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Background & Aim: Results: CONCLUSIONS -

PEComa is a rare mesenchymal neoplasm composed Figure 1. Most common mutations detected were TP53 (47%), ATRX (32%), 1SC1/2 (11%/29%) and MSH3

of perivascular epithelioid cells. Due to its rarity, (17%). TP53 mutations occurred less frequently (25 vs 60%, p=0.055) in TSC1/2-mutated (TSC1/2-mt) 1) PECOmaS are
diagnosis is challenging, and no standardized compared to 7SC1/2-wildtype (TSC1/2-wt) tumors.

treatment guidelines have been established. 3 S0 Al BTSCL/VT mTSCL/aWT Chara cte riZEd by d
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remain largely unclear.
e We conducted this study to elucidate the genetic
landscape of PEComas.

Patients & Methods:

 Thirty-five PEComa specimens were centrally
analyzed at the Caris Life Sciences laboratory.

* NextGen DNA sequencing (NextSeq, 592 gene panel
or NovaSeq, whole-exome-sequencing), whole-
transcriptome RNA sequencing (NovaSeq) and [

of TSC1/2 mutations.
Only a subset of
TSC1/2-mt PEComas
were associated with
an up-regulation of the
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genes PD-1 (PDCD1)

rare (2.9%, n=1 each). PD-L1 expression was -2(r0co17
observed in 21.9% (n=7) of patients. P TG
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a benefit when using
i mMTOR inhibitors.
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