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Abstract: Inflammatory breast cancer(IBC) is a rare and highly aggressive subtype of breast can-
cer. The survival rate of patients with IBC is significantly lower than that of patients with non-in-
flammatory breast cancer. IBC is likely to be misdiagnosis in the early stages and poorly responses
to standard therapies, and there is lack of large prospective studies for this type of breast cancer.
In recent years, many studies intended to elucidate the biological mechanisms of IBC, including
the roles of tumor microenvironment(TME). As important aspect of tumor immunity, TME is deeply
involved in various malignant biological behaviors of IBC. The TME of IBC includes lymphatic
vessels, blood vessels, tumor-associated fibroblasts, tumor extracellular matrix and infiltrating
immune cell. However, the molecular mechanisms and signaling pathways regulating immune cells
in TME remain largely unclear. This paper reviews the relationship between the tumor microenvi-
ronment and the pathogenesis and prognosis of inflammatory breast cancer.

Subject words: inflammatory breast cancer; tumor microenvironment; pathogenesis; prognosis
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AN AE, L, it T IBC 9 TME 54835 19 $8 4
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SR 240 P 0 I I 4 S ) O B A B 5 A B A e A
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