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Pre-procedural Serum Lipid Profile and Post-procedural Myocardial Injury
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Percutaneous coronary intervention (PCI) has the 
ability to relieve symptoms in chronic ischemic heart 
disease and might change the natural history of acute 
coronary syndromes. However, it could be potentially 
hazardous and result in adverse procedural outcomes. 
Complications might occur despite the application of 
the best management practices and frequently result in 
unsatisfactory clinical outcomes. Periprocedural myo-
cardial infarction (MI) is one of the most common com-
plications of PCI (1). In clinical practice, asymptomatic 
creatine kinase-MB (CK-MB) elevations < 5 times the up-
per limit of the normal range (ULN) occur after 3% to 11% 
of technically successful PCIs and have little apparent 
clinical consequence. Larger degrees of myonecrosis 
(CK-MB ≥ 5 times ULN) predict higher one -year mortal-
ity rates (2). Now in the journal, Maadani et al. reported 
the relationship between the pre-procedural serum 
lipid profile and post-procedural myocardial injury in 
patients who have undergone elective PCI (3). They have 
studied 138 patients without evidence of preprocedural 
MI according to the normal values of CK.MB. The inci-
dence of post-procedural MI was about 25% (35 patients) 
which is very high and quite different from recent stud-
ies (4). It seems that the authors have evaluated post-PCI 
myonecrosis defined as CK-MB elevation ≥ ULN after 
the procedure but not the periprocedural infarction 
which is Ck.MB exceeding three times more than ULN  
according to the universal definitions of MI (5). There 
are several mechanisms which could be responsible for 
myonecrosis after the procedure (6-8). Apparent proce-
dural complications such as stent thrombosis, coronary 
dissection, and occlusion of the large side branches have 
not been excluded from the study or at least not cited in 
the article. The occurrence of such complications can 
result in selection bias. There are no data regarding the 
angiographic and procedural characteristics of the pa-

tients; and many other causes that act as the confound-
ing factors have not been addressed in the study and 
adjusted in the analytic process. There was no significant 
difference in lipid profiles between the patients with and 
without myonecrosis. This finding could be predictable 
because of the small number of studied patients and the 
fact that mechanical causes of post-procedural myone-
crosis have not been excluded. Dyslipidemia serves as 
a major risk factor for coronary events but how can we 
interpret its effects into the myocardial injury after PCI 
with a wide range of causative factors?
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