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[ABSTRACT] The growing development of coronary intervention and the widespread use of drug-eluting stents ( DES)
have greatly reduced the risk of in-stent restenosis (ISR). However, ISR is still an important clinical challenge of coro-
nary intervention.  Inflammation and platelet activation are important processes in pathophysiology of ISR.  Related he-
mocyte parameters, including cell count and morphological parameters, are useful markers of inflammatory response and
platelet activation in clinical practice.  In recent years, a large number of clinical studies have emphasized the value of
blood cell parameters independently predicting the risk of ISR after DES.  For example, the neutrophil/lymphocyte ratio as
an indicator of inflammation is considered to be a predictor of ISR and atherosclerotic plaque instability.  As a widely used
platelet activation parameter, mean platelet volume has been shown to be a predictor of ISR risk and antiplatelet efficacy.
Studies have shown that markers such as platelet/lymphocyte ratio, red blood cell distribution width and platelet distribution
width are also correlated with the occurrence of ISR.  Therefore, these parameters were reviewed in order to provide new

predictors of ISR risk in coronary arteries.
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