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Correlation between Monocyte/High — Density Lipoprotein Cholesterol Ratio and Blood Glucose Control in Patients with Type 2 Diabetes.
CHEN Zhangzhe, HAN Xiao, GE Dan, et al. Graduate School, Xuzhou Medical University, Jiangsu 221002, China

Abstract Objective To investigate the correlation between monocyte/high — density lipoprotein cholesterol ratio (MHR) and gly-
cosylated hemoglobin (HbAlc) in patients with type 2 diabetes mellitus (T2DM ). Methods A total of 319 T2DM patients hospitalized
in the Department of Endocrinology, The Affiliated Hospital of Xuzhou Medical University from September 2020 to September 2021 were
selected and divided into two groups according to HbAlc level: well — controlled group ( HbAle <7% , n =101) and poorly controlled
group (HbA1¢=7% , n=218). The general data and biochemical indexes of the two groups were compared, and neutrophil - to — lym-
phocyte ratio (NLR) and MHR were calculated. Results Compared with well — controlled group, the levels of white blood cell count
(WBC) , neutrophil count (NE) , monocyte count (MO) , triglyceride (TG) , fasting plasma glucose (FPG), HbAlec, NLR, MHR and
diastolic blood pressure were significantly increased in patients of poorly controlled group, while the age, course of disease and high densi-
ty lipoprotein — cholesterol (HDL — C) decreased, the difference were statistically significant (P <0.05). Spearman correlation analysis
showed that HbAlc was positively correlated with MHR in T2DM patients (r = 0.423, P <0.001). Multivariate Logistic regression anal-
ysis showed that FPG and MHR were the influencing factors of poor blood glucose control in T2DM patients. Receiver operator characteris-
tic (ROC) curve analysis showed that the area under the curve (AUC) of MHR in predicting poor blood glucose in T2DM patients was
0. 753, the sensitivity was 82.6% , and the specificity was 56.4% . Conclusion MHR is positively correlated with the level of HbAlc in
T2DM patients. MHR has good efficiency in identifying poor blood glucose control in T2DM.
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