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TSC1 and TSC2 VUS (primarily missense) were identified in 9295
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Figure 3. Patients with tumor tissue bearing TSC1 or TSC2 alterations in the Tempus database (A); and distribution of the types

The majority of inactivating alterations in of TSC1 (B) and TSC2 (C) alterations Figure 4. Frequency of co-occurring mutations in tumor tissue bearing TSC1 or TSC2 inactivating alterations

TSC1 and TSC2 occurred in TMB low and
microsatellite stable tumors, and with a low
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a large real-world patient population with advanced malignancies gained mutations or frameshift variants (Figure 3B, 3C)
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