEHEE AR SCAT S, Ferh PD-1/VEGF XL
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SHEA 0, H AT R IR T Y E RS T
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iR CUn 8 98 40 e L OR S8 \NSCILC) K&
PsE RANM bz m Rk (H AR SR B2 A v R
W86 . B XF B7-H3 (19 4T {4 25 ) 18 B ) (antibody
drug conjugate, ADC) 5 ik & 0 B 32 K& T 40 i (chi-
meric antigen receptor T cell, CAR-T)IA¥7 & 24 Al A%
it 58 £5 A5 . 7E ADC 40 35, , ifinatamab deruxtecan (1-
DXd) 2 LA MG PRI 5 EAh, YL.201 9 1
ST 45 J AL s A B R A 7 i 8 8 1
B7-H3 ADC 254" 15 B7-H3 K[, B7-H6 j&:
B7 5 AT S VR RE Y IOt , EEE L 45 S
NK 435 i ) NKp30 52 14, 35 NK 40 g -5 B4 Jif
FEATEE, S 5 RS BT, 5 X B7-He6
(1 PRI 22 1 4k T39I Bir B, 4 B7-H6/CD3 BURF 5+
P T 40 e fE1 3245 (bispecific T-cell engager, BiTE )&
259 (BI 765049 . TGI-6) IEAL T T Wil PRI B
AR FAIL ) S [i] g 382 o feh 9 400 0 3 T 199 B7-H6 5 T
20 i 3% Y CD3, AT S T A1 L, 2 4 B
RO

Ak, IR Bl 3 K B M NSCLC i — 2R S e 16 97 i
FERGE) T IR T BTS2 ML) | 2 5 8 RO F T
QBT . AnEEXS CD244 (W) R R R TERE R
TR v 88 o) 32 43— P P 00 i 1) EL A e b
TR AU B AN o34k, JF 5 PD-L1 0l 550 77 A oy
(] SR I, $18 7 308 o 42 e AP 5 S 82 200
A9 D) RER A LAY 95 1C1s J7 2L, 72 A R ABLAR G T i B
I o
1.2 ZHIR&REBRITIRE

X T2 B AT IR G 1CTs —ZIRYT 5
B PD (9K 3 5 PR B P NSCLC A&, H i i 6 = A
AL = 23R 7 1 38 il iRy AT A i 78 2019
BFFEIENE S 4 o BRI i PR R R 2B 13R 7 R
W, A5 T BT B S e K5 5 58 (i 5407 P 4g
A B2 ) OB 1] 25 I 5 ) ST B T A
A Wy 25 0 ) L TS O A AR R RS T 245 B A AT
BN AR W DA Sy 52 B0 T o 9 ) 51 3R 9T 4R L
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IBI363 & — P & 81l () PD-1/IL-20 U4 S M4t
Pl A 2 1, BB % [ B BH BT PD—1/PD—L1 %o %2 1) il
E I OIS IL-20030 B TS IL-200 38 BR A
ASCT T T PR T R B v R I T 40 fL, A BE 4R
SRR A T A0 IR 3 2 R A, AT A B e IR A
YR YT 24 [a) U IBI363 1 o 8 it 24 Y 3K 2 3[4
I NSCLC B hyr sk e, JEH: 3 mg- kg™ 7l H 41
355 B M 3, ORR N 24.0% , F 5 12 1l 28 (disease
control rate, DCR) ] 76.0% , F 5 PFS h 5.6 1A , /1
L OS i ARIBE], 124 H 0S HRh 71.6% . ¥ i
ARG 5 1CIs A N, AT T JE PD-L1 3R
IR KBTI IR PR L 20 AR T K d 2 Tregs A VR
00751 2400 5 ML 34 e A e R G e, 2 T T BB R AR
B HIETR ST I U o B AR JE B A B 4 e
i 11 ] REGOMUNE #iff 75 & B4 5, H 7 DoR
4203 H (95% CI: 5.1~22.0) , FF {37 PFS K 3.7 4
H (95% CI: 1.9~8.7) , 1 {ii OS hy 25.5 1 H (95%
CI: 8.7~NR) , RWIZ 7 BB 73 441 PD-(L)1
IBIT R IG A NSCLC f8 75 8T AR A5 S I 240 it
Ab, THIO AE A —Ff /N3 st R 8 1] 24599 , ] i 3
T St o 32 426 1P 0 R Ao 3 40 %) e i a2 e, 2B i
V5 S o 4H B AE T . AE 5 EOK I R BRI AR T
HMETE PE NSCLC B BIF 5T H , THIO S/ H R A 897 3%
5 R RT A2 M, K DCR h 77%, 78 22 5l = 2634
STRE T T A A E AR 0Sh 17.8

/I\H [40iO

2 IREhEEAEBEE NSCLC L2549 £
R

21 FHEFAEHR

FET AR AR Cln g ik 242 AR gk
AGUISEASEEFE S A OYNE L7/} i
23 3% R G0, NI 3E 1 5 iR 2 2 e B 1) K
N BRI 25 25 W i 4 B R iR, W B S AT
255 R R B BRI e LSRR R . —
T4 [ Z2 v (EALXE IE I 3090 PR 56 DAL T 4842
s 3R A W I SR 5 A — 26 A 97 6 1) NSCLC 5997
Gk, S5 R RIS X LAY ORR 43
5 52.80% Fl1 26.90% (P<0.000 1) , H1 {37 PFS 43 5
h 6.43 4~ A 15344~ A (P=0.000 5) , 137 OS 43 5]
3 18.03 4 H #i116.39 1~ H (P=0.1815) . &4 MJr
A7, 6 20 4 G0 b b 20 s /D & A e BOR T R G
FEE AN R R A R T R B

FELEH , CSCO 15 B I S A2 B 3R G W e AR s A o 44
BRI 5 e NSCLC 19 T AR
22 THRUTESESEERATIER

W AAAYT R IR A R R KRS 4 2 A
3, B 7E LR R A R0 I 25 VR JE DA S R o g
T o 12 TR WS S 5 g 44 i B ] (% ] s, AT g 5
Wof AP A% 298 3R] 5 Bk Ak e 350 s ) s g s — T
1 A AR IR PEAS T PD—1 30450 50005645 35 4 101 IR 1
FE AR N L NSCLC R — &I T )T
S e, WSS R Won , P PFS 2 10.9 4>
H ¥ 0S4 26.2 H ,ORR A DCR 4354 33.3%
F1 86.1%; . 41 43 #r #& /i , PD-L1 /5 3% ik (TPS
>50%) & ) H 7 PFS 2 3 K T PD-L1 fik % ik
(TPS<50%) f& # (23.0 1~ H vs. 6.1 4~ H , HR=0.19,
95% CI:0.05~0.69, P=0.01) , 0S JF 15 5| 4 35 ok 3%
(H 7 0S K ik & vs. 6.1 1~ H , HR=0.09, 95% CI:
0.01~0.70,P=0.02)"“,
2.3 ADCZZY

ADC S e 3697 sk 1) S B e % 2 2 )i
Job B T A 1 AR e 1 5 R A i
25 BT IR G VEAR S G, TR TSR O b R 4 R 1Y
[7i] B 5 K B J2 o3g AR T 1 2 2 ) 4 4 B 4 B Pk
J N, ADC Al B AR S 3% 4 KA M
PEZGY) (A7 B AT ) 3 A% O A AR . Horp it
RAE R RS, BB U 45 & 7 b3 41 il %
T S 1 e 3 BT 5 AR, (%) O A e £
Uz R Ik AR IR & 40 ik AT B, AT 6
WYt S 2 e, MG EGYIER
ADC 1“3 3k B B fe 28 5 A0 I Jee A i, 3855 o /=
BRI TT 225 W T U R B B R i BT
A5 2 Aar BV L S S A0 M P R A 1 LT
PEZGW), S B2 ADC 25300 5 & SRR SR B &R
Z—

ADC 7E NSCLC A7 G R 38 th B R v 7,
UK Bl 56 P B PE R R AL T AR T e e,
telisotuzumab vedotin 1 K B £ XF c—Met = £ ik |
EGFR B A= 4| Jmy 3 e 10 58 5% #% 1 3 % NSCLC 1y
ADC, T 20254F 5 H 3515 FDA s it vfis . %254 nl
T 2o AR TR 4305 T U I 45 B T2 20 3% T Y
c—Met 2 [, 45 N AL J5 B 0200 1t 5 1 28K iy oL Y i B
B fh T B, WA ROHE S IR e T . 76 S5 Y
Il 9 LUMINOSITY Ifi R {56 7, c—Met /= 8 3k (B 3
ZH ORR N 34.6% , Wiz 58 57 F A A NSCLC B %
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PR T EEAIRYTERE

TROP2 J& —F %5 RSO 28 11, 76 2P oE vk g v
S E S 2 B B UN R T o E R L SN e L 11 )
JEV I A OGP 28k B ek 55 41 it 26 B ) e 25 2 AL
Tl 42 F I 0 5 B . Dato—DXd 38 1 1T 4 i
$ZF 4 H0 m) TROP2 9 5 5 BEHUAR 5 30 ¥ S A i 1
IR A R AT A= 0 ) A K, T2 v 280 P 0 1) 8%
RGE . LAY ANLREFE SR TROP2 /5 356
) PR 4 B, 18 T 3 Ak b 9 b JRE 40 2 T MHC- 1
03T FI PD-L1 () 3R 3558 T 20 M X i 1 151 e
F1, TR SR AN TG fL , ATTAS T e e
B 9 &k RS o OptiTROP-LungOl  #F %%
(NCT05351788) > & — i Z ity . ZBAFI] bR
2 1WA , B TEPAS TROP2-ADC /4 FEV>- Z- 2R it
1A PD-L1 41 i 700 3% e R S0 1 3K 2l 5k 1R B
WG 41 B % B 1 NSCLC —ZR3IA 97 1Y % ik it 32 1
JrR. AR W, I A PD-L1 R ik/K s 414
SN KA T RIS R HETR YT RN
AR IIF R, ORR M 59.3%, i DoR N 16.54H ,
T PFS 9 15.0 1 H o fEA[R PD-L1 ik 7KF-19 &
P EPES BRI T AL 7F PD-L1 TPS=50% 1) 8 3%
1, ORR K 77.8%, "1 {3 PFS 2 17.8 1 H ; 7£ PD-L1
TPS>1% W) 2% o', ORR 4 68.1%, 1 i PFS 4 17.8
A~ H 578 PD-L1 TPS<1% B & ', ORR 4 47.1%,
L PFS Ry 12440 H o Zathrm, & kA SBUA
PRSI EARSFM, ZIKAE T EAH
AR B B 3 PR B 1 G 4] NSCLC — 2R 36 97 1 T8 7 3
B

S ADCAEMR IR T UG T i ki
e PAS 1S FH AT T Ifs 22 Bk Ik, 3 2 A0 335 Mo 0 4 1 L i
S S TV ARASPEN 25 i 25 T2 8 20 55 . A
X bR ()8, 12 SUOE BT T R 2 R SR
B AR 50 A0 B 58 N B T R S48 7 ek g
S PEPUR, R I T AR S PR PR B ADC 1%
T 3 g R R A [ R s A T 4 i
I 22 240 B P A7 DA Bk v A 1 R o P e e R
F19 B ADC A1, HoAh S AR 1) 8 B 24 9 A 78 AS
K, W/ 25 TR (small molecule drug con-
jugate, SMDC)Fl kB 245 Y EHE ) (peptide—drug con-
jugate, PDC) ., H, PDCHI#H T ADC BA & T
2R A A T R R R I L SRS e R
5 S R WA R R — AR ) i 2
REgi
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3 IRz EFE R HI NSCLC B 5897 R B§

FE NSCLC i/ 97, i v IR 1CTs it 25, B I & 8T
RIGu e KA S I A SR I A1, 2RI A 1R T A IE 7R
—IRIT R 2 R E B R SR BT R G e N
Il B E IR /. SRR 7T R I, IR (R B
Hh SR A AR R L S5 A ZE L S I A i an
8 2 0 4 40 Bt (myeloid—derived suppressor cell,
MDSC) -5 i A1 5 E W 41 i (tumor—associated mac-
rophage, TAM) J i Z£4E , DA KT it 52 338 T e 32 401 45
FILFEWER  JE R T S R

P AE Az IR T 1 28 B 1 2 SCAE T LA L
[ YA 45 68 7« — 7 Dm0 ) e g i A A
RHEPUIIREAE 5 55— 1 AT 1 S IS 4 A8 1E
AL B R SO DI 3 5 iR T T 2. 5
10 g i A 25 T B S SRR P AR 5%, BHL A
G335 20 B 12 1 B LT R 44 5 il A8 LE Al mT B T
i g A AR AR I 5 L L AR B T 4 LS5 AN A
S2E 2 B 1) e 2 2R 0 a5 R, O T e e e
PO A P SEAR S DL DURER S bt (VEGF #1 il 71))
F12: B % e (£ 80 5 VEGFR/PDGFR/FGFR 11 51 )
AR BB 4 AR B2 W) 238 i IMpower150 4 5
Bl RAF ST IIE 52 o7 &%, 857 1 AR NSCLC —£;
TRIT HBAZ O H A

CAMPASS W58 g —Hi ML B 2 e T
I RIS , B ZEPEAl DL S 95 FE BRI 2 8 55 TK
%05 Je X LA R BR Bt — 23697 PD-L1 BH
i NSCLC 7 sl 5 e bk . 25 R, D B0
HPLER A ) B R e AL PFS i E E K E 1.0 4
A A A 2R BT A B A 7.1 H (HR=
0.70, P=0.005 7) . W SR FERRPLE G LD B e
ORR 7R & &t T i 14 M) 2k B0 b 06 & 42 Bt 4l
(57.3% vs. 39.6%, P=0.001). Ik, BiZH DCR 43 %)
J 85.9% H1 79.1% (P=0.047) , H # 1k 4 & vk B
47, SUNRISE W 5% — 20 UE 52 T S 2 1R I7 Bk &
PUMLAE Az BRI I I R NE . X R, LEBK 3
FEH AP R P NSCLC 3 —Z3G97 {5 i F)
PR G & % B e AR T ALY A i A P s
PFS(14.4 4 Hvs. 5.6 0~ H)* 3T LiRWFSE, ICIs
WA o 48 A 2 P HE AT 7 AR AL B A
55l R T Kk T R B M R S A U HE T
PD-L1 [ 8898 53 5 1697 19 NSCLC B &, oK
KA B AR I RIS YT 48 B B SR B



IR 22 2025 4F 10 H 5 15 3555 5 )
Anti—tumor Pharmacy, October 2025, Vol. 15, No.5

B e VR TT A DU A A 2 A, B SR 3
L RTBAME NSCLC Y HK & SR W 8 A 45 e 2 16T 5 1k
7 BT BB A R, DA ROWLICTs RS R . &
T AT SR 175 e A0 ik G R AT
AR 2E o T R B B AR TR 5 o0 F = A, DT 3
SR I JRE G0 328 I 25 5 I 5 D 3 o [ B A 1) CTLA-4
5 PD-1/PD-L1 55 AN [m] S e K A A, 2230 % I A
FEINHARZS , PrIR1 8 58 T 40 M Tk , 3k SR 30+
KT IR G E I 1 o ANV R BRLE (CTLA-4 1)
il 700 B A g s A G B (PD-1 4] B A R
PR S5 2 Fh SRR R R B IR R Ak 2R R
o BEBR A ALIT A5 42 24 Hi NSCLC —£RIG 97 Ay 32 2k
BB G T RIR RN E R 22084k, B 7
it 22 A T BT — 2 4R R IR YT IR 45

TE UK 3 3 K BAPE NSCLC (3877, AR 4L 4L
Y (40 B 9EE 5 W9 ) XIIR T R I S ST PE(E A5 ¢
L X il AMRAIR T T R A EEE L, R
FW A2 25 ICHIRYT I, PD-L1 fm 3R AR AS X
R NSCLC £8 34 A7 550w I A1 5 > B 5 1T 224 R
PRI A ALY 77 R, PD-1L1 223 i 000 2% e 78
ENGE e S PSS N e o N
A HE PD-L1 AR B 4 7 G52 B A b
Hb, B 2R A B S A 25 A R, Nt il A A
B 25 DL AR ER BB PR nT B 39 i 5 98 A5 5 0 o XL
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