Background Figure 1: Amivantamab’s Methods Figure 2: OrigAMI-4 study design
triple action mechanism
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* As of August 6, 2025, 11 participants were dosed (Table 1), 64% (95% Cl, 31-89) Treatment status: > Ongoing @ Completed/discontinued
with a median follow-up of 9.8 months (range, 0.4-12.5) — As of data cutoff, median
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— Among those DLT-evaluable (n=7), 1 participant experienced Figure 4: Best response by baseline biomarker profile
DLTs (grade 3 mucositis and fatigue, both resolved) ° Antiturpor activity among responders was observed regardless of baseline
Adverse events were mostly grades 1-2 and related to alterations; the 2 participants V\{ho were not evaluable haq more mutations,
EGFR and MET inhibition (Table 2) but due to small numbers, the high response rate, and limited data on
- non-responders, the significance of this is unclear (Figure 4)

Oral cavity

Biomarker analysis

Key Takeaway

The combination of amivantamab plus paclitaxel demonstrated No administration-related reactions (ARRs) related G
durable antitumor activity among participants with 2L+ R/M HNSCC, amivantamab were reported
with no new safety signals Table 2: Safety profile

Pharmacokinetics

* Predose concentrations of amivantamab were measured for a
_404 pharmacokinetics (PK) analysis
Treatment-emergent adverse events (220%)

. by preferred term, n (%) W
Conclusions

Related to EGFR inhibition

* Observed amivantamab serum concentrations were consistent between
-60 the amivantamab plus paclitaxel and amivantamab monotherapy cohorts,
suggesting amivantamab PK exposure was not impacted by paclitaxel
(Figure 5)
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Safety profile was consistent with those of the individual agents; no ARRs
related to amivantamab were reported
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