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Exploring the Role of Antibody- 
Drug Conjugates in Non–Small 
Cell Lung Cancer
ON SEPTEMBER 11, 2022, OncLive® brought together medical oncologists 
who specialize in the treatment of non–small cell lung cancer (NSCLC) for a 
workshop, entitled, Exploring the Role of Antibody-Drug Conjugates in Non–Small 
Cell Lung Cancer. Moderated by Grace K. Dy, MD, chief of thoracic oncology 
and professor of oncology at Roswell Park Comprehensive Cancer Center in 
Buffalo, NY, the objectives of the workshop were to evaluate the potential 
role and impact of new antibody-drug conjugates (ADCs) in the treatment of 
patients with NSCLC, gain insight on factors impacting treatment selection and 
sequencing in patients with NSCLC, and review strategies for managing adverse 
events (AEs) associated with the use of ADCs in NSCLC.

ROLE OF ADCS
Advancements in molecular technologies have led to the identification of a 
growing number of biomarkers for NSCLC, which has provided a basis for 
the development of numerous targeted therapies.1,2 Targeted therapies have 
played a major role in improving NSCLC mortality rates; however, due to the 
development of treatment resistance, disease progression is inevitable in 
most patients, and there is a need for additional treatment options. As the 
fastest growing class of anticancer agents, ADCs have emerged as a novel 
therapeutic class that combines targeted monoclonal antibodies (mAbs) with 
cytotoxic agents.3

Early development efforts of ADCs in lung cancer faced some challenges, 
yet significant advancements in ADC drug design have enabled the delivery 
of more potent cytotoxic drug payloads with greater precision and reduced 
toxicity.3 Notable biological drug targets of interest currently being investigated 
with novel ADC therapies include human epidermal growth factor 2 and 3 
(HER2, HER3), carcinoembryonic antigen cell adhesion molecule 5 (CEACAM5), 
trophoblast cell surface antigen 2 (TROP2), and c-mesenchymal-epithelial 
transition factor (c-Met).3 
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STAKEHOLDER INSIGHTS

Faculty noted that the ADC drug 
targets CEACAM5, c-Met, HER2, 
and HER3 are biomarker-driven 
and, therefore, require biomarker 
testing prior to treatment 
initiation, which can lead to 
challenges in routine practice. 
In contrast, TROP2 ADCs are 
not biomarker-driven, which 
may be advantageous in some 
clinical scenarios.

Roy S. Herbst, MD, PhD, 
expressed a role for ADCs, 
especially in patients with 
refractory disease. Other panelists 
agreed, adding that ADCs offer 
promising therapy options in 
cases of acquired resistance 
to targeted therapies (eg, 
osimertinib). Although clinicians 
expressed the need for alternate 
therapies to chemotherapy, 
they were reluctant to move 
away from using chemotherapy 
because of historical responses 
and tolerability.

Because of the likelihood for 
patients to remain on treatment 
with ADCs for long periods of 
time, Barbara Melosky, MD, 
FRCPC, highlighted the critical 
role for clinicians in preventing 
and managing toxicities to allow 
patients to continue therapy. 
Shirish M. Gadgeel, MD, 
further pointed out that relative 
to patients with breast cancer, 
those with lung cancer tend to 
be more frail and, therefore, 
possibly more susceptible to drug-
related toxicities. 

TARGETING HER2 IN NSCLC
HER2 alterations occurring as 
mutations, amplifications, or protein 
overexpression are present in a subset 
of patients with lung cancer and 
are known drivers of oncogenesis.⁴ 
HER2 alterations can occur de novo 
or as a mechanism of acquired 

resistance following targeted therapy; 
they are associated with poor 
prognosis and shorter overall survival 
(OS) in a variety of cancer types, 
including NSCLC.4,5 

HER2 mutations are present in up 
to 4% of patients with NSCLC, often 
manifesting as exon 20 insertion 
mutations (83%); they are frequently 
reported in nonsmokers and those 
with the adenocarcinoma subtype.6 
Additionally, HER2 mutations are 
reported to be mutually exclusive 
with several other oncogenic drivers, 
including EGFR, KRAS, NRAS, ALK, 
PI3KCA, and BRAF.7 

Amplification of HER2 is identified in 
2% to 5% of NSCLC cases; it strongly 
correlates with lung adenocarcinoma 
histology and patients who are women 
and never-smokers.8-10 Overexpression 
of HER2 occurs in upwards of 30% 
of NSCLC cases, further adding 
to the rationale supporting HER2 
as a biomarker of interest for 
ADCs in NSCLC.8

The HER2-directed ADCs 
trastuzumab emtansine (T-DM1)  
and trastuzumab deruxtecan (T-DXd) 
have been investigated in HER2-mutant 
or HER2-overexpressing NSCLC.11,12 
T-DXd consists of the HER2-targeting 
mAb trastuzumab linked to deruxtecan, 
a potent anti-topoisomerase I payload, 
via a cleavable linker.13 T-DXd was 
granted accelerated approval by 
the FDA on August 11, 2022, for 
the treatment of patients with 
unresectable or metastatic NSCLC and 
activating HER2 mutations.14 T-DM1 
is composed of trastuzumab bound 
to the potent antitubulin maytansine 
derivative (DM1) via a noncleavable 
thioether linker; it currently is 
only approved for the treatment of 
breast cancer.15 

T-DM1 in HER2-Positive NSCLC
In a multicenter, single-arm, phase 
2 study (NCT02289833) of patients 
with HER2-positive (HER2+), 
immunohistochemistry (IHC) 2+ or 3+, 
advanced/metastatic NSCLC (N = 49), 

investigators aimed to assess the 
safety and efficacy of single-agent 
treatment with T-DM1.11 No observed 
responses were reported among 
patients in the IHC 2+ cohort; in the 
IHC 3+ cohort, the overall response 
rate was 20%, with 20% of patients 
experiencing a partial response (PR), 
20% achieving stable disease (SD), and 
55% having progressive disease (PD). 
The median PFS was 2.6 months and 
2.7 months in the IHC 2+ and IHC 3+ 
arms, respectively. Forty-five patients 
(92%) reported an adverse effect 
(AE) of any grade, and AEs of grade 
3 occurred in 10 patients. Common 
AEs included hemorrhage, peripheral 
neuropathy, thrombocytopenia, 
and hepatotoxicity. 

T-DXd in HER2+ NSCLC 
The phase 2, multicenter, open-
label, 2-cohort DESTINY-Lung01 
trial (NCT03505710) investigated 
the safety and efficacy of T-DXd in 
patients with relapsed or refractory 
metastatic HER2-mutant or HER2-
overexpressing NSCLC.12 Among 
patients in the HER2-mutated cohort, 
the objective response rate (ORR) 
as assessed by blinded independent 
central review (BICR) was 55%, with 
1% of patients achieving a CR and 54% 
achieving a PR. The median duration of 
response (DOR) was 9.3 months, the 
median progression-free survival (PFS) 
was 8.2 months, and the median OS 
was 17.8 months. The most common 
drug-related AEs were nausea, fatigue, 
alopecia, vomiting, decreased appetite, 
and diarrhea. AEs of grade 3 or higher 
including neutropenia (19%) and 
anemia (10%). Notably, serious drug-
related AEs, including pneumonitis 
(13%) and interstitial lung disease (ILD) 
(5%), were reported. 

STAKEHOLDER INSIGHTS

Considering the favorable efficacy 
data from DESTINY-Lung01, 
faculty were queried regarding 
their preferred first-line 
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treatment approach and the 
role of T-DXd in the first-line 
setting. Overall, most faculty 
expressed a preference for first-
line chemoimmunotherapy in 
never-smokers. However, in light 
of trial data, Zofia Piotrowska, 
MD, MHS, commented that 
T-DXd may be a reasonable 
first-line treatment option for 
some patients, sharing that 
she has used this approach 
in certain cases.

Regarding the treatment of 
patients with HER2 mutations, 
T-DXd was recently approved in 
the second-line setting, and the 
US-based faculty stated they 
would use it in that setting. T-DXd 
is not yet approved for NSCLC in 
Europe; however, it is available for 
compassionate use. In terms of 
fatigue and nausea, Piotrowska 
expressed that deruxtecan-
based ADCs are generally harder 
to tolerate for most patients 
than is pemetrexed.

TARGETING CEACAM5  
IN NSCLC
The glycoprotein CEACAM5 plays an 
important role in cell adhesion and 
migration, and it is a known inhibitor 
of anoikis, a form of programmed 
cell death.16,17 Overexpression of 
CEACAM5 occurs in a variety of 
cancers, including those affecting the 
gastrointestinal (GI) and genitourinary 
tracts, the breast, and the lung.18,19 
Compared with normal tissues, tumor 
samples from patients with NSCLC 
have elevated expression of CEACAM5, 
with approximately 25% of tumors 
exhibiting high expression defined as 
CEACAM5 IHC 2+ in at least 50% of 
tumor cells16,18 

The novel anti-CEACAM5 ADC 
tusamitamab ravtansine (tusa) is a 
humanized mAb covalently bound 
to a potent antitubulin payload, 
maytansinoid, via a cleavable linker.20 
Several ongoing clinical trials are 
investigating the use of tusa in 

patients with CEACAM5-positive 
(CEACAM5+) NSCLC.20-23

Tusamitamab Ravansine  
in CEACAM5+ NSCLC
In this phase 1/2 study 
(NCT02187848), investigators are 
evaluating the efficacy and safety of 
tusa in heavily pretreated patients 
with nonsquamous NSCLC having 
IHC 2+ moderate (1% to < 50% of 
tumor cells) or high (≥ 50%) CEACAM5 
expression.20,22 Interim results 
demonstrated that among 92 patients, 
the overall response rate was 7.1% in 
the moderate-expressor arm and 20.3% 
in the high-expressor arm (all reported 
as PR).21 The most frequent treatment-
emergent AEs (TEAEs) (all grades) were 
asthenia (38.0%), keratopathy/keratitis 
(38.0%), peripheral neuropathy (26.1%), 
dyspnea (23.9%), and diarrhea (22.8%). 
TEAEs of at least grade 3 occurred in 
47.8% of patients; they were assessed 
as drug-related in 15.2% of patients. In 
all, 6 patients discontinued treatment 
due to TEAEs.21

Long-term follow-up showed 
sustained PR in 67% of patients treated 
for at least 6 months, 53% of those 
treated for at least 9 months, and 
47% of those treated for at least 12 
months.²² Sustained PR in patients 
treated for at least 12 months 
appeared to occur regardless of 
CEACAM5 expression level. The more 
frequent TEAEs were corneal events 
which occurred in 73% of patients 
(36% grade 3 or greater keratitis and 
18% grade 3 or greater keratopathy). 
It should be noted that there were 
no treatment discontinuations due to 
corneal AEs and the AEs were easily 
managed with tusa dose modifications. 

The open-label, phase 3 study, 
CARMEN-LC03 (NCT04154956) is 
comparing tusa with docetaxel in 
patients with CEACAM5-positive 
metastatic nonsquamous NSCLC who 
had previously received a platinum-
based chemotherapy and an immune 
checkpoint inhibitor. The open-
label, phase 2 study, CARMEN-LC05 
(NCT04524689) is currently recruiting 

patients with CEACAM5-positive 
metastatic nonsquamous NSCLC to 
compare tusa plus pembrolizumab 
with tusa plus pembrolizumab and 
platinum-based chemotherapy with or 
without pemetrexed.²³

STAKEHOLDER INSIGHTS

Participants were asked to 
comment on the role of CEACAM5-
targeted ADCs. Grace K. Dy, MD, 
noted that long-term treatment 
with tusa is possible in some 
patients; these tend to be less 
heavily pretreated patients who 
lack prior exposure to antitubulin 
agents. Keratitis/ keratopathy 
was noted as a payload-associated 
AE of concern with grade 3 
toxicities observed in a relatively 
substantial number of patients, 
which can impact how patients 
perceive this treatment; therefore, 
patient education regarding 
toxicities related with tusa is 
extremely important.

Maya Gottfried, MD, PhD, 
shared her experience using 
tusa after at least 3 prior lines of 
therapy. She expressed that this 
agent is generally well-tolerated, 
with no notable ocular toxicities or 
extreme fatigue observed among 
treated patients. 

Due to the requirement for 
biomarker testing to assess 
CEACAM5 expression status 
prior to treatment, Piotrowska 
pointed out that the need for a 
fresh biopsy vs the use of archival 
tissue to enroll in clinical trials 
may be a limiting factor because 
of the time required to obtain 
a new specimen. 

TARGETING HER3 IN NSCLC
HER3 expression is associated with 
poor prognosis; it has been reported 
to be expressed in 30% to 75% of lung 
cancers.24-27 HER3 expression has been 
shown to be higher in EGFR-mutated 
NSCLC compared with wild-type 
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disease.²⁸ Increased HER3 expression, 
but not genomic alterations, 
contributes to EGFR tyrosine kinase 
inhibitor (TKI) resistance in EGFR-
mutated NSCLC.28 Thus, therapeutic 
approaches targeting HER3 may 
increase susceptibility to EGFR TKIs 
and offer a strategy to overcome 
treatment resistance. 

Patritumab deruxtecan (HER3-DXd) 
is a novel anti-HER3 ADC composed 
of the mAb patritumab coupled with 
a potent topoisomerase I payload, 
deruxtecan, via a tetrapeptide-based 
cleavable linker.29 A multicenter, 
open-label, phase 1 dose escalation 
and expansion study (NCT30260491) 
evaluated the safety and efficacy of 
HER3-DXd in patients with locally 
advanced or metastatic, EGFR-mutated 
NSCLC who progressed following 
treatment with an EGFR TKI.29 HER3-
DXd 5.6 mg/kg was the dose selected 
for the dose expansion phase. At a 
median follow-up of 10.2 months, the 
ORR by BICR was 39%, with 1 CR and 
21 PRs. The median DOR and PFS 
were 6.9 months and 8.2 months, 
respectively. The most common TEAEs 
of any grade experienced by patients 
were fatigue (64%) and nausea (60%); 
common grade 3 or greater TEAEs were 
thrombocytopenia (39%), neutropenia 
(25%), and fatigue (10%). Treatment-
related ILD was reported in 5% of 
patients; all cases resolved following 
treatment discontinuation. 

Several trials of HER3-DXd in 
EGFR-mutant NSCLC are ongoing, 
including the phase 2 HERTHENA-
Lung01 trial (NCT04619004) and the 
phase 3 HERTHENA-Lung02 study 
(NCT05338970).30,31

STAKEHOLDER INSIGHTS

 T-DXd and HER3-DXd share 
a similar drug-to-antibody 
ratio (DAR) of 8, but Gadgeel 
expressed that, in practice, 
slightly more frequent AEs have 
been noted with the latter, 
particularly with regard to fatigue 

and GI symptoms.
Despite the potential of AEs 

with HER3-DXd, Piotrowska noted 
that any related AEs are generally 
manageable and appear to be 
dose-related, highlighting the 
need in finding an ideal balance 
between safety and efficacy. 

Overall, faculty agreed that 
data surrounding HER3-DXd 
appear promising in EGFR-mutant 
disease and in patients who 
progress on osimertinib. Given 
its broad coverage of resistance 
mechanisms, Nicholas Girard 
MD, PhD, expressed a preference 
for using HER3-DXd as a treatment 
option for later lines of therapy. 
Herbst further noted that central 
nervous system–associated 
disease progression has been 
observed in patients receiving 
HER3-DXd, which may suggest 
the need for combined use 
with an EGFR TKI. 

TROP2 IN NSCLC
TROP2 primarily functions as a 
calcium transducer and plays an 
important role in cell signaling for 
proliferation, survival, self-renewal, 
and invasion.32 Overexpression 
of TROP2 has been identified in 
several different cancer types, and 
it contributes to tumorgenesis.33 
Moreover, increased TROP2 
expression is associated with poor 
prognosis in adenocarcinoma. TROP2 
is also implicated as an actionable 
biomarker in lung adenocarcinoma, 
with study data demonstrating 
TROP2-positive expression in over 
90% of cases.34

The ADC, sacituzumab govitecan, 
contains a TROP2-directed mAb 
coupled to the cytotoxic SN-38 
payload (prodrug of irinotecan) via a 
hydrolysable linker.³⁵ Datopotamab 
deruxtecan (Dato-DXd) is an anti-
Trop2 ADC composed of a humanized 
Trop2-targeted mAb conjugated to 
a topoisomerase I inhibitor via a 
tetrapeptide-based cleavable linker.³⁶ 

Dato-DXd 
Ongoing clinical trials are currently 
evaluating Dato-DXd for the treatment 
of patients with advanced or metastatic 
NSCLC. The 2-part, multicenter, open-
label, phase 1 TROPION-PanTumor01 
study (NCT03401385) investigated 
Dato-DXd given to heavily pretreated 
patients with advanced solid tumors; 
the study included an analysis 
conducted for dose-escalation/
expansion in just those with advanced 
NSCLC.37 At the data cutoff (January 8, 
2020), reported ORR by BICR among 
patients with NSCLC given 4 mg/kg 
was 24%, for those give 6 mg/kg was 
26%, and for patients given 8 mg/kg 
was 24%. Among patients with NSCLC 
and actionable genomic alterations 
(AGAs), the ORR by BICR across all 
doses was 35%, with a median DOR 
of 9.5 months. The most common 
AEs among patients with NSCLC 
included nausea, stomatitis, alopecia, 
and fatigue. Treatment-related ILD 
was reported in 11% of patients; 
individuals receiving 8 mg/kg of 
Dato-DXd experienced the greatest 
proportion of ILD (15%).

TROPION-Lung02 (NCT04526691) 
is a phase 1b dose-escalation and 
expansion study evaluating the safety 
and efficacy of Dato-DXd in patients 
with previously untreated, advanced or 
metastatic NSCLC. Patients received 
Dato-DXd plus pembrolizumab with or 
without carboplatin or cisplatin.³⁸ With 
a median treatment duration of 2.7 
months, the ORR among all patients 
was 39%, and the disease control rate 
(DCR) was 82.6%. Among patients 
receiving first-line therapy, the ORR 
was 69% with a DCR of 100%. The 
most commonly observed TEAEs of 
any grade included stomatitis (42%), 
nausea (38%), and fatigue (27%), with 
no reported cases of ILD. 

Several trials are currently 
investigating Dato-DXd in NSCLC; 
these include the phase 3 TROPION-
Lung01 trial (NCT04656652) of 
Dato-DXd with or without docetaxel 
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and the new TROPION-Lung07 trial 
(NCT05555732) investigating Dato-DXd 
plus pembrolizumab with or without 
platinum chemotherapy in the first-
line setting.39,40

Sacituzumab Govitecan
The phase 1/2 IMMU-132-01 basket 
trial ((NCT01631552) investigated 
sacituzumab govitecan in patients with 
advanced epithelial cancers, including 
patients (N = 54) with metastatic 
NSCLC.41 Among 47 response-
accessible patients, the ORR was 19%, 
with a median DOR of 6 months. In the 
intent-to-treat population, the median 
PFS and OS were 6.5 months and 9.5 
months, respectively. Neutropenia, 
diarrhea, nausea, fatigue, and febrile 
neutropenia were the most common 
grade 3 or greater AEs. 

Several ongoing studies are 
investigating sacituzumab govitecan 
in patients with advanced/metastatic 
NSCLC. These include the phase 2 
TROPiCS-03 trial (NCT03964727), 
the phase 3 EVOKE-01 trial 
(NCT05089734), and the phase 2 
EVOKE-02 trial (NCT05186974).42-44

STAKEHOLDER INSIGHTS

Dy opened the discussion 
for TROP2-directed ADCs by 
reviewing associated trial data 
and highlighted that the DAR of 
Dato-DXd is somewhat lower (DAR, 
4) than that of HER3-DXd (DAR, 
8). Faculty noted that response 
rates to Dato-DXd appear to be 
consistent across all subgroups, 
including patients with prior 
TKI therapy, and across PD-L1 
expression levels in the front-line 
treatment setting; panel members 
noted similar response rates in 
trials with sacituzumab govitecan. 

Moreover, results from the AGA 
subset analysis with Dato-DXd may 
suggest an increased response 
rate in this patient subgroup.

The panel noted that toxicities 
associated with the 2 TROP2-
directed ADCs are quite different, 
with greater myelosuppression 
observed with sacituzumab 
govitecan and, primarily, 
stomatitis with Dato-DXd. 
Piotrowska pointed out that the 
presence of TROP2 receptors 
in the squamous epithelium of 
the oral mucosa may be a likely 
reason for stomatitis observed 
with Dato-DXd. Girard shared 
the importance of proactively 
monitoring patients who are 
being treated with Dato-DXd 
for stomatitis, emphasizing that 
managing associated symptoms 
can be difficult. He noted that 
growth colony stimulating factors 
can be helpful in managing 
these AEs, with symptom 
frequency decreasing after 6 to 8 
weeks of treatment. 

In terms of treatment 
sequencing, Girard expressed 
that, due to the lack of biomarkers 
with anti-TROP2 ADCs, it may 
be prudent to save these agents 
for later lines of therapy, when 
possible. In tumors with high 
expression of other targetable 
biomarkers (eg, CEACAM5, HER2), 
ADCs directed towards these 
biomarkers should be used first.

TARGETING C-MET  
OVEREXPRESSION WITH 
TELISOTUZUMAB VEDOTIN
In healthy tissues, c-MET is primarily 
expressed in epithelial cells; it serves a 
role in the process of embryogenesis. 
However, dysregulation of c-MET-

mediated signaling is shown to be a key 
driver in promoting the proliferation, 
survival, invasion, and metastasis 
of tumor cells.45 Numerous MET 
aberrations (eg, point mutations, 
amplifications, fusions, protein 
overexpression) occur in NSCLC, 
and they are associated with poor 
prognosis.46,47

The ADC telisotuzumab vedotin 
(teliso-V) is composed of an anti-c-
MET humanized mAb coupled to the 
microtubule inhibitor monomethyl 
auristatin E via a peptide linker.48 The 
open-label, phase 2 LUMINOSITY 
study (NCT03539536) is investigating 
the efficacy and safety of teliso-V 
in patients with previously treated, 
locally advanced/metastatic, c-MET 
overexpressing NSCLC.48 Patient 
subgroups included those with 
squamous NSCLC and those with 
nonsquamous disease with or without 
an EGFR mutation. Preliminary data 
demonstrated an ORR of 36.5% among 
patients in the nonsquamous, EGFR 
wild-type cohort. Importantly, the 
ORR was increased in patients with 
high c-MET overexpression compared 
with those having intermediate 
overexpression (52.2% vs 24.1%, 
respectively). The ORR among patients 
in the nonsquamous EGFR-mutant 
and squamous cohorts were 11.6% 
and 11.1%, respectively. Peripheral 
sensory neuropathy, nausea, and 
hypoalbuminemia were the most 
commonly observed any-grade AEs. 

STAKEHOLDER INSIGHTS

Overall, faculty agreed that 
response rates reported with 
study data appear promising 
for patients with EGFR wild-
type, c-MET-high NSCLC; there 
also was some level of among 
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those with EGFR-mutated 
disease. In terms of associated 
AEs, Dy emphasized that 
hypoalbuminemia and peripheral 
edema are some of the recurring 
challenges related to therapeutic 
approaches targeting MET.

Girard commented that MET-
targeted treatment approaches 
may not deliver a comparable 
level of efficacy for the potential 
amount of toxicity in patients 
with EGFR-mutant NSCLC and 
that there may be other targeted 
agents (eg, amivantamab) that 
may be preferred in this setting. 
He further pointed out that, with 
no mutual exclusivity among 
some of these biomarkers (eg, 
CEACAM5, TROP2, c-MET), pan-
positive cases can present a 
challenge for treatment selection.

Melosky further remarked that, 
as a biomarker, c-MET can present 
additional challenges in proper 
identification of tumor-associated 
expression due to a high degree 
of heterogeneity. However, she 
agreed that data appear promising 
in the EFGR wild-type, c-MET-high 
subgroup. In this unique subset 
of NSCLC, teliso-V offers a viable 
targeted therapy.

Given that MET is a major 
source of EGFR resistance, Herbst 
expressed a potential role for 
c-MET-directed ADCs used with 
EGFR TKIs (eg, osimertinib). 
However, Gadgeel underscored 
that this represents a relatively 
small cohort of patients, and 
further data are needed to see 
whether these results hold true in 
larger patient groups. 

LOOKING AHEAD
As the interchange came to a close, 

Girard expressed that antibody-related 
technologies are becoming increasingly 
more complex, and there is a growing 
need for biological mechanisms to 
better explain and predict which 
patients are most likely to respond to 
treatment. Faculty anticipate a role 
for ADCs in the treatment setting of 
second and later lines of therapy, 
but they underscored the need for 
further studies to determine optimal 
sequencing and combination therapy 
approaches using ADCs.

Because toxicities related to ADCs 
can be a limiting factor for treatment, 
Dy expressed an important role for 
improved ADC design, AE preventative 
measures, and management strategies 
in the future success of these agents. 
Herbst emphasized that biomarker 
status will remain a prerequisite for 
the use of many of these agents, 
and, therefore, it is important to 
establish multiplex processes for 
biomarker testing.

Piotrowska noted the general 
enthusiasm surrounding ADCs and 
their potential in transforming the 
treatment landscape for many patients, 
particularly in the targeted therapy 
resistance space. Because ADCs do 
not target resistance mechanisms 
specifically, they offer a broader 
treatment approach, and they could 
be a real game-changer for future 
therapeutic strategies. ■
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