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Significance of circulating platelet—-monocyte aggregates in vascular complications diagnosis of type 2
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[Abstract] Objective To evaluate the significance of platelet—-monocyte aggregates (PMA) in vascu-
lar complications diagnosis of type 2 diabetes mellitus(T2DM) patients. Methods 94 T2DM patients were di-
vided into two groups according to their vascular complication including 64 patients with vascular complications
(group A) and 30 patients without vascular disease (group B). 42 healthy age~matched people were selected as
the normal controls. PMA levels were analyzed with fluorescent labeling flow cytometry. Results The PMA
expression rate of T2DM group was significantly higher than that of normal control group,and the difference had
statistical significance (P< 0.01). The PMA expression rate in group A was higher than in group B, and the dif-
ference had statistical significance (P= 0.015). When the degree of diabetic vascular disease damaged areas
was larger than 2 in patients with T2DM, the PMA expression rate were significantly higher than diabetes with-
out vascular complications group and the differences all had statistical significance (Pall< 0.05). The PMA ex-
pression rate had correlations with RBC, WBC, HGB and high density lipoprotein cholesterol (Pall< 0.05).
The diagnostic sensitivity was 71.9% , specificity was 73.8% when the cut—off value of PMA expression was
24.72% according to the receiver operating characteristic curve and the area under curve was 0.754. Conclu-
sion The serum level of PMA in T2DM is significantly increased and the increasing degree is closely correlat-

ed with vascular disease.
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