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Background:

« Uterine carcinosarcomas (UCS) are rare
tumors that account for less than 5% of
all uterine malignancies and are high risk
variant of endometrial adenocarcinoma
Despite the identification of several
clinicopathologic prognostic factors, more
research is needed to determine the
molecular features responsible for the
aggressive behavior of this disease and
identify therapeutic targets

Obijective:
Compare molecular profiles of KMT2C mutated

and wild type uterine carcinosarcoma tumors
and explore treatment outcomes

Methods:
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Figure 1: Flowchart describing methods

Exploring molecular profiles of uterine carcinosarcoma

with alterations in the chromatin remodeling pathway
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Figure 2: Pathogenic KMT2C mutations, a gene in
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the chromatin remodeling pathway, were associated
with improved median survival in UCS
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Figure 3. KMT2C mutated tumors had higher rates of O therapy

response markers.
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KEY FINDINGS:
Mutations in KMT2C correlate with improved OS in UC

TMB-H

This suggests a potential role for Immune-oncology (10)

therapy.
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Table 1: KMT2C mutated tumors have distinct molecular
profiles compared to wildtype tumors
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Table 2: Sub-analysis of MMR proficient and microsatellite
stable (MSS) tumors based on KMT2C: KMT2C mutated MSS
tumors more commonly had JAK1 and POLE mutations, and
mutations in the chromatin remodeling pathway.

Molecular KMT2C KMT2C Adjusted
Alteration WT (%) p-value

MT (%)

JAK1 23.8 0.86 <0.01
> POLE 23.8 1.07 <0.01
= Chromatin
= Remodeling

100 23.4 <0.001

Figure 4: MSS tumors with KMT2C mutations continued to
show a higher likelihood of high TMB, but PD-L1 (SP142,

cut-off >1, 1%) expression was similar.
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Figure 5: Pathogenic KMT2C mutations were associated with
improved median survival in MMR proficient and microsatellite

stable UCS.
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