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The tumors from MMTV-Wntl breast cancer are characterized by the
presence of inflammatory cells, newly formed blood vessels, and a large
number of fibroblasts (cancer associated fibroblasts) and aberrant depo-
sition of extracellular matrix proteins in the tumor stroma, resembling

the desmoplasia in tumors from human patients.
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Fig.1 Desmoplasia in solid tumors
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Tumor cells recruit cancer associated fibroblasts through Hh or PDGF signals, and recruit inflammatory cells by secreting CSF-1 and IL-1f. Enzymes,

e.g. LOX and MMPs, produced by the cancer cells, carcinoma-associated fibroblasts or inflammatory cells, are crucial mediators of extracellular matrix

remodeling. The carcinoma-associated fibroblast-origin cytokines HGF, IGF-1 or SDF-1q promote cancer cell survival and migration. Cancer cells,

carcinoma-associated fibroblasts, inflammatory cells and the extracellular matrix synergistically modulate the tumor neo-angiogenesis.
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Fig.2 The stromal components constitute reciprocal heterotypic signaling interactions in cancer progression and metastasis
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Desmoplasia and Cancer
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Abstract Tumor stroma plays crucial roles in the development and metastasis of malignant tumors. The
cancer progression and metastasis are the result of reciprocal interaction between cancer cells and the surrounding
stromal components. The tumor stroma, featured with accumulation of cancer associated fibroblasts, infiltration of
inflammatory cells, neo-angiogenesis and remodeling of extracellular matrix, a phenomenon called desmoplasia,
actively promotes cancer progression and metastasis. Strategies targeting the tumor stroma may provide novel and
powerful approaches in cancer treatment.
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