Intraductal xenografts show lobular carcinoma cells
rely on their own extracellular matrix and LOXL1
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Conclusions

Here, lobular breast cancer cells either from cell lines or from patient tumors are grafted directly to the milk ducts of
Immunocompromised female mice. We show that in these models, the tumor cells grow, invade, and metastasize in a similar
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Refe rences way as they do in patients. Molecular analysis of purified lobular carcinoma cells from intraductal xenografts reveals that these
cells actively modulate their extracellular environment. Blocking an enzyme that is critical for this modulation interferes with
1. Sflomos G., et al., Cancer Cell, 2016 tumor growth and progression, suggesting that this can be exploited for new therapies.
2. Ciriello G., et al., Cell 2015
3. Desmedt C., et al., Journal of Clinical .
g: g&%ﬁgumté':]/i:ne,tgh’qas;fr;tt'f;_feg)ﬁzg22%11% The n_ew_ models for lobular carcinoma we haye developed and characteriz_ed will improve our understanding of the disease.
6. Szklarczyk D. et al., NAR 2017 The finding that the lobular tumor cells are highly dependent on the proteins that surround them and that they themselves

secrete proteins and enzymes that control this matrix opens new strategies for therapy.
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