This is a reprint from European Society for Medical Oncology Congress 2026 (ESMO 2026), which was originally presented in Madrid, Spain on
October 23-27, 2026; the references to “Merck” or “Merck KGaA” within refer to (1) Merck KGaA, Darmstadt, Germany; (2) an affiliate of
Merck KGaA, Darmstadt, Germany; or (3) one of the businesses of Merck KGaA, Darmstadt, Germany, which operate as EMD Serono in the
healthcare, MilliporeSigma in the life science and EMD Electronics in the electronics business in the U.S. and Canada.

There are two different, unaffiliated companies that use the name “Merck”. Merck KGaA, Darmstadt, Germany, which is providing this content,
uses the firm name “Merck KGaA, Darmstadt, Germany” and the business names EMD Serono in the healthcare, MilliporeSigma in the life
science and EMD Electronics in the electronics business in the U.S. and Canada. The other company, Merck & Co., Inc. holds the rights in the
trademark “Merck” in the U.S. and Canada. Merck & Co., Inc. is not affiliated with or related to Merck KGaA, Darmstadt, Germany, which owns
the “Merck” trademark in all other countries of the world.



BACKGROUND METHODS

Outcomes with first-line platinum-based
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RESULTS

CONCL SlONS * Overall, 614 patients had tumor samples available for CNV assessment (avelumab + BSC arm, n=316; BSC alone arm, n=298) * Median OS and PFS in subgroups defined by NECTIN4 and ERBB2 amplification status were longer with avelumab + BSC vs BSC alone (Figures 3 and 4)
U — In the overall population, 97 patients (15.8%) had NECTIN4 amplification and 24 (3.9%) had ERBB2 amplification — In patients with NECTIN4 amplification, median OS was 29.96 (95% Cl, 17.71-not estimable [NE]) vs 14.55 (95% CI, 11.60-23.46) months and median PFS
*  We report exploratory biomarker analyses of patients with locally advanced or metastatic — NECTIN4 and ERBB2 amplification was observed in 42 (13.3%) and 7 (2.2%), respectively, in the avelumab + BSC arm, and was 5.09 (95% Cl, 3.12-13.01) vs 3.50 (95% Cl, 1.91-3.75) months, respectively
urothelial carcinoma (la/mUC) in the JAVELIN Bladder 100 phase 3 trial population to 55 (18.5%) and 17 (5.7%), respectively, in the BSC alone arm — In patients with NECTIN4 wild type, median OS was 23.79 (95% Cl, 19.94-30.82) vs 16.53 (95% Cl, 13.86-20.53) months and median PFS was 5.59 (95% Cl,
evaluate response to first-line (1L) platinum-based chemotherapy (PBC) and survival « Patient characteristics in the avelumab + BSC and BSC alone arms in subgroups defined by NECTIN4 and ERBB2 amplification 4.30-7.49) vs 2.07 (95% Cl, 1.91-3.52) months, respectively
outcomes with avelumab 1L maintenance treatment in subgroups defined by NECTIN4 and status are shown in Table 1 — In patients with ERBB2 amplification, median OS was not reached (95% CI, 14.78-NE) vs 14.85 (95% Cl, 6.54-24.84) months and median PFS was not
ERBB2 amplification status in tumor samples obtained prior to 1L PBC — A higher proportion of patients with NECTIN4 and ERBB2 ampilification had PD-L1-positive tumors compared with patients reached (95% ClI, 5.52-NE) vs 2.25 (95% ClI, 1.87-6.01) months, respectively; however, due to the small number of patients with ERBB2 amplification,

these results should be interpreted with caution

— In patients with ERBB2 wild type, median OS was 23.79 (95% CI, 20.11-29.96) vs 16.16 (95% Cl, 13.63-19.38) months and median PFS was 5.45 (95% Cl,
4.21-7.33) vs 2.30 (95% Cl, 1.94-3.65) months, respectively

A similar proportion of patients with NECTIN4 or ERBB2 amplification had complete response (CR), with wild fype

partial response (PR), or stable disease (SD) to 1L PBC * In patients who had CR (n=158), PR (n=286), or SD (n=170) to 1L PBC, NECTIN4 amplification was observed in 31 (19.6%),

. . . . . . . 45 (15.7%), and 21 (12.4%), respectively, and ERBB2 amplification was observed in 8 (5.1%), 11 (3.8%), and 5 (2.9%), respectivel
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ERBB2 amplification and wild type tended to be longer with avelumab + best supportive care * Differences in NECTIN4 and ERBB2 amplification in subgroups defined by response to 1L PBC are shown in Figure 2 Figure 3. 0S in subgroups defined by NECT/N4 (A) and ERBB2 (B) amplification status
(BSC) vs BSC alone, consistent with the overall population’
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o o . . . . For exploratory survival analyses, only patients who received freatment were included; 7/614 patients with a CNV assessment did not receive any freatment because of withdrawal of consent or the development of health issues.
1L, first line; amp, amplification; CR, complete response; PBC, platinum-based chemotherapy; PR, partial response; SD, stable disease; WT, wild type. Amp, amplification; BSC, best supportive care; CNV, copy number variation; NE, not estimable; PFS, progression-free survival; WT, wild type.
*Data for the ERBB2 amplification subgroup should be interpreted with caution due to the small number of patients.
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