HER2 B HZT S JE /0 Ral B B0 78 T it 3R it

L, E OE?
(1. JEM BERL R 22 Wivr 38N 3250355 2. w [ Bl 2 g 2 B ik 0 5 Be (i 728 ik e
B B ), v R 2 g S Atk 5 2 45 s F 5 9T, L B 310022)

o OE . H AT, E X g D LK B 3 B 98 AR 146 9T A5 A2 JE /N A1 G i (non-small cell lung cancer,
NSCLC)IB YT I AL FIME R . H A MG AR L, N J A K IH 52 7K 2(human epidermal growth fac-
tor receptor 2, HER2)E 5 1) NSCLC f# %Xﬂlfg%%ﬁ&ﬂlﬁﬁ%ﬁﬁ%ﬁ@ﬁ%fmﬁi‘ﬂ 7l (tyrosine kinase
inhibitors ,TKIS)&EZ}\HZ AR LUK B 3 F 1: TKTs T}Lﬁﬂ%ﬁ?‘(’f%(antlbody drug Con]ugates
ADCs) AR BYH X467 IS IR Z1 48 T HER2 7% 57 NSCLC 1R T J8y . 42 304 HER2 7% 53 1 39
NSCLC F&%‘E"J‘JE‘T‘J&E SHHAE— LRk,

FERR AR L AR E T2 25/ i ; DU B I 259 ; $8 AT

i E 5> S :R734.2 XEkFRIRAD A XEHS:1671-170X(2022)10-0809-09
doi:10.11735/j.issn.1671-170X.2022.10.B003

Research Progress on the Treatment of Non-small Cell Lung

Cancer Harboring HER2 Alterations

SHEN Wan-ji', LI Hui?

(1. Wenzhou Medical University ,Wenzhou 325035, China; 2. The Cancer Hospital of the University of
Chinese Academy of Sciences (Zhejiang Cancer Hospital) ,Institute of Basic Medicine and Cancer
(IBMC),Chinese Academy of Sciences ,Hangzhou 310022, China)

Abstract: At present,targeting rare driver variants in non-small cell lung cancer (NSCLC) remains the
hotspots and challenge. Compared with canonical mutations, NSCLC patients with human epidermal
growth factor receptor 2(HER2) alterations show worser response to chemotherapy and non-selective ty-
rosine kinase inhibitors(TKls). The treatment landscape has dramatically changed in recent years owing
to the exploring of novel therapeutic strategies represented by novel selective TKls and antibody-drug
conjugates (ADCs). This article reviews the treatment progress and challenges of advanced NSCLC pa-
tients with HER2 alterations.

Subject words: human epidermal growth factor receptor 2;non-small cell lung cancer;antibody-drug
conjugates ; targeted therapy
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i, 4145 EGFR HER2 \HER3 \HER4, 53l & 2 T 7 ,
17,12 2 SOk S5k Aaae & BE R IR, Hor,
HER2(JR#% 7 ERBB2 Neu )& i1 Neu H K 4 i 1) 53
Ty 185 kD YRS M 1, b A 5 M AN B AR &
4 X (extracellular domain, ECD) , ¥ 5% 5 i [X (trans-
membrane domain, TM) FlH7 A C A Ui 8 45 X 1) % 2
PR 8% g 25 44 35K (tyrosine kinase domain, TKD) = #8 43
25K, HER2 BEAT MR AY B , 30 15 HER Z5E I
fib il S3JE S U SRR, VRO R AR T B,
MAPK i % PI3K/AKT i f# % JAK-STAT i #% , &
LR Ty Ji g 1) A R R

NSCLC "' HER2 &IN5 534 & = Fh 28 A0 . SL[H
KA (19%~4% ) FEN Y H (2%~5% ) M H o F ik
(29%0~30% )", = Fh A8 53 I B HAT AN [ 4 s PR g LA
HEMBUS , B =F IF AR & A A 1%19
HER2 572 8 H 4 IR A NE HER2 973,

NSCLC " HER2 %875 22 W T AWM | Lok il
i B S I R A5G, R NSCLC ARFH
HER2 58785703 2.4%~5.9% , W& & T i IR A,
JEUAE HER2 5878 — M AN 5 A UK 3l 2 PR 3L A7 7,
£ EGFR/ALK/c-ros A5 S5 [H 132 V4 i 2 9 ik I
(ROS proto-oncogene 1,receptor tyrosine kinase, ROS1)

FA 9 NSCLC A#fH , HER2 2845 R Al 3k 6.7%"2,
SR AE 42 EGRF-TKIs A J7 1 NSCLC & & LA
1% 4% &1 HER2 987%™ NSCLC "% HER2 %
AR F 18~21 Ak 5, 83.9%~96.0% H ik 44 iz
ARG S5 A ) 20 5 4h i 4 A %€ 7% (insertion muta-
tion,ins) ¥, H H  A775_G776insYVMA (% [F] T
Y772_AT75dup) 4 ¥R FE WA A 5L 55w UL, 29
56.7% ; Hotk N G776delinsVC 7 15 278 (2915 10.2%)
H1 P780_Y781insGSP %45 (% [A] T+ G778_P780dup,
2y 14 9.8%) 7S Ty Al — AN UL I s G R4 SR
LA X [ 2 45 (S310F , V659E .G660D \R678Q . E693K
FQ709L) LA 8 A LS, 5 5ARAN R HER2 ¥ 1
Lot FIRTEMH . BB E D2, H A R
%, 24k kT TKIs {697 5 25, HER2 ¥ Hi/EEGFR-
TKIs fiif 25 NSCLC A o &k A %35 8%~15% , i 5t
KA HER2 9384 K AN 19%~3%" . HER2 4 H
it Fe 35 0 R A ROR A SCER R B 22 R IROR, — I AE
2.4%~38.0% , H. 5% 22 () Fil 5 %% DI AH 7 (Figure 1),
i #7200 FH e 2 2UhR Ak Kl HER2 728 5
A, — AR ¥ (next generation sequencing,NGS) 7%
BARBRE R 2 AR, (BRI RE RN L-F BT A
HER2 B W RY | © 2 ik E 2kl 75 i . H TR
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Figure 1 Distribution of HER2 mutations in NSCLC and overview of HER2 therapeutic strategies
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5 6 A 2% 38 (fluorescence in situ hybridization,
FISH) ARG HER2 3 K #5 D55 3 22 R0 1Y
-1 Ll ——HER2/% AR IR 4T 17=2 /B R
HER2 ¥ 302 Wibn . 1 HER2 1 %35 & o i
B 92 21 ZUAL 2 G {4 7% (Immunohistochemistry , IHC ) 7
4y 245 HER2 BAME A THC 0~1; = 10% W8 40 i A5
BRE Y E XN THC 2+ = 10% M8 41 i BA
e 200 LR 35 G B AN T ) 5 e 5 O THC
3+.IHC 2+/3+ NSCLC & A5 ZL4f ] FISH 2 F-ff
ﬂ\ HER2 %:zﬁ[mo
1.2 HER2 EFEZ 5% NSCLC W¥ifs
HER2 %87 NSCLC 4 X7 S KA, i i

B R AR WG 2ET, 2RV HER2
78 NSCLC —Z b7 % WLZZ i % (objective response
rate, ORR)M 43.5% , i To i J&& A 47 1] (median pro-
gression free survival,mPFS){{ A 6 4~ H |1 4 fb
JPHE # ORR 4 10.0% ,PFS h 43 1~ H ;—2 %
1BITHY mOS {X 9.9~10.7 4> H 61801 - BARF W5
AT A BTN IR YT B AR YT 82 = T mPFS
(5.63 I~ H vs 4.03 1 H ,HR=0.64,P=0.006), {H 0S
(36.27 1~ H vs 31.67 4~ H ,HR=1.07,P=0.80) JC | &

Sl AW K, 82 4 7 — Ak YT Y NSCLC
BE P YVMA AR WA B 5 kAR B ER S
(P=0.004) ™' 55 £ W 5% i 16,98 ] HER2 %€ %%
NSCLC 84 Lt Kirsten K 5 A 98 5 75 98 2L [ (Kiirsten
rat sarcoma viral oncogene, KRAS) %78 i NSCLC 7F
BIF T S Ak K i % (28% vs 8% ,HR=5.2,P<
0.001), HER2 5875 NSCLC A v 1 % #% & A= 2R ]
ik 47%%, 34, G IFRAE I HER2 %7 NSCLC
IS, EN—I49 A 112 #] HER2 20ins NSCLC
FE A M 5T B, A O M & 53 (tumor
protein 53, TP53) %8 28 5 7 H UL (7 66.1%) , H 8 3 i
Ja 2 (m0S:14.5 ™~ H vs 30.3 1~ H,P=0.04) %,
HER2 ¥ ¥4 595 X R M AERE  HER2 i 15 v GE
HE A RAE,

2 HER2 ZEZ% NSCLC BIEE @877
£ 5 /)32 HER % AE 38 £ TKIs by i £

Je GATERR e ORI E e XT HER2 HB i e Bk A
N BN IR YS | BB B I H I fE HER2

Mg 2e 7% 2022 4% 28 5% 10

20 54 i F %48 NSCLC A i ORR ¢l 0~
19% ,mPFS 24 2.9~5.5 > ] B2 HWGERY] Bk
e X ok £ 1k EGFR-TKIs 4 J7 B9 HER2 % 7%
NSCLC W77 f8 25 3% A7 W I R % 25 =), ARk £k
TKIs J7 8K A% S R AT B 5 HER2 58 745 1 R ik 45 44
#H5& : HER2 20ins NSCLC " i 4 WL B YVMA #fi
ARAEAALSAE T HER2 26 H 250, b fifg IR
A LA DA AE 77 A T W I 25 6] BH B 00
HETMTREEYS 7 TKIs YA 45 G, DA™ A= i 259 2
FHEGZ T 0 70 o 3 43 1) 245 An 8 75  J ik ngs
Je Lh & ADCs 25% 4 T-DM1(Trastuzumab-emtansine)
FM T-DXd (Trastuzumab Deruxtecan,DS-8201) & 7
FAFAIIEIRIT R, i HER2 2878 N R AR A1 36 97 45
KT H AR (Table 1),

2.1 EFEM TKIs

2.1.1 %% ¥ % . (Poziotinib)

P BT e St — PR . A AL ik EGFR/
HER2 #3520, 23 f /N HL&5 40 30 R 3% | n] LL&R sk
YVMA 7885 b 45 A 2 456 1 42, XT4ias ]
BELBR SN, 7= A H BT e 3K v 4 e 5 K A bt i
Je W M 20

NCT03066206 & — 5 5L | Z BA A 1y 1 49 i IR
e, LA 30 Bl LG HER2 20 4h i 1 58745
NSCLC &5, W& & e fe vl WAL AHE T ORR iy
27%(95%C1 : 12%~46%) , " {3 47 £ 2% fift 11} [B] (median
duration of response,mDOR)% 5 1~ (95%CI:4.0~
NE),mPFS 4 5.5 4~ H (95%C1:4.0~7.0) ,mOS 4 15
M H(95%C1:9.0~NE) . {H#F KT, 3 &ifyr
F AN K B (treatment related adverse events,
TRAEs) w9 | 1815 FH I8 R & A 3 5 5 ik 2]
47% 20%F1 20%, TG 4 %% TRAEs,1 il %&£ 5 90245
YIAE SR Rl 98 5 73% 9 A8 T B IR YT Sy — T
ZENITH20-2 BF 58 340 A 90 19l £ 36 19 HER2 20ins
JRI R B B A e NSCLC J 3 122 I A e gy
RIT, HP RS EARAFSEZERL, SR AHER ORR H
27.8%(95%C1; 18.9%~38.2%), ¥Jifx il % (disease
control rate, DCR) } 70% (95%CI; 59.4%~79.2% ),
mPFS N 5.5 ™~ H (95%Cl: 3.9~5.8),mDOR } 5.1
N (95%CL: 4.2~5.5), 14 BISEL G B A
4 iK% PR,mPFS Jy 7.4 ™~ H , (HZHUuEE AR
P52 1k WSO , DRt U A1 2 JE VR T I e B T AL
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Table 1 Advance in targeted therapy for NSCLC with HERZ2 gene alterations

Line of ~ Sample  Alteration ORR PFS  3+TRAEs
Drug LY treatment  size(n) type (%)  (months) (%) Other(%) Reference
Po Phll =1 30 Mutation 27.0 5.5 - DR:73.0 [27]
Single arm
NCT03066206
Phll >1 90 Mutation 27.8 5.5 83.3 DR:76.6 [28]
ZENITH20-2 DCR:70.0
NCT03318939
ZENITH20-4 1 70 Mutation 41.0 5.6 68.0/  D:68.0/69.0 [29]
NCT03318939 69.0 DR:64.0/79.0
DCR:73.0
Py Phll >1 60 Mutation 30.0 6.9 267 - [30]
Single arm
NCT02834936
Phll =1 78 Mutation 19.2 5.6 205 - [31]
Single arm
ChiCTR 1800020262
Prospective =1 27 Amplifica-  22.2 6.3 222 - [32]
Single arm tion
ChiCTR 1800020262
Py+Ap Phll >1 33 Mutation/ 45.5 6.8 121 - [33]
Single arm Amplifica-
ChiCTR1900021684 tion
Tr+Pe+Do  phll >1 45 Mutation 29.0 6.8 640 - [34]
IFCT 1703-R2D2
NCT03845270
T-DM1 Phll =1 18 Mutation 44.0 5.0 - - [35]
Basket trial
NCT02675829
DS-8201  phII =1 91 Mutation 55.0 8.2 46.0 D:32.0 [36]
DESTINY-Lung01 DR:34.0
NCT03505710
NCT03505710 49 Overex- 24.5 5.4 - - [37]

pression

Notes: Po:Poziotinib; Py : Pyrotinib; Ap: Apatinib ; Tr: Trastuzumab ; Pe : Pertuzumab ; Do : Docetaxel ; T-DM1 : Trastuzumab-emtansine ; DS-8201 : Trastuzumab
deruxtecan ; Ph: Phase ; DR : dose reduction; DCR :disease control rate ; ORR :objective response rate ; PFS : progression-free survival ; D : discontinuation

A W, 24T T, 3/4 9% TRAEs KN
78.9%14.4% , Z-1EIG T AR G YT A LB A3 I R
13.3%H1 76.6%'*', L\ L WiHIHESE H DOR ¥ H A
PR, AT RE 545 25 SO VR YT A 08 . 2022 4F ESMO K
23 KA T ZENITH20-4 58 8040, 2e g8 A 70 il ok 2
IGYT I HER2 20 A 412878 NSCLC /855, #3%A
[A] 5% 5 (16mg, 1 ¥/d 5 8 mg,2 W/d) Ay ik &7 B Je
E R —KIGYT, PIR T R BRI B A Gt R
SR R 3K 25, B ORR N 419%(95%CI: 30%~
54%),mDOR 4 5.7 ™~ H (1.2~19.1+),mPFS 4 5.6
AH (0~20.2+),DCR 4 73%(95%Cl; 61%~83%)
LAV ,8 mg,2 K/d B 45 2507 M T R T
2B AE 25/ iR 9T R 2 16 mg, 1 R/
BIT I ABE R (n=22,68%/64% vs n=48,90%/
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Zil, WA E T 2022 4F 3 Hi#id HER2
20ins Jry i 0] 5 5% B M NSCLC 5 43697 B8 24 3
e, PRERAE T4 8 e TRAEs & A4 RE 8 A
2y ik AT H AP AR R T BRI T K A B
Bl Z T RCECE B I AR R A R JE 7
R B 9T BoR A B B4 2507 T ek 4% 7 A
S WA o A T 22 5T A
2.1.2  wbe&# (Pyrotinib)

M I 5 2 S — 3K 7 1R ZN9r T2 HER ik
TKIs, HE40E0K S EGFRHERVHERS i PN B4
DA R AGS , T BELIT BT A )/ 5705 — SR AR AT 1k

NCT02834936 & —Ji £ 0> HuUE 11 W11l IR
5T, g A 60 2 & E4ky7 9 IEB/IV ) HER2 %€
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A5 (HER2 20ins 4 81.66%) i i 44 i # 12 52 n w5
Je ¥.253697 ,ORR 4 30.0%(95%Cl : 18.8%~43.2%),
mDOR 4 6.9 4~ H (95%CI:4.9~11.1),mPFS 4 6.9 4~
H (95%Cl.5.5~8.3),08 A 14.4 ©~H (95%CI:12.3~
21.3); H /5 7% % ORR MIBL(25.0% vs 31.3%).,
39 L I TRAEs &4 % 26.7% ,3 HIETE K4
RN 20%>, F—IgA 78 ] HER2 €75 NSCLC
BEMZ G VR IIG RBIE K 42 52 i s
Je L2536 97 (19 ORR N 19.2% ,mPFS & 5.6 I~ A ,
mOS K 10.5 4~ BV IR 527 080 1) 22 5 0] fig
HEHEMA T PS4 2 R, Ferass
2 LU A9 1 i 3 7% I e R IT B ARG . IRBIRYTYT
R ML A e BRI AR ARl — TR | T I DR B
FEH A 14 B 436 HER2 58 745 il B 9 55 5 12 52 i v
BB GBI RIRYT, TSR B8 ORR
35.7% ,mPFS 4 8.0 ©~H (95%CI. 5.8~10.2),m0S
M 12.9 4~ A (95%CI: 3.8~22.0), % W. TRAEs 1,2
Y LR & A RN 21.4% ,2 RN 3 RIETE KR
I3 N 64.3%F 7.19%%°, 2021 4 ASCO 21 (1) —
mipE o MG R SE, JRal A 33 fl &G R
HER2 5275 /9 ¥4 i ] NSCLC £ & 2 32 1k & 85 Je 1k
A BT JE IR TT , MR ATER) ORR b 45.5% ,mPFS
M 6.8 ™H (95%CI:5.4~82),mDOR K 5.3 ™A
(95%CI: 0~11.8),mOS & 12.9 I~ H (95%CI. 8.6~
17.2), 3 % TRAEs f3 % & Ifil F(9.1%) M E 15 (3.0%),
Lt FRIFFRIEL, ZPTE S e
WAL, MG 5% B8 B 9 ORR B & (46.2% vs
25.0% ) , {FATS T 2 T REAS St 119 17 S A F 5 R A 7 6
ﬁEB}]O

Zi b MEPE R JE X HER2 2878 NSCLC % Bon
HR R R (T e g T, LR TS e A R A R R L R
A IS R T R TR o 5 RTAEWE ) 2 b | AR5
“PYRAMID-1", 437 itk i 45 JE T Lb 22 74 4t 58 3 Ak %
AR YT I HER2 20 4 i 1 28 728 ili lif 88 52 &
FRITT R, Tt 2022 4E A A 45 51
213 HAu#rzh

Z RN TKIs I e R E b, EHEJE
(Mobocertinib) J& % ¥ EGFR/HER2 20ins % 7%
NSCLC B #i— 3Kk 0 IR TKIs, I RFTAFIE R, 5
R RTE G7765VC A I YVMA 5878 R P T
5 A B9 0 P 983 76 P Y Tarloxotinib 4& — Fi7E Gt 40 21
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BE R PR A B MR 6 M 972 HER 0% TKls, i1k
RGN IR A AE OCE & A R EAIR Y, RAIN-701 #F
FEEE WoR 11 B483G HER2 20ins €78 NSCLC
F 2 5Z Tarloxotinib 7697 19 ORR R 22%(2/9)™,
2.2 #1 HER2 B [EHiK

il 2 2R BA BT R — R TR A B T /N BT,
T NSCLC ' HER2 5278 54 8 /3 F 3k I A [l I
Az il R T 00 2 PR LT A AR FLR R R G B
S YUARTE HER2 287 NSCLC Hyr s kA, — i £
O ARBEFLEY T HIHF5E (IFCT 1703-R2D2) 40 A 45 fi]
25 I SR R B HER2 22748 NSCLC B & #% %
M ZZR BT | A2 PRI A 2 P A FE — 25165 7
IR 97 ,ORR A 29% (n=13;95% CI:17.8 ~40.0),
mPFS 4 6.8 1~ H (95%C1:4.0~8.5) ,mOS 4 17.6 >
H(95%C1:11.6~18.9),3 S L) |- TRAEs %&£ N
64% , Forpr, POk A s E Sy 33% , 72758 13%,
MR 9% , TRl T Il 4 & Y
23 HEEEAY
23.1 B EW-EzkER (T-DM1,Kadeyla)

JEL S ity 22 B ST 3 ok 3 42 A 3K ot 22 Pk PR RN
TS0 G IR AT AR (DML, AR SMIFSE R
DMI %t 44225 20~270 1% 5 7 Bk 3 432 1A 17 3iE
DM 75 s I8 A ZORE il s HER2 72 AL F N Ak 2 5 5
PR VE AT ADCs 7 200 C SR BIL ]

Li 88347 89—t im R I3 98 150 " g A
18 il HER2 % 2% NSCLC & # 4 % T-DM1 G797,
ORR 4 44% (95%C1:22%~69% ) ,mPFS & 5 4~ A
(95%C1:3~9) , %47 . # K TRAEs % 46 1 1fif ¢ 11 i
o 3 —THFE A A 22 ] HER2 20ins NSCLC &
FHZ T-DM1 3697 ,ORR 4 38.1%“, fE R4~
T il Z R PP T & () ADCs 25254, T-DM1 A A%t
HER2 R7AEA %, % HER2 ¥4 /33 263K IR A %50, WF 5%
F W ,49 I35 19 HER2 2878 19 18 NSCLC i % 42
% T-DM1 J&97 ,0RR K 51%(95%CI;36~66)*, TDM-1
16T HER2 ¥ 15 NSCLC &35 1 ORR H43%, 15 Tk
SO JE ML e | 2 2R BT A 0 2 R BB LIR YT
) ORR (43 %10 0.22.2% 24.0% ) >, TDM-1 %}
HER2 i 35 (IHC 3+ 4 ,n=20)NSCLC A B 1)
ORR } 20% (95%C1.5.7~43.7) %), £& | T-DM1 3k
LSS REFAFAEM 4 (National Comprehensive
Cancer Network ,NCCN) 5 #E#: H T HER2 %A%
NSCLC A#f,

813



Journal of Chinese Oncology,2022,Vol.28,No.10

2.3.2  DS-8201(Trastuzumab Deruxtecan,T-DXd, EN-
HERTU)

DS-8201 Hy PU AR 4244 | il 2 Bk B 40 2K 1Y)
NiEAE TeG1 $ibt DXd A, DXd 244 5 1
PR TR IS BT R AT 1 000 A% U Ak i 44
AT e 240 e S PR B ) S AR S v ARORE B
DS-8201 25 diik bk 5] 7~8, & T T-DM1 (3~
5). WAk, DS-8201 HA 40 b6 55 W3 24, Ui 25 11
DXd AT LA 30 20 30 00 ik J5d 20 06, 5w R R P9 S
P XFEE HER2 7% 5 e 20 i tho = A 1

EE A NE T WG R 5E S, 11 Bl23G HER2
52 A8 NSCLC & 2 3% DS-8201 G 7 1 ORR K
72.7% (8/11) ,mDOR F1 mPFS 43 5l 2y 9.9 4~ A i
11.3 A~ 50 120 e S0 LA 8 (g 40 ek 98 1% M . DES-
TINY-Lung01(NCT03505710) f& — il £ Bk £ 0> (i
WE M 2 BAF T3 I IR BF 5% 00, 98 A 91 il (HER2
20ins 17 86% ) %A HER2 %€7F NSCLC H & 2
DS-8201 (6.4 mg/kg) A Y7 ,ORR 4 55% (95%CI .
449%~65% ) ,mDOR 4 9.3 I~ H (95%Cl; 5.7~14.7),
mPFS } 82 1 H (95%CI: 6.0~11.9),mOS & 17.8
H (95%Cl: 13.8~22.1), 33 il 35 B A A
R RG R mPFS 8 7.1 4~ H, B 0S H 13.8 4
Ao aMJrm,3 9 UL b TRAEs &4 %R 46%;
13 1] 5 % B 5 9% TRAEs, 24 %) 40 5 1] J5 P il 95
(interstitial lung disease,ILD) & 3K 26% , 314 2
) f 3 R E TS, [ TRAEs Ja i 87455 FH 265k A f5
24 1 H 3 LU B 0 3k B 349% Fl 32% 25% , HER
DS8201 H G RIT R %, AR 5] A F A,
DESTINY-Lung02™ & BiHl 5 2 & et | I i
IR ,52 BB 2238 1 HER2 58728 NSCLC #: 52
DS-8201 Ui i (5.4 mg/kg vs 6.4 mg/kg )IEJT ,ORR
58% (95%C1:43%~71%) ,DOR 4 8.7 I~ H (95%CI
7.1~NE) , 3 F A5 ,2022 45 8 A 11 H ,FDA /il
Ot DS-8201 T A AT UJBR 5l 5% # 1 NSCLC
NHE L AM,2020 WCLC K01 1Tz se ) HER2
i35 (THC 245 3+,n=49) BA#I A %dE , ORR
24.5% (95% C1:13.3% ~38.9% ) ,mPFS 4 5.4 4~ A
(95%C1:28~70) ,DCR } 694%(95%CI1:546%~81.8%) ,
Il AT 85 8 KT HER2 287 NSCLC ABER,

DS-8201 JF &tk , B4 3k 98 — 2k FLI o
T UL BRI IR W47 NCCN 48 pa 77
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T HER2 572 NSCLC ABf , HAE T [E 1y b B
F 2022 45 H 6 HIENY AL EPFa # ik, {2 DS-
8201 7£ NSCLC " ILD % /R B & & F HER2 2 5
FLARER/ S 8 A T RE S R AR s AE G SR SRR SR N
JnsE TRAEs (95210 Wo ) J% 45 31 AH OCHiF 5% 1E 76 TF
H . DESTINY-Lung04 J& 4= 8k (Bl AL IT 5Cbs 25 19 1
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