Master Project Proposal

Title: Understanding the impact of disease-causing mutations on neuronal and cardiac gene
expression
Synopsis:
We are investigating global transcriptomic profiles in cardiomyocytes and neurons
differentiated from patient-derived iPSC that contain disease-causing mutations. Ultimately,
we aim to develop new treatment strategies based on interfering with the expression of
specifically altered genes.
Required skills:
Bioinformatics tools for transcriptomic analysis, with particular focus on splicing analysis

Supervisor: Maria Carmo-Fonseca, MCFonseca Lab, carmo.fonseca@medicina.ulisboa.pt
Co-Supervisors: Rui Luís, MCFonseca Lab, rluis@medicina.ulisboa.pt, and Pedro Barbosa,
MCFonseca Lab, pedro.barbosa@medicina.ulisboa.pt
Webpage of the group
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