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Figure 3: Markers of response to immuno-oncology
therapy in HR+/- tumors. Both (A) ER and (B) PR
positive tumors had significantly higher MSI and TMB.
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Background: Results:

« Recent data has shed light on molecular A 1.0 7
profiles of uterine carcinosarcoma (UCS)
but few have correlated molecular
profiles with prognosis.

In a preliminary data analysis, we found
that hormone receptors (HR)—estrogen
receptor (ER) and progesterone receptor
(PR)—expression was associated with
improved OS.

Molecular ER+
Alteration V)]

=== ER and PR + (n=171)

—— ER and PR - (n=846) =g - 1] 0.01

<001 24.8

20.6

PTEN <0.01 <0.01 20.0%

Median OS: 34.8vs 17.4
months; HR(95% CI): 0.67
(0.53-0.84), p<0.01)

Androgen Receptor <0.01 <0.01 10.0% 55 6.0

0.0%
dMMR/MSI-H TMB

30.0% Fk %k

PR or ER

JAK1
CTNNB1
ARID1A

<0.01 <0.01

0.04 : : 0.01
<0.01 <0.01
0.226 0.012

PD-L1

. PR+
PR -

Event free proportion

20.0%

12.9

Objective:

Investigate the molecular profile differences
between ER+/- and PR +/- tumors.
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Table 2: Immune microenvironment of PR + tumors by
immune cell fraction. T regulatory cells were significantly
higher in both ER+ and PR + tumors compared to ER —
and PR -. Immune checkpoint genes had higher
expression in HR+ tumors (significantly higher for IDO).

Significance markers: * q<0.05; ** g<0.01; *** g<0.001
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Figure 2: HR receptor positive status was associated with improved median _ " . PR Q-
OS in UCS. (A) Median OS of ER and PR positive tumors. (B) Breakdown of Table 1: ER and PR positive tumors have distinct molecular CDS0 PR-_ PR+ value ER-
ER+ vs ER - tumors and PR + vs PR — tumors by median OS in months.

KEY FINDINGS:

HR+ tumors have distinct molecular profiles from HR- 001
tumors and appear to be more immunogenic by way of
more frequent MSI-H status, TMB-H, increased infiltrating
regulatory T-cells and IDO1 expression immune
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ER+
profiles compared to their negative counterparts.
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¢« Suggests possible benefit with immune-oncology therapy and may contribute to the
observed improved OS
« More data are needed to determine if HR status is a marker of response to |O therapy

Figure 1: Flowchart describing methods
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