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Background

Angiosarcomas are rare and aggressive tumors with high risk
of recurrence and metastasis that lack effective long-term

Table 2.Characteristics of patients with available

Figure 1. Genomic profiling in primary and radiation-induced angiosarcomas information about prior ICl therapy
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(Table 1). Tumors were classified into TME subtypes to define
immune and stromal characteristics (Figure 2).

For four patients with available data on response to prior
Immunotherapy regimens, associations between TME profiles
and the response to ICl and its duration were assessed.

of cancer-associated fibroblasts. These features may be associated with
potential benefits from ICI therapy. The remaining 33% samples demon-
strated the fibrotic (F) TME subtype with a minimal immune infiltration and
high prevalence of stromal elements. Only 35% of samples had high PD-L1
MRNA expression (relative expression at 290th percentile according to the
internal sarcoma cohort).

Figure 2. TME subtypes mapping in primary and radiation-induced angiosarcomas
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