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Since reduced kidney function is an independent risk factor for cardiovascular disease in the general 
population, we reasoned that using kidneys expected to have reduced allograft function would increase 
the risk for acute myocardial infarction (AMI) after kidney transplantation (KTX). We examined the 
incidence of AMI during the first 36 months after KTX among 35,765 Medicare patients, 1995-2001, in 
the US. AMIs were identified by Medicare claims, ESRD death notification forms, or UNOS cause of 
death. Relative risk was determined using Cox proportional hazards analysis. We also compared risk 
after KTX with risk on the waiting list for 46,106 patients with Medicare as the primary payer. The 
cumulative incidence of AMI was 1.7%, 3.3% and 6.3% at 1, 12 and 36 months after KTX. The 
adjusted relative risk (RR with 95% CI) for AMI for recipients from donors aged 35-49 years was 1.16 
(1.02-1.33) p=0.0249, for donor age 50-64 years RR = 1.22 (1.06-1.41) p=0.0064, and for donor age 
65+ years RR = 1.28 (1.01-1.61) p=0.0388, compared to donor age 18-34 years (reference=1.00). 
The adjusted RR for AMI in recipients of deceased donor kidneys was 1.16 (1.03-1.27) p=0.0142, 
compared to recipients of living donor kidneys. In a separate analysis comparing the risk of AMI after 
KTX with the risk on the waiting list, the risk for AMI after deceased donor KTX was not different from 
the risk while on the waiting list, RR = 0.97 (0.88-1.06) p=0.4693, while the risk after living donor 
KTX was reduced compared to the risk of AMI while on the waiting list, RR = 0.78 (0.60-0.97) 
p=0.0006. Kidneys expected to have reduced function after KTX, e.g. kidneys from deceased donors 
and kidneys from older donors, impart an increased risk for AMI after KTX. This risk increment is great 
enough in the case of deceased donor recipients to make the risk for AMI after KTX similar to that for 
patients on the waiting list. This information may be particularly pertinent for potential transplant 
candidates who are already at high risk for AMI. 

 


