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Abstract

Asymmetric cell division is a universal and key mechanism to generate cell ] L.
diversity during Development, and it is also an important process in Cancer and Asymmetric Cell Division
Stem Cell Biology. Our lab is currently focused on analyzing in depth this process

N
both during development and in tumorigenesis. The aim of our research is to SRR
unveil the functional signaling networks underlying the autonomous and non- o~ O
autonomous mechanisms that regulate asymmetric cell division combining

Genetics, Cell Biology, Biochemistry, Molecular Biology and Proteomic O\ Differentiation
techniques. Specifically, we are currently focused on two fundamental questions O

in the field: 1.- Which are mechanisms that regulate the asymmetry of the division —

to finally render two different daughter cells? Our model system for answering
this question are the embryonic and larval neuroblasts, the neural stem cells of / \

the Drosophila central nervous system and 2.- Which are the connections Stem Cell Biology Cancer Biology
between failures in the process of asymmetric cell division and tumorigenesis? v
Our model systems to answer this question are the type |l neuroblasts of the Developmental Biology
Drosophila larval brain and neurosphere cultures of human glioblastoma.
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Cancer Stem Cells (CSCs)
Intrinsic Regulators APICAL COMPLEX I (Reyaet al., Nature, 2001)
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Relevance of fallures in ACD and Drosophila ACD Regulators
in Human Tumors/Cancer stem cells???

Glioblastoma (GBM): Glioma Stem Cells
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Glioblastoma
(GBM) — In Silico Analysis (TGCA, etc)

o

--Levels of gene expression (RT-PCR), protein levels & cellular localization

| | --Functional assays: cause-and-effect relationships between levels and tumor properties
GBM Neurosphere Cultures — ys P prop
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