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« At data cutoff, 129 (38 adult and 91 pediatric) patients were enrolled (Table 1).

+ Seventy-two (56%) patients had non-IFS soft tissue sarcomas (STS), 49 (38%) had IFS, 5 (4%)
had gastrointestinal stromal tumors, and 3 (2%) had bone sarcomas.

+ NTRK gene fusions were identified by next-generation sequencing (NGS) in 99 (77%) patients.
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