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INTRODUCTION METHODOLOGY

Breast cancer (BC) molecular subtypes HER2+ and Triple-Negative (TN) are the most aggressive with worse Cell culture Real-time quantitative PCR
prognosis. Despite the improvement in clinics, there is a great heterogeneity intra/extra-subtypes, requiring "
molecular studies to understand BC. A previous proteomic study from our group reported high levels of calpain ' |
10 (CAN10) in patients’plasma (HER2-), compared to HER2+. It has also been shown that the in vitro models of
HER2+ (HCC-1954) and TN (MDA-MB-231) have increased CAN10 expression. Interestingly, MDA-MB-231 cells
present the intracellular portion of the HER2 receptor phosphorylated, indicating a possible HER2 signaling
activity; moreover the non-specific blockage of CAN10, lead to an overexpression of such level. However, CAN10
function and activityis stilluncovered in BC.
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Typical calpains as possible CAN10 targets
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Figure 5: Differential gene expression in siCAPN10. Venn diagram showing the comparative analysis of
the si_HER2+ (HCC-1954)andsi_TN (MDA-MB-231).
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CONCLUSION AND PERSPECTIVES:
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Through the data obtained so far, CAN10 plays different roles in HER2 and TN subtypes. Confirmation of the
exposed pathways and signaling through biological assays may add information of direct or indirect activity
related to Calpain 10in BC.

FINANCIAL SUPPORT: Ministério da Saude —INCA, FAPERJ e CNPq.

Projeto Grafico: Setor de Edicdao e Informagdo Técnico-Cientifica / INCA

R

YAP1 (YADES) miR-375-3p
Caveolin-1 l

Figure 5: Representative pathway maps from siCAPN10 in HCC-1954 and MDA-MB-231 cells. /n silico analysis using MetaCore™ software exposed different u
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