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INTRODUCTION KEY TAKEAWAYS
e Metaplastic Breast Cancer (MpBC) e In this large, real-world analysis, tumors from patients with MpBC displayed a distinct molecular phenotype compared to tumors from patients with non-MpBC. In fumors from patients with

IS a rare and aggressive subtype
with poor prognosis and limited
treatment options, necessitating
novel therapies.

Recent studies show immune
checkpoint inhibitors can be
effective.

Understanding the immune and
genomic environments in MpBC is
crucial for developing new
biomarker-based strategies.

This study examines the TIME and
somatic landscape of MpBC.

METHODS

Next-generation sequencing data
from 13,510 pts with breast cancer
in the Tempus database, including
171 with MpBC (1.3%) and 13,339
with non-MpBC (98.7%), were
analyzed based on clinical
documentation within 180 days of
sample collection, with one sample
per patient.

The cohorts were racially diverse
with no significant difference
(0=0.5).

Sequencing was performed using
Tempus XT DNA (648-gene panel)
and/or xR RNA assays to evaluate
somatic mutations, immune cell (%
of total cells) infiltration, TMB, and
MSI. PD-L1 expression was analyzed
by IHC (CPS, 22C3).

Statistical significance was
determined using Wilcoxon rank-
sum and Pearson’s Chi-
squared/Fisher's exact tests, with a
significance threshold of p<0.05
and g<0.05.
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MpPBC, TNBC was more common, whereas the HER2+ subtype was rare.
e Tumors from patients with MpBC had higher PD-L1 expression and therapeutically relevant alterations, including those within the PI3k pathway, were frequently encountered.
e Although limited by sample size, this is one of the first studies to compare the molecular phenotypes between subtypes within tumors from patients with MpBC.
e These findings are hypothesis-generating and provide further rationale for developing novel combinatorial therapeutic clinical trial strategies for patients with MpBC.
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