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Title: Understanding the impact of disease-causing mutations on cardiomyocyte gene 
expression 
 
Synopsis:  
We are investigating global transcriptomic and proteomic profiles in iPSC-derived 
cardiomyocytes. To correct background genetic differences in iPSCs, we are using CRISPR-Cas9 
technology to construct allele-specific isogenic cell lines harbouring disease-associated 
mutations. Ultimately, we aim to determine whether the disease phenotype at cardiomyocyte 
level can be either induced or reverted by interfering with the expression of specifically altered 
genes. 
 
Required skills: 
Cell culture (differentiation of human stem cells); molecular biology  
 
Supervisor: Maria Carmo-Fonseca, MCFonseca Lab, carmo.fonseca@medicina.ulisboa.pt 
Co-Supervisors: Teresa Carvalho, MCFonseca Lab, t.carvalho@medicina.ulisboa.pt 
Sandra Martins, MCFonseca Lab, sandramartins@medicina.ulisboa.pt 
Webpage of the group 
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