Dissecting the pro-tumorigenic role of interleukin (I1L)-11

by both transcriptomic analysis of primary breast cancer cells
and large-scale in silico investigations
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Introduction. The advent of high-throughput methodologies and the availability of multi-omics datasets are crucial to define heterogeneous diseases at the molecular level'-3.
Indeed, the analysis of biological data represents a powerful tool toward the 1dentification of new targets and the accomplishment of innovative therapeutic approaches in diverse

diseases, including cancer*>. Here, we aimed to dissect the transcriptional changes induced by estrogen and insulin in a primary breast cancer (BC) cell line, namely BCAHC-1,
which 1s characterized by a peculiar expression of the 46 kDa 1soform of estrogen receptor (ER)a and the insulin receptor (IR). As interleukin (IL)-11 appeared as the strongest up-

regulated gene by both estrogen and insulin, we therefore explored 1ts biological role by performing large-scale 1n silico investigations.
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