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Study on the correlation between MHR and plaque stability

based on intravascular ultrasound "
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[Abstract| Objective To investigate the correlation between the monocyte/high-density lipoprotein
cholesterol (HDL-C) ratio (MHR) and the stability of coronary atherosclerotic plaques by intravascular ultra-
sound (IVUS) ,and to evaluate the predictive value of MHR on 12-month major adverse cardiovascular events
(MACE) in patients with coronary atherosclerotic heart disease who were treated with percutaneous coronary
intervention (PCI). Methods One hundred and thirty-two patients with coronary atherosclerotic heart disease
who underwent coronary angiography and PCI and IVUS were selected in this hospital from June 2017 to June
2019. Monocyte count and HDL-C were tested, and the MHR was calculated. According to the stability of
criminal blood vessel plaques judged by IVUS, the patients were divided into the stable plaque group and the
unstable plaque group. The correlation between MHR and plaque stability was analyzed,and the patients were
followed up for MACE for 12 months on a regular basis. Results The MHR value of the unstable plaque
group was significantly higher than that of the stable plaque group (P<C0. 05). Multivariate logistic regression
analysis showed that MHR,diabetes,and C-reactive protein were independent risk factors for unstable plaque.
ROC curve analysis showed that MHR was more valuable than monocytes and HDL-C single in diagnosing
stability of plaque. The area under the ROC curve of MHR predicting MACE after PCI for coronary athero-
sclerotic heart disease was 0. 794 (95%CI :0.715—0. 859, P <C0.001),and when the cut-off point value was
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19. 31, the predictive value was the greatest,at this time, the sensitivity was 68. 42% and the specificity was

83.19%. Conclusion MHR has diagnostic value for plaque stability in patients with coronary atherosclerotic

heart disease,and is an independent risk factor for unstable plaque,and has predictive value for the occurrence

of MACE in patients with coronary heart disease 12 months after PCI.
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