
Diabetes, a chronic metabolic disorder associated with number of complications, is one of 

the major cause of morbidity and mortality worldwide. Diabetic patients have hyperactive 

platelets, which are more prone to agonist-induced aggregation. It is known that oxidative 

stress in diabetic patients affects mitochondrial function, which releases mitochondrial DNA 

(mtDNA) and contributes to platelet activation. However, whether or not cell-free mtDNA, can 

prime the adrenaline-induced platelet aggregation remains incompletely explored.   

INTRODUCTION

The aim of the study is to 

explore the priming effect 

of mtDNA on adrenaline-

induced activation of 

platelets.

AIM CONCLUSIONS

mtDNA Priming

Accelerates 

adrenaline-induced 

aggregation, which 

could reflect the 

pathophysiological 

condition in 

diabetic patients.

Enhances platelet 

reactivity and that 

this may be 

hampered by 

metformin

METHOD

RESULTS

Figure 1. Mitochondrial DNA (mtDNA) enhances adrenalin-induced platelet aggregation. (A) Increased aggregation of 

platelets stimulated by adrenaline (Adr) in diabetic patients (DP) vs healthy donors (HD) and compared to unstimulated 

baseline (BSL). (B) mtDNA priming enhances adrenaline-induced aggregation in platelets from HD. (C) Metformin (Met) 

reduces adrenaline-induced aggregation in platelets from HD. (D) Met reduces the trend in mtDNA primed adrenaline-

induced platelet aggregation in HD platelets. Data are mean ± SEM from n = 4.
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