
T2D triggers distinct a cardiac transcriptomic 
signature in patients with aortic stenosis 

Objective: To identify the mechanisms associated with T2D-
induced LV dysfunction and remodelling.
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Inclusion criteria:
• Men and women > 18 years old 
• 34 T2D and 50 Non-diabetics 
• Isolated severe aortic stenosis  < 1cm2

• LVEF> 50% without overt heart disease
• Aortic valve surgery 

Introduction and experimental design  

Results
1) Myocardial histology 2) Transcriptomic analysis
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5) Effect of T2D on mitochondrial Ca2+ uniporter genes 

Significant decrease of MICU1/MCU 
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3) Effect of T2D comorbidities 

A) Up-regulated Genes 

B) Down-regulated Genes 
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1029 differentially expressed genes
p value < 0.05 

Principal Component Analysis  

Enrichment Map in T2D

4) Mitochondrial dysfunction as main canonical signaling pathways 
induced by T2D

Complex I, III and IV genes
were significantly
downregulated

Mitochondrial Ca2+ uptake
seems to be increased
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