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Evolution of Epidermal Growth Factor Receptors
From ~600M Years Ago
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Analogy to Signaling Networks in Biological Systems
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Ligand binding to HER receptors changes conformation from
closed “tethered” to “open” form, exposing dimerization interface




HER dimerization is key to signaling activity
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Human Epidermal Receptors: Structure/Function Relationships

HER1/EGFR HER2 HER3




Ligand Activation of HER-Family Receptors

Growth Factors
Diversity of GFs initiates
HER combinatorial
signaling and drug
resistance

Receptors
Signal Integrators

HERZ2

Signal Amplifier
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HER2:HER3 Dimers Initiate the Strongest Mitogenic Signaling

Homodimers Heterodimers
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General Model for Activation of the EGFR Family

The H ERZ_H ER3_N RG 1B CrVO' A Asymmetric dimer - HER cytoplasmic domains (left), compared to Cyclin/CDK complex structure (right)
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Five-Angstrom lowpass-
filtered density of the
HER2(S310F)-HER3-NRG1f
heterocomplex bound to
trastuzumab Fab

Diwaniji, D., Trenker, R., Thaker, T.M. et
al. Nature 600, 339-343 (2021). Zhang X, et al., Cell 125: 1137-49 (2006).



Pertuzumab Binds Subdomain Il and Disrupts Ligand-Dependent HER2:HER3 Interaction;
Trastuzumab + Pertuzumab Induces Apoptosis

4.36A resolution, cryo-EM
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Trastuzumab Fab

Trastuzumab Fab

Hao Y, et al., PLoS One. 2019;14(5):e0216095.
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APHlNl I Y 100 [ 92.0% 6 years
———r 87.9%
90,2% —
] (
80 | 83.4%
—_—
xR 60 Pertuzumab Placebo |
— (n =1503) (n = 1502) |
E,L.) Events, n (%) 173 (11.5) 239 (15.9) |
0O 40 q [ unstratified HR (95% CI) 0.72 (0.59 to 0.87) |
Six years from randomization |
20 - Difference in event-free rate (%) 45 |
95% ClI for difference (1.9t0 7.1) |
| |
1 T | 1 I 1
0 1 2 3 4 5 6

Years From Random Assignment
No. patients at risk
1,503 1,420 1,357 1,301 1,257 1,205 814
1,502 1,439 1,359 1,288 1,223 1,176 741

Piccart M, et al. J Clin Oncol 2021 39:13, 1448-1457.

NEOSPHERE Study
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Che mo+ H P CLEOPATRA - OVERALL SURVIVAL

100

P + Median F/U 2 99 months

80 * 16.3 month 1 inmedian 0S  HR 0-69, P <.0001

70 * From 40.8 to 57.1 months! Cross-over, placebo to pertuzumab N = 50

60
R ™ Landmark OS at 8 years 37%, 235 events (56%)
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13 — Placebo + trastuzumab + docetaxel : Landmark OS at 8 years 23%, 280 events (69%)

0 10 20 30 40 50 60 70 80 0 100 110 120
Time Since Randomization, mo
No. at Risk (number censored)

Partuzumab 402 (0) 371(14) 318(23) 269 (32) 228(41) 188 (48) 165(50) 150(54) 137(56) 120(59) 71(102) 20(147) 0(167)
Placebo 406 (0) 350(19) 289(30) 230(36) 181(41) 149(48) 115(52) 96(53) 88(33) 75(57) 44(84) 11(115) 1(125)

Swain SM et al. Lancet Oncol 2020; 21: 519-30.



ASCO 2024 - HER2+ MBC

Study design
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Patients with HER2+ LABC or MBC

Age 20-70 years

No prior use of chemotherapy
(excluding T-DM1) for LABC/MBC
Hormonal or anti-HER2 therapy alone,
or their combination as treatment for
recurrence, were allowed

ECOG performance status score 0/1
Left ventricular ejection fraction (LVEF)
=250%

Major organ function preserved

At least 6 months since prior
neoadjuvant or adjuvant cytotoxic
chemotherapy

Stratification factors for randomization
®  History of perioperative use of taxane

~

Eribulin group (21-day cycle)
Eribulin 1.4 mg/m?
days 1,8
+

H+ P*day 1

Jaxane group (21-day cycle)
Docetaxel 75 mg/m?2 day 1 or
Paclitaxel 80 mg/m? days 1, 8, 15
+

H+ P* day 1

o Prior treatment with HERz-mrgedng antibody-drug conjugate after recurrence

P e of visceral

'Trutua.lmb(H) 8 mg/kg loading dose, errw b

JBCRG-MOG/EMERALD: A multicenter, randomized, non-inferiority phase 3 trial
{UMINO0D027938; ClinicalTrials.gov identifier, NCT03264547)
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toxicity

(Primary endpoint : B
® Progression-free survival
(PFS), investigator-assessed

SOcondary endpoints
Objective response rate
(ORR)

Duration of response
Overall survival (OS)
Patient-reported outcomes
(QoL and neuropathy)
Safety and biomarker
New metastases—free
survival

® Duration of next treatment

Translational research

® Search for biomarker to
improve individual precision
therapy

-~ J

b (P): 840 mg/body loading dose, 420 mg/body subsequent doses
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Optimal 1stL chemotherapy partner (#1007 - EMERALD)

PFS (primary endpoint) :

Progression-free survival

—— Eribulin group: median, 14.0 (95% CI, 11.7-16.2) months

Taxane group: median, 12.9 (95% ClI, 10.8-15.6) months

HR: 0.95 (95% ClI, 0.76-1.19)
Log-rank test p = 0.6817

® The primary endpoint results met the criterion for non-inferiority
(i.e. upper limit of 95% CI < 1.33)

® The subsequent superiority test results showed no statistical
difference between the groups

No. at risk
[ Enibuiin grovp 2%
| Taxane group 7~
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ASCO 2024 - HER2+ MBC
Optimal 1stL chemotherapy partner (#1007 - EMERALD)

Drug-related treatment-emergent adverse events

Special interest

A s E Y e
Neutropeni os T w7
Grade 23 febrile neutropenia %Y | 57
Peripheral sensory neuropathy 61,2 -—
1,8 0,5
Peripheral moto
P r neuropathy 54 N‘_ a7
Skin-related events (incl nail disorders) 40,6 13|48 0 624
Diarrhea 36,6 2l s
Edoma o (04 YIS
14
Cardi ts |
ac even ' ' ' . . 71 04 . 60 ' ' ' |
100 80 60 40 20 0 20 40 60 80 100
Incidence (%)

[ Aungrades [l Grade 23 [ Angrades [l Grade 23

2024 Asco H#ASCO24 rezsoxmeoey: Toshinari Yamashita MD, PhD ASCO ANTITAN SOCITY OF
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CDK 4/6 inhibition + endocrine therapy + Tras Versus TPC (T-DM1, or Endocrine Rx + Tras, or Chemo* + Tras)

*GEM, NAV, CAPE, PAC, DOC or Eribulin

9 souT™
PATRICIA Cohort C: Study design S Primary objective: Investigator-assessed PFS

Open-label, multicenter, randomized phase Il trial

1.00 PFS Palbociclib + T + ET TPC
‘ PIESEEEE o = Median, months (95% Cl) 9.1(5.9-17.6) 7.5(5.5-11.1)
v Male or Pre and w Palbociclib 125 mg QD 3W + 2 Stratified HR (95% Cl) 0.52 (0.29-0.95)
postmenopausal l Trastuzumab* + Endocrine Primary endpoint c p-value* (two-sided) =0.03
i e 2 0.757 -
wormen ‘ therapy * Investigator-assessed @ '
B (o)) Median follow-up: 27.6 months (95%CI 25.8 — NR)
HR+/HER2+ ABC PAMS50 PFS (RECIST 1.1) 3
. A =
v PAM50 LumlnaI.A orB Luminal Re-randomization® < 0.501 43.7%
subtype by Prosigna® AB® - o ) Secondary endpoints g
reatment o sician’s =
(reseamh use only) “ By « Overall response rate [
1 choice (TPC)*** (%} 24.0%
v At least 1L for ABC (ORR) © 0251 21.4% :
i 5 ;. | rate —_ . y |
v Baseline LVEF > 50% Disease control rai (o)) = 2
= (DCR) (o)
v Stable CNS . + Duration of response 6: 4.3%
. 2 Stratification factors: * Trastuzumab: loading dose of 8mg/kg followed by 6 mg/kg IV or 600 mg « Safety profile 1
v :letas'tasésnaKlLO/:ed =1, Numberfofprevicusiregimens 'S’CA?:;nzi;:iass"eaiﬁ?t;itor fulvestrant or tamoxifen +/- gonadal suppression a 000
olprior J X (1_'2 Ve e 3) ***T-DM1, any endoc}ine therapy or chemotherapy (gemcitabine, 0 6 1 2 1 8 24 30
Visceral disease (yes vs no) : Ibine, itabine, eribulin, I larc 1) plus tr T|me (months)
No. at risk
(1) Including trastuzumab and/or anti-HER2 ADC for ABC ;or recurrence during or within 12 months after completing adjuvant trastuzumab and/or anti-HER2 ADCs and metastatic disease diagnosis. = gg %g 152 g ? }
(2) No evidence of progression, >3 wks between completion of local therapy study treatment initiation, and stable doses or no need of corticosteroids.
(3) in primary or ic (p sample.
(4) Patients that Zre inityially allocated in the TPC i) he\fe a documented disease progression and i) meet inclusion criteria after progression, can be re-randomized to receive the experimental or control treatment. *p-value was estimated using a stratified mixed effect Cox model
2024 A ) presewteo sv: Eva M Ciruelos MD, PhD. A  cusesesns’ 024 ASCO presenteo av. Eva M Ciruelos MD. PhD. ASCO asrssny
ANNUAL I\%SNOG EASED2 KNO§LSGEOCONQUERS CANCER ANNUAL MEETING #ASCO24 Presentation is property of the author and ASCO. Permission required for reuse: contact permissions@asco org. KNOWLEDGE CONQUERS CANCER



PATINA: Palbociclib in 1st-line HR+/HER2+ mBC as Maintenance
Treatment'2

The PATINA trial is a randomized Phase Il trial designed to demonstrate that the combination of palbociclib
with anti-HERZ2 therapy + endocrine therapy is superior to anti-HER2-based therapy + endocrine therapy alone
in improving the outcomes of subjects with HR+/HER2+ mBC

INDUCTION PHASE MAINTENANCE PHASE
Key Eligibility Criteria
« Histologically confirmed 1234567 8XXXKX
— HR+/HER2+ mBC mPFS ASSUMPTION
. Anti- . i - Control Up to 12
Anti-HER2-based |.ndu_ct|<3n CT ontrol arm [ p ’ 13 months
Tx prior to randomization " weeks’ gap
* No prior Tx in advanced anti-HER2 therz before -
setting beyond induction Tx Study arm C1D1t Pertuzumab * trastuzumab + ET# + palbociclib 20 months
* No prior Tx with a CDK4/6
inhibitor >
* No evidence of disease
progression after induction Tx PATIENTS ENROLLED AFTER TRIAL PFS ASSESSMENT PERIOD
Primary Endpoint Secondary Endpoints Other Endpoints
PFS 0S, 3- and 5-year survival probability, PK, PIK3CA status, Tumor tissue
ORR, DoR, CBR, Safety, PROs biomarkers

*Patients received induction therapy for 4-8 cycles depending on tolerability. TAnti-HER2+ Therapy — Anti-HER2 treatment options are trastuzumab + pertuzumab or trastuzumab only (limited to 20% of study patients). The same anti-HER2-regimen should be
used pre- and post- randomization. *Patients randomized immediately following completion of their induction therapy, or for those who have already completed induction, a gap of 12 weeks between their last infusion/dose of induction therapy and the C1D1 visit
was permitted. Patients were eligible provided they were without evidence of disease progression by local assessment (i.e. CR, PR or SD). #Endocrine therapy options are either an aromatase Inhibitor or fulvestrant. Pre-menopausal women must receive ovarian
suppression with a LHRH agonist if the patients have not documented ovarian ablation or bilateral oophorectomy before randomization or during the conduct of the study

C1D1 = cycle 1 day 1; CBR = clinical benefit rate; CDK = cyclin-dependent kinase; CR = complete response; CT = chemotherapy; DoR = duration of response; ET = endocrine therapy; HER2(+) = human epidermal growth factor receptor 2 (-positive);

HR+ = hormone receptor-positive; LHRH = luteinizing hormone-releasing hormone; mBC = metastatic breast cancer; mPFS = median progression-free survival; ORR = objective response rate; OS = overall survival; PFS = progression-free survival;

PIK3CA = phosphatidylinositol-4,5-bisphosphate 3-kinase catalytic subunit alpha; PK = pharmacokinetic; PR = partial response; PRO = patient-reported outcome; SD = stable disease; Tx = treatment.

1. ClinicalTrials.gov NCT02947685. https://www.clinicaltrials.gov/ct2/show/NCT02947685. 2. PATINA (ClinicalTrials.gov NCT02947685) Trial Protocol (data on file).



0‘-5 DESTINY-Breast07
Study design S5 J—— S
DESTINY-Breast07: a Phase 1b/2, multicenter, open-label, two-part, modular study (NCT04538742) Response to treatment per RECIST 1.1 by investigator

This is the first dataset of T-DXd monotherapy and
A= el T-DXd + pertuzumab as first-line treatment for HER2+ mBC T-DXd monotherapy (n=75) T-DXd + pertuzumab (n=50)

+ Locally assessed HER2+ (IHC 3+,

IHC 2+/ISH+) advanced/mBC, with 1001 100
measurable disease per RECIST 1.1 Module 0: T-DXd monotherapy (n=75)
) ; ) Randomized : 2 Py Endpoints for the P 754 e ) 754 ! ) .
« Either no brain metastases or previously andomize (T-DXd 5.4 mg/kg IV Q3W) Hesaexnancienmh (N W Patients with recurrent disease [ 3 W Patients with recurrent disease
treated stable brain metastases P P ? £ 50 Patients with de-novo disease § 8 50 Patients with de-novo disease
. o Qo o o
+ ECOG PSof 0 or 1 Primary S5 25 <% 25
Safety and tolerability 5 5 L E s
Prior lines of therapy —_— Module 1: T-DXd + durvalumab including AEs and SA 58 0-—“-" =g 0 I
= No prior therapy for mBC was allowed ?E -25 I | %‘% -25 II I - _jER B 1§
. - Key secondary 592 £P9 | |
+ A disease-free interval of 212 months S8 =554l S =50l
< 4 ORR, PFS (evaluatec D = D c
from adjuvant HER2-directed therapy Module 2: T-DXd + pertuzumab (n=50) investigator per @ ] @ ]
or chemotherapy was required Stratification factors (T-DXd 5.4 mg/kg IV Q3W + pertuzumab 420 mg IV Q3W, RECIST 1.1), and DC
« Prior taxane, trastuzumab, and + HR status with an 840-mg loading dose)" ’ -100- ~1004
ertuzumab exposure was allowed . D
2 L : Disease status Confirmed ORR, % (80% ClI) 76.0 (68.5-82.4) Confirmed ORR, % (80% Cl) 84.0 (75.3-90.5)
in the (neo)adjuvant setting 5 EIRMLY s DCO: December 22, 2
Complete response, n (%) 6 (8.0) Complete response, n (%) 10 (20.0)
R R n . Partial response, n (%) 51 (68.0) Partial response, n (%) 32 (64.0)
Results reported here are from an interim analysis of the Part 2 dose-expansion phase erm—— - mr——— prem——— = P ——
for Modules 0 and 2 only; the Part 1 dose-finding phase of the study has been described previously? edianDOR, months (fange) (eilast) cdian DO, monthsi(range) (5e289)
RP2D from the study’s dose-finding phase; 3the corresponding eported data the August 1, 2023, DCO
3roup us; HER2, h idermal gro or 2, HER2+ an epidermal r or 2—positiv
breast cancer; ORR, ot yonse yrammed cell death ligand 1; PFS, progression-free survival; Q3W,
dverse event; T-DXd, trastuzumab derux d
Cl, confidence interval, DCO, data cutoff, DOR, duration of response; NE ve response rate; RECIST 1.1, Response Evaluation Criteria in Solid Tumours version 1.1; T-DXd, trastuzumab deruxtecan
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Percentage change in target lesion size from baseline

e T-DXd monotherapy

? DESTINY-Breast09: A Phase 3 Trial of T-DXd Alone or in
Combination With Pertuzumab in First-Line HER2+ MBC

£ 20 .
22 o4 .~ —— — = d
%o - Ca—=t o o 3 >~ .y * o 20 .
£ 204 -« - o 2 o .o o
Rl TS e s R e G
=& a0 — y . . Arm A: T-DXd + placebo
o £ % 4
25 604 . ] 4
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b ® Stable disease 12-week scan and

2 @ Progressive disease were durable
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0 6 12 18 24 30 36 42 48 54 60 66 72 78 84 920 96 102 108 114 120
Time (weeks) A C THP
mMm -

D ne at -3 ndicates se

D ember 22, 20 dian durati 9 months for T-DXd monotherapy and 25.3 months for T-DXd + pertuzumab. DCO, data cutoff, T-DXd, trastuzumab deruxtecan
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ASCO 2024

*Imlunestrant combined with trastuzumab +/- abemaciclib, or

i s Imlunestrant (QD) +
. ;: :aﬂorm;ismoirected regimens in trastuzumab € mg/kg (Q21D) trastuzumab + pertuzumab:
+ No prior CD4K/6 inhibitor, no prior 2 :m.l:wm: s(00) * 0210 Was well tolerated, with AEs consistent with the known
P o b Grade 3 TREAs: safety profiles of single-agents
e - o ;m o ! Diarrhea 19% Demonstrated preliminary antitumor activity in patients with
* Received uc! e
chemotherapy (of any duration) Neutropenia 24% ER+, HER2+ ABC
+ Received trastuzumab + pertuzumab . i
as 1L therapy for ABC SRR Throm bocytopen ia 14% Showed no drug-drug interactions
e sl TN S Dot (&2;3) Anorexia 5% *The prevalence of ESR71-mutations in this ER+ HER2+ cohort was
« <2 prior regimen for ABC 2z 2 relatively high and likely reflects the heavily pre-treated nature of
« No prior ET for ABC the trial population with previous Al exposure
* No prior CD4K/6 inhibitor or T : : .
fulvestrant aken together, these findings highlight a potential for

imlunestrant as a clinically meaningful addition to existing therapy
for patients with ER+, HER2+ ABC

*Patents stratified by pror directed therapies (3 vs > 3) for enrollment purposes only

Table 3. Efficacy
Iimlunestrant Imlunestrant Imlunestrant
+ trastuzumab + trastuzumab + trastuzumab
+ abemaciclib + pertuzumab
n=18 n=21 n=6
(oclaui PR). n/N® (%) 114 (7) 20 (25) 113 (33)
CBR 8 (44) 10 (48) 6 (100)

(CR+PR+SD224 weeks), n (%)
Disease Control Rate
(CR+PR+SD). n (%)

11 (61) 13 (62) 6 (100)

*CWRR svalianles e it nahsnte whn hovve meacirahls dicascs

Bhave et al, ASCO 2024



ASCO 2024

Tab.1 Intracranial Efficacy of T-Dxd

T-DXd and brain mets (#1032)

Tab.2 Intracranial and Global best responses with T-DxD

mPFS (months) 156
(95% CI: 10.5-
20.8)
Disease Control Rate (%) 949
{87.9-100.0)
Duration of Response 119
(months) (10.1-13.7)
Clinical Benefit (%)
6 months 27(69.2)
12 months 23(59.0)
Overall Survival at 12 76.6
months (%)

Response to T- Intracranial Best Global Best
Dxd Response n. (%) Response n. (%)
Complete
Rt 1(2.6) 0
Partial 22(56.4) 27(69.2)
Response
Overall 23(59) 27(69.2)
Response rate
Stable Disease 14(35-9) 10(25-6)
Progressive
i 2(5.1) 2(5.1)

Survival

Fig.1 : Progression Free Survival of Intracranial Responders vs no Responders

93

L

(Kaplan-Meier Curve)
Intracranial Responders:

icPFS 15.8 mos (14.1-17.5)

......

Intracranial Non-Responders.
icPFS 11.2 mos (3.2-19.2)

time (months)
Responders : patients achieving intracranial complete or partial response (total 23).

Non-Responders: patients with an intracranial stable disease or progression (total 16).

Fabi et al, ASCO 2024
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Trastuzumab Deruxtecan in pts with active brain mets

TUXEDO-1 study (n=15)
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Overall intracranial RR = 46.2%
(asymptomatic untreated + progressing BMs)

T-DXd BM Pool

28.8
(n=30)

45.5

29.5
(n=13)

Treated/stable BMs

(n =104)

48 (46.2)
3(2.9)
6(5.8)

Untreated/active BMs

(n=44) Bartsch R et al, Nature

Medicine 2022; Kabraji S et
g al, CCR 2023; Pérez-Garcia
8(18.2) JM et al, Neuro-Oncology

IC-DoR, median, months (95% Cl)

12.3 (9.1-17.9)

17.5 (13.6-31.6) 2023; Hurvitz S et al, ESMO

2023



HER2CLIMB-02 Study Design HER2CLIMB-02: Progression-Free Survival

« HER2+ LA/MBC Outcomes 1 Tu&:;‘,‘g’)m PB&:Z-I;SW
; ; ini + T- o
with progression Ul enalh o 09 # of events 151 182
after trastuzumab Tucatinib 300 mg PO BID and %b MU 08 Median PFS (95% Cl) | 9.5 months (7.4, 10.9) | 7.4 months (5.6, 8.1)
and taxane in any T-DM1 3.6 mg/kg IV Y 9 > 07 4 HR (95% Cl): 0.76 (0.61, 0.95)
setting2 assessment per RECIST v1.1 = P=0.0163
Seting N=460 = 06
+ ECOG PS <1 Kev Secondary (hierarchical s
+ Previously treated - : £y secondary {niefarcica =) 0.5 4
stable progressing Stralf!ﬁcatfl?n ftactor;sf: oS '5_ 04
aple, » + Lineoftreatment for PFS in patients with brain AR
or untreated brain (Lveothen SiacobOHRE G EON metastapses g 0.3 -
metastases not : (F;r;mevr:ﬁzgg se'?tus Placebo PO BID and cORR per RECIST v1.1 02 S
. g A itive iV . q . . al r— Tt T
requiring immediate . Presence or history of brain T-DM1 3.6 mg/kg IV OS in patients with brain 01 g S— + + lﬁ—
local therapy metastases (yes vs no) metastases = -
« ECOGPS (0vs 1) 0.0
5 T T T T T T T T T T L T 1
; : ; " ; 0 3 6 9 12 15 18 21 24 27 30 33 36 39
Thg primary anal)./sls for PFS was planned aftell' =331 PFS eyents to provide 90/0 power for hazard ratlp of 0.7. » Time from randomization (months)
The first of two interim analysis for OS was planned at the time of the primary PFS analysis, if the PFS result was significantly positive.? Patients at risk
. TUC + T-DM1 228 165 126 96 62 47 40 22 14 10 5 4 1 0
Hurvitz S, etal. SABCS2023 PBO+TDMI 235 177 120 91 58 48 40 2% 19 10 8 5 3 0
nrolled from Oct 8, 2019, to Jun 16, 2022,
a Patients who received prior tucatinib, afatinib, T-DX, or any :10
b Sut::s:rv(:::ermOZSctzf‘ayl\s:\jrj\rvear‘;%ngdp\\j:s:biozls; iy ucamﬁ‘;‘ HR, hazard ratio; PBO, placebo; PFS, prog free survival; T-DM1, trastuzumab emtansine; TUC tucatinib.
3 08, 1 , 3 3 -DXd, 3 HUertZ S, et al. SABCS 2023 Date of data cutoff: Jun 29, 2023.

San Antonio Breast Cancer Symposium® | @SABCSSanAntonio, San Antonio Breast Cancer Symposium® | @SABCSSanAntonio

Groups were well-balanced for: age (53-55), world region, HR status (60%HR+), ECOG PS (60% = 0), brain mets (~44%),
and de novo stage IV presentation (~42-45%)

Hepatic TEAEs:

* Grade >3 hepatic TEAEs greater in TUC + T-DM1 arm
(28.6% vs 7.3%), primarily due to AST/ALT elevations

* No Hy’s law cases were identified



Approach to Therapy for Metastatic HER2+ disease 2024

15t Line

2nd Line

3rd Line

4th Line

Sth Line+

Taxane + trastuzumab + pertuzumab

No or stable CNS disease Progressive CNS disease
Trastuzumab deruxtecan Tucatinib or Trastuzumab
Tras/cape deruxtecan
Tucatinib or T-DM1 Trastuzumab Tucatinib
Tras/cape deruxtecan Tras/cape
T-DM1 Tucatinib T.DM1
Tras/cape

Trastuzumab+ chemotherapy
or

Margetuximab+ chemotherapy (if low affinity FCcR genotype)

Adapted from Modi et al, ESMO 2021

Multiple lines of
concurrent CT with
HER2-directed therapy
offers clinical benefit
for patients with
recurrent HER2+ MBC,
but optimal
sequencing is not
known




First Depiction of HER family Dimers Circa 3,000 B.C.E.
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