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Abstract; Objective  To investigate the association between lymphocyte-to-monocyte ratio (LMR) and slow coronary flow
(SCF) phenomenon. Methods A total of 98 patients who had performed coronary angiography for suspected coronary artery
disease, were retrospectively enrolled in the present study from June 2016 to November 2017 in Fengxiang Hospital. Whole
blood counts were performed using a blood analyzer. Coronary blood flow was measured by a digital angiography system based
on thrombolysis in myocardial infarction ( TIMI) frame counting method after myocardial infarction. According to the results of
coronary angiography, all subjects were divided into two groups, including 45 SCF patients and 53 normal coronary flow
(NCF) controls. Logistic regression was used to analyze the association between LMR and SCF. Results  Higher level of
HDL, neutrophils and monocyte counts, neutrophil-to-lymphocyte ratio (NLR ), C-reactive protein ( CRP) and thrombolysis
in myocardial infarction (TIMI) frame counts, and lower level of lymphocyte counts were found among SCF group than NCF

group ,the difference was statistically significant (¢ =1. 630 ~7.834, all P <0.05). LMR was negatively associated with
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frame counts of left anterior descending ( LAD) ,
-1.31,-1.05, -0.76, all P<0.001).

left circumflex artery ( LCX) and right coronary artery ( RCA) (r =
In addition, increased LMR was negatively associated with risk of SCF in both

univariate (OR =0.76, 95% CI =0.57 ~0.93 ,P =0.003) and multiple (OR =0.32, 95% CI =0. 14 ~0.91,P =0.011)

logistic regression models. Conclusion

biomarker of incident SCF.

LMR was negatively associated with risk of SCF, and LMR may play as a predictive
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