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Research progress on antibody-drug conjugates in targeted therapy of lung cancer
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[Abstract] Lung cancer is a leading cause of cancer-related mortality in China, commanding increasing attention. The prevailing
therapeutic strategies rely on chemotherapy, targeted therapy and immunotherapy. However, the emergence of drug resistance and
disease progression are inevitable challenges in clinical practice, underscoring an imperative for the development of more efficacious
strategies to enhance patient prognoses. Antibody-drug conjugate (ADC), as an innovative anti-tumor therapy, is composed of three key
elements: monoclonal antibodies that specifically target tumor cells, highly cytotoxic drug payload, and linker that connect these two
components. By binding the specific antibodies to antigens on the surface of tumor cells, ADC deliver the cytotoxic payload directly to
the tumor cells, thus overcoming the limitations of traditional chemotherapy and monoclonal antibody therapies. This article provides a
comprehensive review of the latest research advancements of ADC in the field of lung cancer treatment, discussing their therapeutic
potential in terms of efficacy and safety, with the aim of offering a reference for the clinical management of lung cancer.
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JTEZ T B (HIX SO SR R IR S A i S s SR Z k0. ADC 456 1 FRL o [ s 14D v S 1)
Z PR, Wi 25 i BRI ZG A S FE M S I A PRI R 2 1 e R e R L K 4T
- 2 ORG TRE Ak 2 R A L, AT R ZD T 0T T 40
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1 ADC BRI S1ERHH

ADC HIZ5 R B35 3 A SR 73 - DBUME H R
e S ) A B S B LA S B 6 R 5 R
Jib 88 2 T B0 i s A L R A 250, X R A AR R
T7 R OB BE 23 e Ak A0 e 88 240 P O A A L R
1, WD B0 20 5 1 25 W R HE B R AR )
DNA #5473 751 A1 G 58 38 5 770 55 s Qa4 -, 1 5T %
Pk 5 A0 E L2540, JFARYE FLBLTHR2 0T ADC 1R
SEPENMVEE L], 20 9 el DI EIRIAS AT B P ASE=s

ADC I8 I 45 & 55 B HUAR 1 e R S 2 R 41
B3 VE 250 ) SR AR AR T R A, K i B
/NG 5 25 400K HE M3z i 2 e 2 A » 2 P R 1%
IR A AL, JF I8 I i g A SR A 1% 7, BT
BVEZW), A SR HERTT . SR BR T 7
b, ADC RE % 75 DR 45 HUMYR T R0 R 20 IE
UM, TR MR YT i 2 e

2 ADCIATrEhfERY I R 3R

2.1 AEREAEKBEF % A& (human epidermal growth
factor receptor, HER) ¥e.18) 25 4%

HER2 14 HER Z 15 (R i 51 5 /& — i bl 2
B2, Z 5 Mg dn i E K. ot oL, AR
Jio i (non-small cell lung cancer, NSCLC) 13X &l 3
Kz —. HAREIEERRE . J AL RE, &
HEZGT R 2%0~4%0 3% 3%

2.1.1 BE k¥ F(irastuzumab emtansine, T-DM 1)

T-DM1 fH #li 2 Bk 8. 3T (trastuzumab, # €77 <
S & A7) B 32 Cemtansine) DL Kz — 3 1) & #2
T R EEAKAME ADC, I EE T
] firh 8 v 97 U R FRR R, H AT Ot TR
JY 4% T A2 Bt 2RI G it 22 B B 470 0 Btk A
WG 97 Ja » V3% A7 1= 28 1% 9% & 1) HER2 FH 4 5. 14
FUM IR B8 AN AT ) Bk Jm 0 G 300 B e A A1 L e
BN

Fe T % i R I 45 L, T-DM1 7E HER2 BA 1 7L
JiRdeE B BRI R IR S B B E T A B
ZAH 2 S BN A AE B IR R L AE 3L
il S A iR B I6 T 7 7, A4 NSCLC . 2019 4,
Peters 2V A i 74 T-DM1 677 HER2 B 4 5828 5§
1 FIA B NSCLC & Wl R FU R« 45 R 2R,
T-DM1 4 24 T HER2 33 %35 (+++) i i £ 2 %
PR I AR K, B2 Al 22 (objective response rate,

HER2 8742 1) W 3 it ot 8385, L o 2 509 L AT 42 %
RIS JE B Je BRIV T SR T, 45 T IX A
BHT-DML. S8R E7R, BHEZT-DMLIBIT A,
ORR H 44%, H 47 G i3k & 4= 47 1] (median progression
free survival, mPFS) A 54~ H , i — P IE 1 T-DM1
7E HER2 KA NSCLC 97 20 R, £E 53 —
T TRAEMOS I 309l PR 18 96 v, — 00 0 B 75 %5
Je 16 9T Ja 0 k) HER2 I 3% 08 A/s 3 1 1)
R A KR 7 524K (epidermal growth factor receptor,
EGFR) RAS AL 8 # K A T-DM1 X & B 7 B J8 77 %6
I T, FFARE B WIHRCR . 1697 12 /8 5, ORRAY
N 4%, mPFS Jy 2.8 ™ H , 3 BOZ I AR IR 5 42 1 2%
1k R T-DM1 5 B & e K& 16T 77 R 801
ANE, TG IR b A TS BT 25 B, {5 W] R A AE H
fib 20 S 05 2 B A BT R BRI, X T-DMI Y
WA YRIT 77 AT IR N HOBIE Fe 2 21
2.1.2  f&éh£ 2k % 7 (trastuzumab deruxtecan, T-DXd)

T-DXd(DS-8201) t# 4b 7 K il [ 40117 DXd.
ith 2 Tk 5T L R RT O] B0 DY MOE B R R
T-DXd £ 2022 £ 3k 153 T R EH & fn 54 E B )5
(Food and Drug Administration, FDA) [ 4tL#E, A 15k
52 11697 I HER2 A #5741 NSCLC i 4, /2
HANAAE Tt ¥ ADCHY

Li 25097F Ji2 () DESTINY -LungO1 B 52 % 91 451 B
IR YT HER2 3 238 B R AR I 9T NSCLC &
TLLT-DXd V67, 45 R 278 ORRIEH] 1 55%, mPFS
HN824 A, H AL A A7 ] (median overall survival,
mOS)FHREIEF] T 17.8 M H o[RS, B TS5 G
7 R R IRV T A AN R FH A (treatment
related adverse event, TRAE), 46% 1] &35 H I 3 2%
LA b TRAE, 3 b e 8 L 8 Dy ob 42 20 i sk 2>
(19%) . AE1F— 3 82, il 18] 53 = 3 51 2 1 5 2%
TRAE, 9 JE %18 2| 26%, Ifi R b 75 B ™% 0 .
DESTINY -Lung02 fff 78 1 — 32 48 R AR 7 & T-DXd
X HER2 BH1%: NSCLC e 1 585 7 AoR 22 4k, 4 18
H oy N EFIE A (6.4 me/kg) FUKFE L (5.6 mg/kg) -
BF 53 % B0 75 771 52 2H ORR (53.8% ) &I 1% 77 & 41
(42.9%) . BLAh, fE 5 7 B4, =3 0 TRAE 1K
A2 R (58.0%) B 2w T BUR R B A (31.7%) , XN
T-DXd 7 & 1) AL | 8BRS, [t smid 1
ZPVDLEIR PR L A iR 22 A s
2.2 HER3¥em %4

HER3 J& T HER Z K, £ 2 Ml 4k v 4 it
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[T 2RI IR R A R R T 2 ke A AR
H o 185 & NSCLC i, H 3R IA % W15 83%
Bl 5 EGFR 8L HER2 JE Al — AR BE % TS
S FIEAR, (R MR g B E

FEFZ BT (patritumab deruxtecan, HER3-DXd)
&AL 17 HER3 %2 /& 1) ADC, H patritumab. #i 41
SRl T 30057 DXd BA A nT ) i 41 DU BR 4 R
A TR T BRAE B 32k B Bh J DL B4 B R T B R
HORE I B # M EGFR 28748 NSCLCM ™,

2021 4, Jinne SV A T 0 EGFR B & BRI
11 7] (EGFR-tyrosine kinase inhibitor, EGFR-TKI)
i 24 () EGFR 28 7% 5 3 NSCLC 3% 18 Fil HER3-DXd
49 I PR A 70 45 R, ORR A 39% , mPFS N 8.2 1 H .
B, 5HALZEY) —#E, HER3-DXd VG J7 i fE b th
HIL T — RFI TRAE, £ Z R I N H 7 8 P A0 i
A Ik D R R AE=3 ) TRAE H, /MR 982D
SiE A A PR R G 9 D E AR R L . 2023 4
HERTHENA -LungO1 B 78 £t %} EGFR-TKI #1140 % 4k,
J7 13k FE J5 1 NSCLC &35, 45 T AN [F) 771 & 1) HER3-
Dxd, 2567 ORI %2 4% P S5 8 b DL ) 5 0 77 o= o
B BNl E WAL — 414552 5.6 mg/kg I [H
FE, 53— K FH 3.2.4.8.6.4 mg/kg [ 7] & 3% 1
HE. MRS RER, 5.4 mgkg [ &€ 7 & 4H )7 %%
i fE, H ORR 4 29.8% , mPFS N 5.5 H , mOS Ky
N9MNH. ZaEMITH, 64.9% 1) EFHET T=3%
(1) TRAE, 5 51 2 ML R G AN B B, b i /R
3/ R R L 4 2R 1R AR 2R 43 DR 20.9%
F19.1%" . 2024 4, Yu 2" i —25{ESE T HER3-
DXd 7£ EGFR-TKI fiif 24 - HER3 2 i B 14 71 fixi 4% #%
NSCLC & 3& iy H Zm R A E . 7E 1 3] U31402-
A-U102 B 5, 5.4 mg/kg 7 & ) HER3-DXd ]
97 15| B 4% #% 52 i EGFR-TKI #1 & 44 1L 97 i) EGFR
AR B, mOS fl mPFS 43 54 15.8 /N H #1 6.4 4~
H , ORR F1 4 95 4% 1] 23 (disease control rate, DCR)
535N 39.29%F179.4% . 76.5% 1 B E 4 T =3 %
TRAE, A Ifi /N AR 98 2 i (26.5% ) Frp 1 4 4 g
I /> (20.6% ) 175 /2 B 5 UL TRAE . iX 2645 L 1)
5 UF 7 HER3-DXd 7£ ¥ %€ NSCLC & # 1 [y J7
7.

2.3 TROP2¥e&) 24

B4 7% )2 40 B 2 1H TR 2 (trophoblast cell-surface
antigen 2, TROP-2) 52 — 5 I8 85 1, 76 2 Pl
Ji g v 2w Rk, 5 R ) A K I B RN e B 1)
FHOG, HILFRIE K5 500 R P A B A O

2.3.1 f2ik 8% % 4t (datopotamab deruxtecan, Dato-
DXd)

Dato-DXd Hi#! [1] TROP2 f] Datopotamab . 57 %
Puik b T T #0071 deruxtecan DA S 7 Hz: —
H AT O EIU R R, R B TR T BRI e
I 1) =3 0 R B B 7 P | B NSCILC FR 52

2023 4, Shimizu 252347 T TROPION-PanTu-
mor01 I PR 5, & 75 PFAli A [R5 & Dato-Dxd 7E£8
V6 1 6 0 S AR R R 19T Rl X T NSCLC
B, AT 4.6.8 mgkg MF &, 45 B EIR,
6 mg/kg 207 %L, ORR A 26%, mPFS 6.9 H ,
mOS N 1.4 H o BEFCIEHR AR 1, AN [F TROP2 %
K IKF B 3 il g £ 3 X Dato-Dxd [T 280 B 2
7% 5, 1% 3 BT E S 7E TROP2 2235 7K B 41K 1) s 2
1, Dato-Dxd 1 7] BEJE B R U5 197 80 thab, 4tk
AT EE R OR, 75 6 mg/kg A BT, H 82% M £H
HI TRAE, o rpol% s« 11 98 R BE & B o DL, T 7
#H TRAE (=3 90 1 K 4 #1E 48.0% . TROPION-
Lung01 B 72 EL ¢ T Dato-DXd 54& 44k 7 254 £ 74
il FEAE 5 I R 8 I I Bl 7% M NSCLC 3 i)
EH . g EIR, 52 I L, Dato-DXd 7EFT
i 8 7 285 b SR TR A, 4 R R 1 R A R A R
i} 18] (medicon duration of response, mDoR) 73 7| 24
714N AF15.6 B, mPFS 43 5 K 4.4 4~ H /3.7 4
H o Dato-DXd #£ 3697 J EGFR. ALK 2848 NSCLC &
TR S A NESERERS . TROPION-
Lung05 W 7L 48 N T 137 f5 4% 77 EGFR B ALK 2
RABMPG —RIAIT EHINSCLC B &, fE#% T
Dato-DXd V&7 5 » ORR I DCR 43 #li5 F] 7 35.8% 1
78.8% > mDoR 1% 7.0 ™ H o 45 H 3 B Dato-DXd 7£
1697 EGFR. ALK €48 NSCLC /& # Bk b [ FE A
29, 20234, TROPION-Lung08 AF 78 EL#E 1 AT AN
K #.47T (pembrolizamab) .5l {8 F 5 B 4 Dato-DXd
J7 RAEHE  KARS 2728 (1) 1 1] NSCLC & 3 H f7
Mo TSI T 740 9 PD-L1 =5 323K O B
BIVES TPS=50%) 1 83 . B SR R B G VR TT 4178
ZANT RS EARAE B E L, M N R R R 2
F1 Dato-DXd BX 76 77 41117 mPFS 73 51 4 8.5 4 H Al
13.14H, mOS 43528 23 4~ A #130.7 4~ H , ORR 4
AR 45%F0 609%™ . X LEH AR I UE B A VR T SRS
FEH =T 2407 T B 7 R W
232 X W% % ¥ 3 (sacituzumab govitecan, SG,
IMMU-132)

SG & H Trop-2 ¥4 sacituzumab, JHIE—N Al ]
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B R T 5 iR T #0657 SN-38 348,
W H BT AE T BT 3 52 0 2 D BRI 9T B AN
AT 63k 0 S 08 R 301 s 2 % M = 9 1P L Ceriple-
negative breast cancer, TNBC) , DL /& 1% £ 7F ifi & 40
BRI FBUIR -
2.3.2.1 NSCLC

1E 2017 FETF & 1) — TUiE e N BR AT B 52 1 v
ST HINSCLC S, 72 54 1432 T SGRIT I,
mPFS 452N, mOS 9.5 H o 5% &3 B
T ETRAE(Z3 40, WAl PR 40N> (28%)
Y5 (7% 380> (T%) 557 (6% ) FUA A KL
A IRl RE (4900 53— ITEVOKE-01 Wf 7t 3L 44
AN T 768 Bl — 23R 9T Ja B HEJE [ NSCLC 4, IF
W BN/ 28 SC AN 2 Pafh FE 4 . WF e di 3%
W1, SG 415 £ P AR ZE L) mOS 73 7 4 1.1 4> A Al
9.8 H,mPFS N41 4 HAM39MNH . Ak, SG 4L
) mDoR N 6.7~ H , A EL 2 P A FE 4 (1) 5.8 ™ H &
N KRR SRR . /£ DCR J5 T, SG s 3] T
67.6%, 55 % Pifth ZE 2411 67.1% 404, KA B FIETT
77 SEAEAE B 1t JE 7 T B A AL T 2. {HSG
=3 20 TRAE )R A2 AR T 2 1H b 38 41 (66.6%
vs. 75.7%) , SG W& A AR
2.3.2.2 e hfizE (small cell lung cancer, SCLC)

1 SCLC VG JT 4T3, SG 2575 g on 1 H 277
Rho A8 53 B BEAE B 32 o A1 SR AR FT I H VR T O IR
I SCLC &35 K H SG IR IT W 7L, J 34 (¥ mPFS
N3TAH,mOS TS5 H . 60%H) 3 W5 2 i
FaARR G, Fodr 7 4] JE B B 1873 S (partial
remission, PR) » ¢ L[ TRAE £ 5 1% 18 85 7% |
AN R e VO TN A (RN S S = € T
KT SGAESCLCIRIT A Rt v T 3t — D1
7€ SGAF 95— BRIR B 16T 77 Z4E SCLC H Y7 25
A, I TR 2 I R 5
2.4 CEACAMS ¥e&) 254y

Jet 70 J5URH O 4 [ & B 43 7 5 (carcinoembryon-
icantigen-related cell adhesion molecule-5, CEACAMS)
& — M B R N £, £ 25% 1) I e S = R
15 CEACAMS, Jf 5 MR S FE A IEAH K

Tusamitamab ravtansine (TUSA, SAR408701) &
ZLHH CEACAMS .58 [E HUAK tusamitamab Tl & &
) 77 DM4 LA v] U R B 1 2 R, i 2 TE A R
YO A R SR BT HOAT, 2 S PR FCEAE VR
fti TUSA IIRITIE /T -

CARMEN-LCO5 #& — T IL Wt 7T, £t % 25 5] —

LRVRIT 5 IR AR [ NSCLC /3, 7R85 1 R AL
21 JA 1f1 TUSA ¥ 97 , ORR iX 40% , DCR 1% 88% . It
4k, TUSA 5 pembrolizumab 15X 516 7 £ BT A 16 IT
Hrph R R PR AR . AR e A T
68%IM EE LT T 3 K LA E B TRAE, Hrh & I
(A %0 (44%) TG (36%) FKE 55 (3297,

2.5 &k K % # H F (mesenchymal -epithelial
transition factor, MET) ¥e.1%) 25 4%

MET & — P 1% 2 8 W8 52 74, 7E NSCLC H,
MET (1) 5 W0 5 I e (1) 38 58 1= 28 A6 72 25 V) A
5%, EEALE BRI SR L R R B Rkt

Telisotuzumab vedotin (Teliso-V, ABBV -399) (5
Pl c-Met B 50 FEHTUAR Telisotuzumab « & 25 EH $51 571
MMAE VLK o] )8 %4 74 . 1% 24 B AT R 7R
SERAEMT X S BT . (HE C 435 FDA 27
(1) GBI 7 ¥ 9 A% F 9697 e A sl 5 5 M EGFR
BY 2R | e-Met b 3Rk FEAA 28R 7T AR 5k 2 J 1t
[ 3AE 6% NSCLCPY,

TE— T4 c-Met BH 4 I 3 NSCLC S5 11 T 3
I PR 58 H, Teliso-V 12 4> 1t FA RUEAS 2] T 9F
fifi o 7EAEBEIR . EGFR B 4= 2 (wild type, WT) [ &
HRER T, ORRIE R T 35.1%, 1 £ R 40 i A 3L
fih EGFR € 4% (mutation, Mu) F{ B & 7 20004 &
. 1136132 E# B, 44%4 7 T =3 % TRAE, }
R H L AL Ml 46 (5.3%) RN IIUIE (4.4%) 7T
IC2.7% ) W A X (2.7% ) 9% 57 (2.7% ) < 4% & Bk
I JUK I T v (2.7 % ) 0 ] R JE i A 2 0 AR (2.7% )
S50 45, Teliso-V 7E FE @R EGFR ¥ 42 Y NSCLC
B RN BRI R M AR R, Hoe At R AT,
R BEN THARE 7E AR o R B 13 R 3  2
FE c-Met 15 223K () 58 35 0 4H P R 82 31 T i v ) 2 0L
SRR, BERIAKPRENEH P EA —EM
I PR & 5. S — TR EGFR-TKI 6 97 )5 i 2
f) c-Met BHT4: NSCLC 5 2 Bl PRAF 72, X Teliso-V Ik
GO e 7 S0 AT TV . TERTE B,
mPFSIEF| T 5.9 H . 1 EGFR 248 fH 14 1) & 3
H1, ORR 1% 32.1% , ¢ 7l 52 c-Met /5 KI5 1) 8 #
ORR #2713 7 52.6%, iX — &5 K W] c-Met (1) K1k
KPR L RIE T OR . (B AT, 57% 0
HEMDZ T 1R TRAE, o 48 95 28 A B I
JiE S B L 1) . [, 6T EGFR 5848 Ho 76 #E )
VB IT J5 I Bk R I c-Met 15 %34 NSCLC H 3, 18
Teliso-V A B & B VR TT 7 R RE & — M 2K
PIESE
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2.6 Delta#¥ Notch Bttk 3(delta-like protein 3, DLL3)
Yo Hhan

DLL3 & — P A A3 8 N 43 W Jiv 8 41 Hi 2 T 1 3R
% B BC AR, G 2 AE SCLC 1 (DLL3 78 #5d 75% )
SCLC B 34D . Notch 15 538 4% 76 40 Jifa (1) 4>
AR SE B T R HE A F & — o FE R ST R 40 P
{5 55 &4 . DLL3/E N Notch {5 5 18 I (1) #1
il lc A4, v LU 5 Noteh 52 44 A0 B4 FH ke 401 41
Notch 15 5 FI0E . X —FFAEAE A3 DLL3 BN B i
TR AT I T AR 55 e,

Rovalpituzumab tesirine(Rova-T) 1 LA JLAN R
T 4 N AL DLL3 45 5 M B Ak v 1% 2% Bk 3 bt
(rovalpituzumab) « Itk 1 % — 550 5 T A A tesirine,
DL Fs — 3 A B ) o] 24 #2757 Rova-T H AT
AR SR, (H B TEVF 2 IR R S BB T R 4T
7o

Rudin 2522 B Rova-T 87 74 i B & K v
SCLC % . 45 R R W, Rova-T XX & 35 B A
5 PR SR, R AR AE DLL3 m R IE I B,
ST NI . TR AVEVRl T, 38% M B E & T
T =3 0 TRAE, Hrbige H L () A2 1040 i s/ i, G
R M NI D, A 12% . [EEFEE A,
DLL3 & £ ik B i) TRAE & £ E (97%) i & T
DLL3KFIEEFH (69%), 20194, F—I TRINITY
W5t h % B, Rova-T %t 3L+SCLC 3% B — & 1Pt
JiIRg v 1 . S TR A 5T — B 78 DLL3 s Rk 1 &
# ™, ORR N 14.3%, mPFS 3.8 H, mOS N 5.7
H o XEHHR I —PUESE T DLL3 3Rk K 5 &
H 0 Rova-T 259067 IO I IEAH G MDY . B IR
5t 45 B9 DLL3 /E A SCLC YA I B4 St 7B/
R, 75 2RI B 2 IS R T 0 i — PR &

3 INESRE

ADC E N B v6 7 BRI BLE 7 &, AL G
JEIRIT RIS IGIN T A . AT —PRER
I7 R, X6 5 22 A ROHE A R 2 A R L S T R
LA ERE, R ADCEMIE AT R B
J1ABEA AT ReFEREE — R 52 TRAE U,
51 a1 L 40 B9 T AT SN 95 55 R DA K R
JREELSE . Ak, FELLAE LR I 2 tH I 5% S ™ E
A RN, F TR FEURE LT . Rk, anf
4k FF ADC J7 2 TRAE 2 1] {7 /2 H AiT iR 47 fif
R ), 7B 2 IR RIS — PR
Gb, R T SRR BRI 30, ADC 5 A 25 BB

I T WA PR R, W REA I 5144
W7 R IRNR T B IR T IS, B ARl ML
_EFR B R Dt PR Jifi s B 96 9 R BE 2 1) AT
REME .
E AR
AR P A M R R
Conflict of Interests:
The authors declared no conflict of interest.
1B Tk AR
WOKHT: F T SCEMESFIBE VE I ST BRI &
TN VR S S SIS AT .
Author’s Contributions:
SHU Yonggian was responsible for conceptualization; XU
Yangyue was responsible for data curation and analysis; XU
Yangyue and MA Pei were responsible for writing and reviewing.
(&% 30t
[1] SUNG H, FERLAY J, SIEGEL R L, et al. Global cancer
statistics 2020: GLOBOCAN estimates of incidence and
mortality worldwide for 36 cancers in 185 countries [J].
CA Cancer J Clin, 2021, 71(3):209-249

[2] DRAGO J Z, MODI S N, CHANDARLAPATY S. Unlock-
ing the potential of antibody - drug conjugates for cancer
therapy[J]. Nat Rev Clin Oncol, 2021, 18(6):327-344

[3] CRISCITIELLO C, MORGANTI S, CURIGLIANO G. An-
tibody-drug conjugates in solid tumors: a look into novel
targets[]]. J Hematol Oncol, 2021, 14(1):20

[4] SAMANTASINGHAR A, SUNILDUTT N P, AHMED F,
et al. A comprehensive review of key factors affecting the
efficacy of antibody drug conjugate [J]. Biomedecine
Pharmacother, 2023, 161: 114408

[5] UY N F, MERKHOFER C M, BAIK C S. HER2 in non-
small cell lung cancer: a review of emerging therapies[J].
Cancers, 2022, 14(17):4155

[6] CORRIGAN P A, CICCI T A, AUTEN J J, et al. Ado-
trastuzumab emtansine: a HER2 - positive targeted anti-
body - drug conjugate [J]. Ann Pharmacother, 2014, 48
(11):1484-1493

(7] EfEE, IV, R, 55 JUi 25 mmia T ik
JH IR s S B FH 6 5 R (2020 FRO LT . 0 T 2 2 A 4
ST, 2021, 13(1D: 1-15
WANG J Y,SUN Y K, ZHU T N, et al.Expert consensus
on clinical application of antibody-drug conjugates in the
treatment of malignant tumors (2020) [J]. Chinese Jour-
nal of the Frontiers of Medical Science, 2021, 13(1): 1-
15

[8] NAJJAR M K, MANORE S G, REGUA A T, et al. Anti-
body-drug conjugates for the treatment of HER2-positive



45 551 1
20251 H

YRR, B AR, ST, BB 25 78 filidie 1 IR YR T R I AR ek R L) .
B BERR 2B CH AR B2 , 2025, 45(1): 98-104

° 103 -

[9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

breast cancer[J]. Genes, 2022, 13(11):2065

PETERS S, STAHEL R, BUBENDORF L, et al. Trastu-
zumab emtansine (T -DMI) in patients with previously
treated HER2 - overexpressing metastatic non-small cell
lung cancer: efficacy, safety, and biomarkers [J]. Clin
Cancer Res,2019,25(1):64-72

LI BT, SHEN R L, BUONOCORE D, et al. Ado-trastu-
zumab emtansine for patients with HER2 - mutant lung
cancers: results from a phase Il basket trial[J]. J Clin On-
col,2018,36(24):2532-2537

JEBBINK M, DE LANGEN A J, MONKHORST K, et al.
Trastuzumab-emtansine and osimertinib combination ther-
apy to target HER2 bypass track resistance in EGFR mu-
tation - positive NSCLC [J]. JTO Clin Res Rep, 2023, 4
(4>:100481

AZAR 1, ALKASSIS S, FUKUI J; et al. Spotlight on trastu-
zumab deruxtecan (DS-8201, T-DXd) for HER2 mutation
positive non - small cell lung cancer [J]. Lung Cancer,
2021,12:103-114

MEHTA G U, VELLANKI P J, REN Y, et al. FDA approv-
al summary: fam - trastuzumab deruxtecan -nxki for unre-
sectable or metastatic non-small cell lung cancer with acti-
vating HER2 mutations [J]. Oncologist, 2024, 29 (8) :
667-671

LI BT, SMIT E F, GOTO Y, et al. Trastuzumab deruxte-
can in HER2 -mutant non-small-cell lung cancer[J]. N
Engl ] Med, 2022,386(3):241-251

Interim results from the Phase II DESTINY -Lung02 trial
of trastuzumab deruxtecan supporting the recent acceler-
ated approval revealed [EB/OL]. (2022-09-12) [2024~
09-051. https: //www.delveinsight.com/esmo - conference -
2022/article/destiny-lung-02-enhertu

LU Y S, SHIMIZU S, SAWAMURA R, et al. Population
pharmacokinetics of patritumab deruxtecan in patients
with solid tumors[J]. J Clin Pharmacol, 2023, 63(1): 77~
90

JANNE P A, BAIK C,SU W C, et al. Efficacy and safety
of patritumab deruxtecan(HER3-DXd) in EGFR inhibitor-
resistant, EGFR -mutated non-small cell lung cancer[J].
Cancer Discov,2022,12(1):74-89

YU H A, GOTO Y, HAYASHI H, et al. HERTHENA -
Lung01, a phase II trial of patritumab deruxtecan (HER3-
DXd) in epidermal growth factor receptor-mutated non-
small-cell lung cancer after epidermal growth factor recep-
tor tyrosine kinase inhibitor therapy and platinum - based
chemotherapy [J]. J Clin Oncol, 2023, 41 (35) : 5363-
5375

YU H A, BAIK C, KIM D W, et al. Translational insights

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

and overall survival in the U31402-A-U102 study of patri-
tumab deruxtecan (HER3 - DXd) in EGFR - mutated
NSCLCLJ]. Ann Oncol,2024,35(5):437-447
SCHIPILLITI F M, DRITTONE D, MAZZUCA F, et al.
Datopotamab deruxtecan: a novel antibody drug conju-
gate for triple-negative breast cancer[J]. Heliyon, 2024,
10(7): 28385
SHIMIZU T, SANDS J, YOH K, et al. First-in-human,
phase | dose-escalation and dose-expansion study of tro-
phoblast cell - surface antigen 2 - directed antibody - drug
conjugate datopotamab deruxtecan in non-small-cell lung
cancer: TROPION -PanTumor01[J]. J Clin Oncol, 2023,
41(29):4678-4687
YOH K, GOTO Y, THOMAS M, et al. A randomized,
phase 3 study of datopotamab deruxtecan (Dato-DXd; DS-
1062) versus docetaxel in previously treated advanced or
metastatic non -small cell lung cancer (NSCLC) without
actionable genomic alterations (TROPION-Lung01)[J]. J
lin Oncol, 2021, 39(15_suppl): TPS9127
BORA, g, X IR, &5, SUAB Iy M 7E JE g i
fif 98 o R E T E R LD 1. i R il Ak 2% 5 2024, 29.(5)
785-791
ZENG T X, TIAN C C, ZHAO M D, et al. Research prog-
ress of antibody -drug conjugates in non-small cell lung
cancer[J]. Journal of Clinical Pulmonary Medicine, 2024,
29(5):785-791
PAZ-ARES L, AHN M J, LISBERG A E, et al. 1314MO
TROPION-Lung05: Datopotamab deruxtecan (Dato-DXd)
in previously treated non-small cell lung cancer (NSCLC)
with actionable genomic alterations (AGAs)[J]. Ann On-
col, 2023, 34:S755-8756
LEVY B P, FELIP E, RECK M, et al. TROPION-Lung08:
phase IIl study of datopotamab deruxtecan plus pembroli-
zumab as first-line therapy for advanced NSCLC[J]. Fu-
ture Oncol, 2023, 19(21): 1461-1472
GOLDENBERG D M, CARDILLO T M, GOVINDAN S V,
et al. Trop-2 is a novel target for solid cancer therapy with
sacituzumab govitecan (IMMU - 132) , an antibody - drug
conjugate (ADC) [J]. Oncotarget, 2015, 6 (26) : 22496
22512
HEIST R S, GUARINO M J, MASTERS G, et al. Therapy
of advanced non-small-cell lung cancer with an SN-38-an-
ti - trop - 2 drug conjugate, sacituzumab govitecan [J]. J
Clin Oncol, 2017,35(24):2790-2797
PAZ-ARES L G, JUAN-VIDAL O, MOUNTZIOS G S, et
al. Sacituzumab govitecan versus docetaxel for previously
treated advanced or metastatic non-small cell lung cancer:

the randomized, open-label phase IIEVOKE-01 study[J].



* 104 - [T

VS PN

FA5 L1
20251 H

[29]

[30]

[31]

[32]

[33]

[34]

J Clin Oncol, 2024, 42(24): 2860-2872

GRAY J E, HEIST R S, STARODUB A N, et al. Therapy
of small cell lung cancer (SCLC) with a topoisomerase-1-
inhibiting antibody-drug conjugate (ADC) targeting trop-
2, sacituzumab govitecan[J]. Clin Cancer Res, 2017, 23
(19):5711-5719

ISAMBERT N, NAGY T, RAVOIRE M, et al. 13MO Safe-
ty and efficacy of tusamitamab ravtansine in combination
with pembrolizumab + chemotherapy in patients with
CEACAMS - positive nonsquamous NSCLC (CARMEN -
L.CO5 phase Il study)[J]. J Thorac Oncol, 2023, 18(4) :
S46-S47

DECARY S, BERNE P F, NICOLAZZI C, et al. Abstract
1688: a novel anti- CEACAMS maytansinoid - antibody -
drug conjugate for the treatment of colorectal, lung and
gastric tumors [J]. Cancer Res, 2015, 75 (15_Supple-
ment): 1688

GARON E B, BRODRICK P. Targeted therapy approaches
for MET abnormalities in non-small cell lung cancer [1].
Drugs, 2021, 81(5):547-554

CAMIDGE D R, BAR J, HORINOUCHI H, et al. Telisotu-
zumab vedotin monotherapy in patients with previously
treated c-met protein-overexpressing advanced nonsqua-
mous EGFR -wildtype non-small cell lung cancer in the
phase II LUMINOSITY trial [J]. J Clin Oncol, 2024, 42
(25):3000-3011

CAMIDGE D R, MOISEENKO F, CICIN I, et al. Abstract
CT179: Telisotuzumab vedotin (Teliso-V) monotherapy in

patients with previously treated ¢-Met" advanced non-small

[35]

[36]

[37]

[38]

[39]

cell lung cancer[J]. Cancer Res, 2021, 81 (13_Supple-
ment): CT179
CAMIDGE D R, BARLESI F, GOLDMAN ] W, et al.
Phase ib study of telisotuzumab vedotin in combination
with erlotinib in patients with ¢-met protein - expressing
non - small - cell lung cancer[J]. J Clin Oncol, 2023, 41
(5):1105-1115
ZHANG H, YANG Y K, LI X C; et al. Targeting the Notch
signaling pathway and the Notch ligand, DLL3, in small
cell lung cancer [J]. Biomedecine Pharmacother, 2023,
159:114248
LASHARI B H, VALLATHARASU Y, KOLANDRA L, et
al. Rovalpituzumab tesirine: a novel DLL3-targeting anti-
body-drug conjugate[J]. Drugs R D, 2018, 18(4): 255-
258
RUDIN C M, PIETANZA M C, BAUER T M, et al. Roval-
pituzumab tesirine, a DLL3-targeted antibody-drug conju-
gate, in recurrent small-cell lung cancer: a first-in-human,
first-in-class, open-label, phase I study[J]. Lancet On-
col,2017,18(1):42-51
MORGENSZTERN D, BESSE B, GREILLIER L, et al. Ef-
ficacy and safety of rovalpituzumab tesirine in third-line
and beyond patients with DLL3 - expressing, relapsed/re-
fractory small-cell lung cancer: results from the phase Il
TRINITY study [J]. Clin Cancer Res, 2019, 25 (23) :
6958-6966

(WeFm BHEA]  2024-07-03

(KRR F1)



