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[Abstract] Human epidermal growth factor receptor 3 (HER3/ERBB3), a member of the HER family, is widely expressed in a variety
of cancers. Activated by the ligand neuregulin, HER3 forms heterodimers mainly with EGFR (ERBB1/ HER1) and HER2 (ERBB2) to
activate signal transduction pathways and promote tumorigenesis and progression. Studies have shown that HER3 is not only associated
with poor prognosis in non-small cell lung cancer (NSCLC), but also plays an important role in drug resistance in patients, making it
a potential therapeutic target for NSCLC. Although no HER3-targeted therapy has been approved, several have entered clinical trials.
This article describes the relevance of HER3 to NSCLC and the HER3-targeted therapy for NSCLC currently in clinical trials to provide
reference for the research and development of HER3-targeted drugs.
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cell lung cancer, SCLC ) FIHE/NffufitidE ( non-small
cell lung cancer, NSCLC) , H 1 NSCLC 2 i fif
A Mt i1 85% 2. BUA I R 7 1 D 6 45
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69% HIE I NSCLC 54 A7 75 W A 1 43 - #E s
it Y A BE PR ZH SCHR AP R W], IKBh A, ange
H: K A F 32 & (epidermal growth factor receptor,
EGFR) 27 (AT I B2 % {6 I ¥ ( mesenchymal-
epithelial transition factor, MET) ¥ 3 ANFLAK
F 5% 4K 2 (human epidermal growth factor receptor
2, HER2) F Kirsten K BRI E ER8 3L K ( Kirsten
rat sarcoma viral oncogene homolog, KRAS) R7E%,
Vyal i o s A MG 5 . R . TSR AR AT
(18T Ui A 530 S 1 o s IXUBS: B FE AR 22 1 B Bl 35
W, EGFR 2R H MmN Z —, £—TH
FABR 151 WTFY (f245 33 162 4] NSCLC/ fidid i,
H) LN, 25 29% I & H B EGFR %€
A5, JUHAE W AR b ik 50% . EGFR 2875 (1)
NSCLC & fe— MRk B4 , K5 EGFR 2875
BF X BEGFR i 2 1R W B0 1 7 ( tyrosine kinase
receptor inhibitors, TKIs) U=k, #R1M4Z %5 T EGFR
TKIs 14 £ 3 8 23 B PRI 244 7 R ) ia
JPTESTF RSN NSCLC A 3L, (BT EIF L
FIRYT D TKIs i 259 ]

HER3 J& HER ZJGEHArn)—o, HIHGL= [#
AT A Rt T P Sl A IR A — LR A
fili o BRI AE R X HER3 2544 M Dy e id itk — 20 it 5%
W], HXFNSCLC & . &R Lh S 24 24 2]
EEMIEM. ik, A% HER3 a7 X T 5
JR 20 | H R 24 T AR R AE R I IR A2 25
BA RIFTIT KRR . AR LRAR F 241 HER3 5
NSCLC fyH1 X L K HER3 #3477 NSCLC 924
YIS

1 HER K&

HER % J% i EGFR (ERBBI/HER1) . HER2
(ERBB2) . HER3 (ERBB3) I HER4 ( ERBB4)
4R ALY, HRE A Y B MRS NEsAR, BRE LS
A SR PN i R 2 A R (LR 1) B B
T HER2, HARZERLG YAl SRR AR B AR
TE IR — RS IR 2R, 51K T o,
QiR N Ik VLB 3-8 ( phosphatidylinositide-3-kinase,
PI3K ) /%5 1 ¥ I B ( protein kinase B, PKB/AKT )
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AR AR E A (rat sarcoma, RAS) /I 25 4k 4
Jii £ 11 (rapidly accelerated fibrosarcoma, RAF ) /£
22 5y 4 0N B H B ( mitogen-activated protein
kinase, MEK ) /41 g #1525 (1 i B8 ( extracellular
regulated protein kinases, ERK ) , M= A AH R 1
A IRE, EARAMI RGPk . TORIMAE
AR P, HER SR MRS A AR L) 11 Fh,
55 A K F (epidermal growth factor, EGF) .
Ak A KN F o (tansforming growth factor-o, TGF-a)
2T (neuregulin, NRG) 25 (WL 1) ",
EGFR #l HER4 EA7 MRS, 8 SN Y
BCRSS A BV AT EASE B R AR A 15 00 T 0% . HER2
LA R ARG PR, (ATCAH N B ZE S, W
[ (S R P NI = S DA B N ) 2o -
RIKRFENER]; HER2 £E5E K 588 a4 1 it R o
TE R IRIR — SR e i HER3 B 2 R
S, AN HER S0 PR — 51 . HER3 il it
HOMARF ISR BSOS TS Sl s nae 1,
R ZPERIE B 2 (5 T A I — N G i i Rt
JUEH, BEEBFRIABTRA, Bk riEE R
HER VS P 0 5 8 0 B0 2 M i A Fnak
&, FtS R 2 IR M,

2 HER3 W& {5 S i@k

HER3 /& HER ZC 4 B L 22—, H D i 2 A
c-ErbB3 4y, JE—ANHIRE TN 180 000 [
JERESE U B A 3 SRR, 4 ah
FRAMBCARSS A S5 P . B 7K 5 Rt F Sel 5 R ko
RS N R S R B, FLR A R 4 S T2
Fsg . 1 (L1) o I (c1) . I (L2) vV
(C2), Hrpg5kyg 1 | Mo SEAARLE G 55T |
IV (ESERER ) AV R, il s
P U9 SEHES AT, HER3 LIRS PR B A 1 I 17
P, EaEEAER T IV 22 8] 52 N A AR AR
A%, 24 HER3 SEALS &, Al gsFsk T
VOIS TS, BB AR TN A, SHAMZ
I BRI R FEVE . 5 R G0 ) HoAth B A A
], HER3 038625 F4 38k iy T M 07 R g 1 28
ARG, LR SR TS R 245, AU EGFR H
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J1EA%; [FEF, HER3 fig 5 &8 43 JF HER 5% b it

EGF HB-EGF
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Amphiregulin Epiregulin
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EGFR
i I
m
LI |
4 I\

KD KD

TR A, il dne) 7 5 - I Bz #L e sz 4k (cellular-
mesenchymalepithelial transition factor, ¢-MET )

AT HE A A K 73244 2 (fibroblast growth factor
receptor 2, FGFR2) "%,

NRG-1
NRG-2

NRG-3
NRG-4

EGF: REAEKNETF; TGF-a: HAKFF o; Amphiregulin: XA [T; Epigen: [FEA 225335 HB-EGF: FFaR&atEREAEK
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Figure 1 Basic structures and ligands of HER family members

NRG1 /& HER3 [ A, LA ek 55353
(7 ROE A Z K . HER3 [ SRBEIE Ak R — 5
i, (AILHIAPEEFYIRES A NRG Ji, A4 &4
Ak, SRFEA G TR R, (R Rk
(R P SRR Ak, TS S A B C i 2 0 s R 3k
S, EMSEE T IHE S0 FIRRE FIHES
W% (WL 2) M Hivh, HER3 X PBK/AKT {5 %
RS ok B, LB R L)S i S R gk S T
5 PBK 1Y p85 WAL &, 5% PBK IR, if
M5 &L NS ", 7F HER FE IR R IRs
SR T Bk, NRGI/HER3/HER2 & & W) 19 36 1 f%
i, ] LU S PIBSK/AKT {5 540k L & RAS/
4 24 R A% Ak B B ( mitogen-activated protein
kinases, MAPK ) i, Hasmaii 7 s ",

3 HER3 415/ NSCLC HYi# R

HER3 7E 4% Fig i o %o 235, A5 7L IR
OO . SEimE . SR TR R e A PO Horp
HER3 752 83% M5 & 7 NSCLC Hr 3k P, 5q]
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G AR H, HER3 it 2 N 7E (4 3806 05 7,
R AT 55 A ) SR 32 AR 5 6 5| ki 200 i %) 34 B
B2 ZY, X5 NSCLC M #1715 % T B i 24
X% WP R, 29 50% B NSCLC i # % 1778
EGFR, HER2 m HER3 [ %3k, H HER3 YLK
NRG-1 7Ef 3Rk, #F— %W HER3 78921
JL i B 478 L4 £ €6 P EGFR 2878 S I R I
NSCLC fie i W B 978 Z —, HER3 Al il 5%
A5 EGFR 2545, Mg i U i fb 0%, %
PI3K/AKT 3@, o e iy & A fnk Jg 24,

NRG1 £} HER3 MIFCLIAR, 78 [ 28 1) g i
TR AN R (8 2R K, o Sk 2R Il R 4 i e
R LR 240 6 fi 98 St 0 R KORG8, NRGT BRIl
Fih 5 NSCLC WY& RAMIE 2, NRGI 3L A
fefi ebgeg 4 L 2 1] EGF FES5FIIRY NRG1 548 4R35,
JF5 5 HER3 U8 —RAKAIE AL, MG PI3K/
AKT. MAPK FIHAAE5-30 [, Al by 248 e S 34
g P BRA, ARSI, iR R T HER3 &R
55 NRGI B aLA % P,
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W53, HER3 5 NSCLC & 255 A

i 24504 1 7 A AL R O SO AR 2 W T B AR A
% HER3 fi£ 5 HER2 . EGFR LA K3l HER %M c-MET
TR IR R AR5 ZU BTG PISK/AKT i, X ffif
HER3 fEW 5 shitBigte, g1kimtzy ™, EGFR 5748
f) NSCLC ## rl LU i EGFR TKIs A%0477, Bk
ZRCBE LS H AR AR 2, H 3 A
Ykt EGFR 97, LA T790M 2878 fe i UL B it
A, HABRTR 2GR A 55 S oAt 2 1A s 2 R ity

(receptor tyrosine kinase, RTK ) FYFEEP 14, DISAF
A1 i A= K ¥ (hepatocyte growth factor, HGF ) K H:
Z Ak ¢ MET 5 AXL %5 4 i # ik P'. % EGFR TKIs

%Y NSCLC, PI3K/AKT 3 B 3805 438 T HER3
{55455, i EGFR TKIs n{li HAx 545 S 2 BHA R il
{5 S ATE, MBI GTRRVE; (HAE TKIs i

HER3

HER2

24511 NSCLC 1, HER3 %} TKIs 513 A5 538 I 1%
HA TSR B, W95 224 EGFR 2875 ) NSCLC
[ AR MET JER 209 14m), EIdi7E EGFR TKIs [
AP, HER3 {5fEAZ I i 5 - MET B L 57 U5 — %
A5k X HER3/EGFR 4ERF HER3 MRFEE0E, 51k
PI3K/AKT {55 53 i LAIRHT AN A 8 7 . HER3 ik
SR H:Z 5 EGFR TKIs fif 25 (1) 5 —Fo5 . #F5¢
F0H, EGFR TKIs %f HER3 {555 AGM ] HAE A2 il
HER3 #fR 1k, I H i T PI3K/AKT (M, S
BE X DR 57T O (forkhead box O, FoxO) i
PEAY HER3 #%5%, i 1T HER3 i3k ¥, HER3 it
FER AR (E HER3 WiR Ak - 2B R 1k S 1 P i A5,
T3 HER3 Fl AKT Ab TRl B ALARAS, X2 &
W LAY EGFR TKIs 258 2 25 705 — RIA ST A3
HER3 #1259 fif HER3 564> Lk ™,

NRG1

PIP2  PIP3

\
. ‘\ i'%ﬁﬁ / T

HER2: ANFERAEKRET2ZK-2; HER3: AFRAEKETZE-3; NRG-1: TW’“IHW?%EI 15 PIP2: —BEEREEARMENLEE; PIP3: —HfR
WENEFEUNE, KD: Blgss i PI3K: BEARMCULET 3-140; AKT: HEEE B; GRB2: KK F2A4 481 2 RAS: K AEE M,

RAF: JiELT4EAREH; MEK: 25025 30% 5 A4 ; MAPK:

{1 7> B3R U A 2

E 2 HER3 =Rk R H{E S REE

Figure 2 HER3 dimerization and signaling cascade
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PIVEMIGIT NSCLC 1 HA B st EIR 7 A4

4 $B[@) HER3 497 NSCLC Mtk z5ilh Ak
IR
HER 5 W A 7E g L 80h )32 1k 363k, Wl
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KRR A YT OO IR I6 7 B E s . D
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X HER 75 B 03 A 92 K 2 504k Th /£ EGFR Al
HER2 I, HC A ZF#5 EGFR Al HER2 A [1]
S TG R, T HER3 T Bl = 5 J7 A 1%
R PABGYE, — E AR EN, (HRRETR A
WiTR A, HER3 £ 8 v i) 7 FHAS Wi 9k & 30T 3% it
LT A N ATE WY

BT HuiX HER3 AW 0 T, A 3L
HER3 {897 A LR T S i —Fh sl LR 2 5
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1) ffi HER3 fRE5H &% 2) i3k HER3 By HCIK
NRG; 3) FHKECAR 5 HER3 W45 G008 4) 51k
HER3 N 1k; 5) BHWF HER3 5 H il HER 5% % 5t
=R 4k; 6) FI e i R SR R PE HER3
IR O (o T ISR PN e el (1) S oA (N

#84> HER3 § 1A Y7H0 S THUAZ, BARE AR
b, (HRFZ 258 B AR TR R & AR BE (I
F1) . TR 5 NSCLC M6 HER3 $E[a4Y7
BURZGH NG RAFF ST IR AEA 7 fa7 1L B 3

F 1 LTFIEETZER B HER3 k325
Table 1 Anti-HER3 antibody drugs under clinical investigation

HYMER fERHLH 1& L IE FiE MRRE
BT LA
patritumab HER3 H471 (LN I AR gt RIS
seribantumab HER3 #Hi5 /Nl OP . PR LN 1T Al PR
KTN-3379 HER3 5407 FUBRE KGR PR o 27 41] T 331 R
10D1F HER3 547171 B, Miomss Hummingbird Bioscience T/1T 3R R
symots  ARIEELEGER. HERZ. UM Wb SN Symphogen NEIETS
lumretuzumab HER3 53071 e/ anafiE . FLARRE PR T G R
elgemtumab HER3 #Hi5) SKETERIRE . LY. B e I HAIf R
REGN1400 HER3 #i57 SEAARSR AT 1 B PR
ISU-104 HER3 #4757 SEARIE ISU Abxis | B:G][E7R
GSK-2849330 HER3 HiHi5 SEARSE GSK Plc I BmIR
SIBP-03 HER3 #5457 SEAAR g A ) L R A B T # R
AV-203 HER3 $5H07 SLARHR Aveo Group IR ELZS
PAEER T ARN
SI-B001 HER3 X EGFR #5#7071  SRRAHAAE . JE/ N2 i it 45 PO R 2l 1T #AIlE PR
zenocutuzumab HER3 X HER2 %4177 BN S NS N | N Merus NV 1T 311G PR
MM-111 HER3 X HER2 $5 417! FLIRE. B A B DR E L BR T 1T Bl PR
duligotuzumab HER3 X EGFR ##Hi5 SKETERRT 4 B E NSRS J|E:1ZR
EiRE TR R Y]
pariumab - HER3 f0U EANERE g o, srmmm. B S—SikRs LTS
e Bk IR T Cortellis Bl %
4.1 BREERE 5o, BRI NSCLC M3 1 & LS fif % (objective

Patritumab (U3-1287) & 4 A Ui fb 5 50 B
IgG1 Pt fA, i i #8 [7] HER3 g &1 4% A4 3, BH B
NRG 5 HER3 454 % fH 1 HER3 i — R 1k,
55 HER3 P4k, A4 il e s 7 250 5 R B0,
Patritumab [ $T 8 R0 B F NRG ) R 35 7K,
H A S RP RS AR IR /)N U BB 7 vh W% 21 HE X NRG
[ #I5 NSCLC HA BAF M T3k, 1o, 1K
HAMSZIG R, Patritumab AEGS A STk A NRG-1 13
Fakmir= AR NSCLC Tfif2j, 5 EGFR TKIs B&7R
ST ARSI SRS PET 25 NSCLC B iy R A2 25 B,
1£ 5 EGFR TKIs erlotinib & 1897 19 T 11 PRI
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response rate, ORR ) & 4.2%, Bk H1% ( disease
control rate, DCR) 4 62.5%"", 7& patritumab 5
erlotinib k&6 7 Ja B ) 5 % B NSCLC 8
4 T30 PRI & B, RS o NRG mRNA #33%
SAH R, Patritumab + erlotinib 4100 TC ik B A= 17
B} [8) ( progression-free-survival, PFS) Hi & I F
% + erlotinib 4 P, 24 NSCLC & # Ifil 2%
A B KR A YE NRG B, Patritumab + erlotinib
LRI L2 B R A S AR i PESYY. SRR, ) £k
[ patritumab 15 erlotinib BRAHYT B9 1T HHBEALIE K
R E A g 20k, PRS2 T 7E NRG &
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FIk 0 R B el L B M NSCLC b, 5%
FIAM L, S22 B A 2 0 H 340 S A 2438 1
Patritumab I 5 erlotinib 5 7 &y &8 # 1 ol 7% % 4
NSCLC £835 14 T HA I R X050 PR R TE S 79 24 3K
A T I R AR 25 g 21k ¥, B4R patritumab
REFHLIT NRG 5 HER3 (454, {H HER3 {3 fEiH it
e A O R 225 [ S I O B VR — SR AR T
YRR, (EF84r EGFR 875 /) NSCLC Hi 42 5 5¢
75 EGFR BEfS7F HER3 K 5EAALE A 0GR T 5
ZIEC T IRAK, OIS TS S, ol K,
XA BEJE patritumab BXA erlotinib I A 56 28 i
A Z—.

Seribantumab ( MM-121) J& #I 1] HER3 1 4>
NI B S B 1gG2 fi ik, AS{E AT LB T NRG 5
HER3 (454, [WIES BT HER3 5 W] U5 5 i 2 11 JE
AR RAK, A S HER3 AL A R 0 Il
PR T 9T BOUE 2 W, Seribantumab 7E 4% Fifr 25 #1 A9
it 240 YL 0 A 5 R T ) e P S LR AR R v B BT
Jbged 1% 1, AL 4G NRGI il 0 il e . 91 S8 98 e
i 958 ', Seribantumab I 7 B 0] B HE f 2 S R R

1 52 R DB 2835 97 /2 NSCLC 16 N Y 2 Ff i
S A T R B R A TR 22 Y. Seribantumab BX
£ erlotinib ¥4 77 NSCLC 7 1y 1/11 19112055 45 1 .
7, Seribantumab + erlotinib ZH %) PFS ¥ 8.1, ORR N
4.7%, .24 erlotinib 1/ PFS 4 7.7, ORR 4 5.6%,
Seribantumab 5 erlotinib Bt X 4 K PFS A& 3R L
TR ™, BEAl, Seribantumab B A T i 2R
I 2 P FE (docetaxel ) AR K5 P 7 15 26 il
€ (pemetrexed ) ¥AJ7 NRG /5 £ 151 NSCLC # #
1 ATt D o R ek 35 PFS (SE302H PFS O 3.0,
XFHRZL PFS 2 4.0) H WS B8 BN IT REAMEAR
K (treatment emergent adverse events, TEAE )
THERTZ R " HHAT, Seribantumab J&¥7 NRGI Gl
B G IR RE A8 0 TSI R A 58 IEFE A 7. it
Z5IRI7 M 12 LR P A 1678 NCSLC,
10 2 ATPEA TR B B9 ORR 4 30%, DCR A
90%, iz 1k R ¥ W BdE R, 78 NRGI fil
B R AE B P, Seribantumab FELH B H-AY
BRI RCR A bk
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10D1F (HMBD-001) & # [1] HER3 1) A J&
1k 1gGl ifk, Ik feUE 4 %45 & HER3, FHIWT
H. 5 HER2/EGFR 1 5 — 4k, Wl PI3K 4515
5300 5 A S, DT BEL 1k P Rg 9 3% 5 . 10D1F
Y5 HER3 25 & BE K T NRG1 9454, A
% HER3 Z RG0S0, BERSFI B 0 VE B
AT A A1 ] A AR R E AR ) HER3 3K 50y 7y Jieb
AT WG RHTAFSEHIE, 10D1F Sl A fig
R 4245 NSCLC 7E A 1Y 22 B i Jed 240 Jf AsE A 1 14
B s [AlF, 10DIF AH LA 95T HER3 B4R (1
seribantumab ) L) &4t EGFR 547t HER2 Hii{ T fE
A b Ed AR B S B . AE NRG Rl I R A5 74
i, 5 HAt HER3 #Ea HTiRAH L, 10D1F 7R 5
G e A KOk ¥, HEG 10DIF 1IEART 1/
Wil R BB, FEPPAL HAEALFE NSCLC 78 N Y i
191 HER3 FH PS4 B TP 970, #R5T 10DIF H
M B 5 FEAATIE 245 P 3 (T P 5 v T 52 79) £
FERAR I, DA SR 138 BIE B

Lumretuzumab ( RG7116 ) & # [1] HER3 11 A
TR AL 1gG1 ik, BEWZPH 1 HER3 9 5 U8 — R 1L Al
BERRAL, JHMHI TS Sk B T AR A R
7N, AW BAPE SR 35 (4045 3 5] NSCLC)
% DCR M 21%°, 1 — 35 PE4l lumretuzumab B¢
A REAFEAZBEG YT BRI 2 I sl 747 NSCLC
() To/ I 39 09 5 DR 97 200 BRI B 261k, IF s 7
NSCLC & RAIE - #JEgEITF & B
4.2 MEFHHERE

Zenocutuzumab ( MCLA-128 ) J& X 4% 5 4 A
TR AL 1gGl Bk, B8 2 N AFEP Fab i, 43550
la] HER2 1 HER3 [ Jifg #1405 ¥4 48, 38 o 20 45 179
€ )7 (HER2 &) FIBHIrAL# (HER3 B ) BH 1k
NRG1 5 HER3 %54, JfFH 1k HER3 5 HER2 DA &
EGFR 5 —R1k . BHWr HER3 B LA (5 5%
S BN BeAh, BETRBRMEMEE) 1gG1 HE5R T X Fe 21k
(ISR ANTT, DT R e T A A4 i 200 A 1 4 L 2 4
A (antibody-dependent cell-mediated cytotoxicity,
ADCC ) Fl &b 1A 4 i1 /Y 41 B 7 1 ( complement
dependent cytotoxicity, CDC ) R0, FIlf R A5
78, Zenocutuzumab fE A7 A4 BH Wt NRG gl & (1) il
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i 0 L 2R RS R RS LR B S i A £ 5 2
AT, B0 NRGT T HESR 3 40 i A e
A B T W45 R /R, Zenocutuzumab EL A R
Ui e 20 B B AT, £ NRGI @A FH
PEIEIE (4G NSCLC) fyaskZ e 1/1HiE IR
RIS EAESAT 0 #E 20224E 1 H 12 H, 34 99
) NRGI FHYE % (5 NSCLC 41 #)) 25, Ho
71 {5 AT EAh B 2 B9 ORR iy 34% (NSCLC ORR Hy
35% ) . Zenocutuzumab 7EMI NRGI [AE & E h 3k
PR S HRR A7k, AT R 320

SI-B001 J2: ¥ [i] EGFR £ HER3 A9 W 45 & %
IgG1 Pk, mad Pl EARS S0 EGFR [HH Rk
F EGFR/HER3 53 — BRI I 1l S H: A 53
BRI, MBS EGFR I HER3 4%, M40
MiZ2 M EGFR 1 HER3 B335 7K, I 214 i
AR B IR R ATEFSE T, SI-BOO1 HAT {5
0 B S TR A AR . G T B AR IR G R T R
(R SRR ™ BR— 2 s . TR
28 14 TG PRI IE ZEFR 332 20 Bt PD-1 5T (5
oy B I BEZ BT ) TRYT HE R 1 Jg 5 e 0 5
#: %1 EGFR/ALK WT NSCLC %, #£5¢ SI-B001
FERAEIRC AR T X R e PR e ™
A, PG SI-B001 HK 4 B PEE 2 (osimertinib ) IA
I7 SR G S B B NSCLC 128 4 Pk RLA S )
T/ 91 R 58 1 Atk A T 1
4.3 MEHNIBEY

Patritumab Deruxtecan ( U3-1402) & f # [n]
HER3 14 AL 1gG1 BTk (patritumab ) 3 i £
SE 14 V0 KB 1T 1) 3% Bz i e D S A T T 0
# (DXd) AUk EE 25, BA WM
¥)-$i 4K e (drug to antibody ratio, DAR) , DAR W
8, AEMEHR SRS & A HER3, BHWTRCIR4S &,
59 HER3 /v 3 5 5 1% 5, A0 A i 5 HER3
b, FAE ARG i 1o i T SR RO Rk Ay, B
{95 240 /it X DNA 483003 11 4 A= R = 120, A ge e
Patritumab Deruxtecan 37t fi 98 7% PEAE 2 2 24K
i HER3 A F 19 4305, 1 HER3 {55 BHIBTAICR
A R ), Haratani 25 Y %% ¥ Patritumab Deruxtecan
55 PD-1 41l 77 BE 0 2 L+ Bb [ 6 T 484 5ik Bt o 8 2
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