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CARDIAC ALLOGRAFT VASCULOPATHY--IS THERE FINALLY SOME LIGHT AT THE END OF THE TUNNEL? 
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Patient outcomes following cardiac transplantation have progressively improved over the past two decades.  However, cardiac allograft vasculopathy (CAV) remains a major contributor to morbidity and mortality, especially for patients greater than one year following transplantation.  The exact etiology and mechanisms for the onset and progression of CAV are not fully defined, however, it appears that endothelial injury, due to both immune and nonimmune mechanisms, and conventional risk factors are important in the genesis of CAV.  Although CAV has been the Achilles’ heel to achieving improved long term survival following cardiac transplantation, proven modalities for the prevention and treatment of CAV are now available.  Statin therapy, specifically with pravastatin and simvastatin, initiated early posttransplant not only decreases cholesterol and the frequency of rejection with hemodynamic compromise, but also slows the progression of coronary intimal thickening.  Similarly, use of the TOR inhibitors sirolimus and everolimus decreases the progression of intimal thickening when compared to azathioprine.  Finally, sirolimus has been shown to decrease clinical events in transplant recipients with angiographically documented CAV.  The effectiveness of these therapies has not only improved outcome for cardiac transplant recipients but also has confirmed an immunologic basis for the development and progression of CAV.

