
C  Pantos/ DV Cokkinos 

University of Athens 



TH –non genomic 
action 





Studies in Isolated rat 
heart preparations –

 
experimental model of 
ischaemia-reperfusion

DV Cokkinos, C Pantos

 

, G Heusch, H Taegtmeyer

 

(Eds), Myocardial ischemia : From mechanisms to 
therapeutic potentials,  Springer , 2006

TH can modulate myocardial injury via non genomic 
action 



T3R

LVDP (mmHg)

30 min Ischemia

T3 (40μg/L)

60 min Reperfusion

Pantos

 

et al 2009,  Basic Res Cardiol

 

, 2009

TH can modulate myocardial injury via non genomic action 



TH limits apoptosis 

Pantos et al 2009,  Basic Res Cardiol , 2009



Translational implications of non genomic 
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TH and bioengineering 

Nature has already ‘used’
 

TH for 
tissue remodeling 
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TRs and remodeling 
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TH  AND CARDIAC GEOMETRY 
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Translational implications of TH actions  
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