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Proteolytic Cleavage

— Appearance of 2 or more new bone lesions according to
PCWG2
— Rising PSA defined as at least 2 sequential rises in PSA (>1

= Patients for whom no therapy with demonstrated clinical benefit
available is allowed
= Archival or formalin-fixed paraffin-embedded tumor tissue

Figure 4. Safety Population (N=86)>"
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Figure 8. Percent Change of Target Lesions in NSCLC Cohort (Tumor Response-Evaluable Population)?
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Cohort Expansion Results

= As of August 16, 2021, 86 of 88 patients enrolled in cohort expansion had received MGC018 (MCRPC, n=40; NSCLC, n=21; TNBC, n=16;

aPatients are counted only once by preferred term. P86 patients include 9 patients in melanoma cohort. <Includes MedDRA preferred terms of rash and maculopapular rash.
dIncludes MedDRA preferred terms of pruritis and generalized pruritis.
PPE, palmar-plantar erythrodysesthesia.

3Patients who received at least 1 dose and had at least 1 post-baseline tumor evaluation.
NSCLC, non-small cell lung cancer.

Payload 1gG1 H.N0 DUBA
. & melanoma, n=9_) _ _ _ _ . = |In mCRPC cohort, 39 patients were evaluable for PSA response (Figures 9 and 10):
l B7-H3 mAb vc-seco-DUBA — 37 of 88 patients (42%) discontinued treatment: PD was most common cause of treatment discontinuation (n=25), followed by AEs i . 0 . . : 0
| | (n=6), physician decision (n=1), and death (n=1) Efficacy — 21 of 39 Patients (53.8%) had reductions in PSA from baseline of more than 50%
MGC018 MGCO018 — 51 of 88 patients (58%) patients continued to receive MGC018 A total of 32 treated patients had first 9-week imaging and were evaluable for tumor response (MCRPC, n=16; NSCLC, n=16): — 24 of 39 Patients (61.5%) remained on treatment

DUBA linker payload provided and conjugated by Byondis B.V., The Netherlands.
ADC, antibody-drug conjugate; B7-H3, B7-homolog 3; DUBA, DUocarmycin-hydroxyBenzamide Azaindole; IgG, immunoglobulin G; mAb, monoclonal antibody; vc, valine-citrulline.

MGCO018 is designed to bind to cell-surface B7-H3, internalize into cells, and release a potent cytotoxic duocarmycin-based
DNA-alkylating payload (Figure 2)?

= Baseline characteristics of patients with mCRPC or NSCLC are included in Table 1
= 93% of mMCRPC patients had B7-H3 H-score 2160 and 60% of NSCLC patients had a B7-H3 H-score >130

= Data cutoff as of August 16, 2021

Table 1. Baseline Patient Characteristics

— 8 of 32 Patients (25%) had reductions in target lesion sums from baseline of more than 30% (partial response): 4 patients with
MCRPC (2 confirmed PR [cPR] and 2 unconfirmed PR [uPR]) (Figures 5 and 6) and 4 patients with NSCLC (4 uPR) (Figures 7 and 8).
An additional NSCLC patient had 30% reduction in target lesion sum; however, non-target lesions not evaluated due to obstruction
of bronchus and overall response not evaluable.

Figure 9. Best Percent Change of PSA in mCRPC Cohort (PSA Response-Evaluable Population)
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Figure 3. Study Design
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BEEEENY Melanoma

Imaging for tumor assessments every
9 weeks (63 days) during cohort expansion

2Enrollment for the mCRPC, NSCLC, and TNBC cohorts opened in 2020, whereas the SCCHN and melanoma cohorts opened in May 2021.
IV, intravenous; mCRPC, metastatic castration-resistant prostate cancer; NSCLC, non-small cell lung cancer; PSA, prostate-specific antigen; Q3W, every 3 weeks; RECIST, Response

patient with TNBC (neutropenia)

= TEAEs leading to dose reductions occurred in patients with mCRPC (30%), NSCLC (19.0%), and TNBC (12.5%)
= Dose interruptions (including infusion interruption and dose delay) occurred in patients with mCRPC (55.0%), NSCLC (52.4%), TNBC

(31.3%), and melanoma (33.3%)

Table 2. Overall Summary of Adverse Events

386 patients include 9 patients in the melanoma cohort. *Grade 5 event of unknown etiology.
AE, adverse event; N/A, not available; SAE, serious adverse event.

= The most common (=20%) TRAEs were fatigue (37% all grades; 1% Grade >3), neutropenia (34% all grades; 22% Grade >3), palmar-
plantar erythrodysesthesia syndrome (31% all grades; 4% Grade >3), pleural effusion (23% all grades; 1% Grade >3), and nausea (22%
all grades; 1% Grade >3), and asthenia (20% all grades; 5% Grade >3) (Table 3 and Figure 4)

= The most common (>10%) AEs of special interest were PPE (23.3%) and pleural effusion (27.9%)

= Febrile neutropenia was not reported

I T e

Change of Target Lesion
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o
]

mCRPC, metastatic castration-resistant prostate cancer.

Figure 7. Best Percent Change of Target Lesions in NSCLC Cohort (Tumor Response-Evaluable Population)?
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Two patients off-scale had PSA increases >200%.
3Patients who received at least 1 dose and had at least 1 post-baseline PSA evaluation.
MCRPC, metastatic castration-resistant prostate cancer; PSA, prostate-specific antigen.
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= Results to date have demonstrated a manageable safety profile with a low rate of treatment discontinuation
due to AEs (6 of 86 pts in the expansion cohort to date). In future studies, alternative starting dosages may be
explored to optimize the total number of doses administered and overall treatment duration.

= Enrollmentis ongoing in TNBC, SCCHN, and melanoma cohorts
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— Progression in measurable disease (RECIST version 1.1)

3Patients are counted only once by preferred term. 286 patients include 9 patients in melanoma cohort.
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