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aiming to identify cell signaling pathways that are similar and distinct
between subtypes sand are associated with treatment response.
RESULTS AND DISCUSSION
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CONCLUSIONS

Our findings demonstrate substantial differences in TME
communication networks between responsive ER+ and TNBC
patients, suggesting distinct active pathways lead to an
immunotherapy-permissive TME in each subtype. Response to anti-
PD-1 may depend on specific pathway activation rather than global
interaction quantity, offering novel treatment targets for breast cancer

subtypes.
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