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BACKGROUND RESULTS
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Safety

ECOG, Eastern Cooperative Oncology Group; PDGFRA, platelet-derived growth factor

receptor alpha; mRECIST v1.1, Modified Response Evaluation Criteria in Solid Tumors = The most common (>25%) treatment-related AEs were diarrhea (70%), nausea (52%), and vomiting (27%) (Table 4). Most AEs were grade 1 in severity. The most common (>5%) > Grade 3
version 1.1.

treatment-related AE was diarrhea (Table 5).
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unresectable GIST Plhme o rei.pon.se AEs assessed using CTCAE v5.0 ¢ 800 mg (400 mg BID) patient: Grade 3 vomiting was considered a DLT. Patient chose to proceed with a dose reduction and was rechallenged at a dose of 400 mg QD and remains
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patients with advanced/metastatic GIST after failure of imatinib and other approved drugs
= IDRX-42 has a broad inhibitory profile across all mutational variants of KIT treated including both primary driver and
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antitumor response = Based on the excellent tolerability and documented antitumor activity of IDRX-42, use of IDRX-42 in earlier lines of Copies of this poster are for personal use only.
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therapy will be investigated in the future




