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Abstract Objective: To analyze the correlation between lymphocyte count and metabolic syndrome (MS) in patients
with type 2 diabetes mellitus (T2DM). Methods: Totally, 314 patients with T2DM were enrolled in the study. Among them,
143 T2DM patients without MS were assigned to the control group, and 171 T2DM patients complicated with MS were
assigned to the study group. All study subjects were further divided into two subgroups based on their glycated hemoglobin
(HbAlc) levels: glycemic target achieved (HbAlc < 7% ) and glycemic target not achieved (HbAlc= 7% ). Lymphocyte
counts and related clinical data were collected and analyzed statistically. Results: The body mass index ( BMI), waist
circumference, systolic blood pressure, diastolic blood pressure, total cholesterol (TC), triglyceride (TG), low-density
lipoprotein cholesterol ( LDL-C), fasting C-peptide, 2-h postprandial C-peptide, homeostasis model assessment of insulin
resistance (HOMA-IR) , and homeostasis model assessment of B-cell function (HOMA-B) in the study group were signifi-
cantly higher than those in the control group, while high-density lipoprotein cholesterol (HDL-C) was significantly lower (all
P < 0.05). Compared with the control group, the lymphocyte count in the study group was significantly increased, and it
increased with the number of MS components (P < 0.05). In the subgroup with poor glycemic control, the lymphocyte count
in patients with MS was higher than that in the control group (P < 0.05), while no significant difference was found between
the two groups in the subgroup with well-controlled glycemia (P > 0.05). After adjusting for age, binary Logistic regression
analysis showed that lymphocyte count was an independent risk factor for MS, obesity, hypertension, and hypertriglyceri-
demia. After further adjusting for each component of MS, lymphocyte count remained an independent risk factor for hyperten-
sion and hypertriglyceridemia. Conclusion: Lymphocyte count is closely associated with MS and its components ( hyperten-
sion and hypertriglyceridemia) , and the association between lymphocytes and MS depends on glycemic control status.
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