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Abstract Results Figure 1. Genomic alteration landscape of osteosarcoma by patient age
o , , _ Point mutations/indels (mut), copy number amplification (= 6 copies; amp), and gene fusions (fusion) detected in patient samples
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Figure 2 — Investigation of the tumor-microenvironment using the Figure 3 — Transcriptional profiling of immune-related genes
Results: Overall, the most frequently detected mutations were MCP counter. TMEs were largely similar between age-based CD274 (PDL1) expression was highest in patients >45y, consistent
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