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The significance of the anticardiolipin antibody and anti-p2 glycoprotein 1
antibody in the typeZ diabetic microangiopathy "
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Abstract: Objective To explore the significance of anticardiolipin antibody(aCL)and anti-82 glycoprotein
1 antibody(aB2GP1)in the type2 diabetic microangiopathy. Methods A total of 322 cases of diabetic patients
hospitalized in the Department of Endocrinology from 2014 to 2016 were divided into 3 groups: diabetic reti-
nopathy (DR) group 150 cases, diabetic nephropathy (DN) group 103 cases, diabetes without microvascular
complication group (NDC) 69 cases,and 100 healthy persons in the medical center of our hospital were select-
ed as health control group. The levels of aCL and aB2GP1 in serum of each group were measured by enzyme-
linked immunosorbent assay (ELISA).and the level of serum homocysteine (Hcy) was determined by cyclic
enzymatic method. Results Compared with the healthy control group, the levels of serum aCL, aB2GP1 and
Hey were significantly higher in the diabetes group (P<C0. 05) ; the levels of aB2GP1 and Hcey were significant-
ly higher in the DN and DR group than the NDC group (P<C0. 05) ;there were no significant difference of the
aCL levels between the group of NDC and DN and DR (P>>0. 05). Conclusion Early monitoring of plasma
anticardiolipin antibody profile,especially the level of aB2GP1 in diabetic patients,is helpful in judging the oc-
currence and development of diabetic microvascular complications.
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