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The effects of SET7/9 on macrovascular complications in patients with type 2 diabetes”
Chen Guo ,Gao Chenlin , Xu Yong® ,Yang Cheng , Tang Xiaoping , Xia Jiyi

(Department of Endocrinology ,the A f filiated Hospital of Luzhou Medical College s Luzhou,Sichuan 646000 ,China)
Abstract: Objective To explore the role of SET7/9 in the diabetic macrovascular diseases. Methods We randomly selected 10
type 2 diabetes mellitus patiens without macrovascular complications (DM group) ,10 type 2 diabetes mellitus patiens with macro-
vascular complications (DV group) and 10 healthy volunteers (NC group) ; and then the expression of histone methyltransferases
SET7/9 and factor of inflammatory NF-«B in the peripheral blood were detected and compared in each group. Results The expres-
sion of SET7/9 and NF-kB was increased in DM group and DV group compared with NC group(P<C0. 05) ,and the expression was
increased in DV group compared with DM group (P<C0. 05). Conclusion There were disorders of SET7/9 expression in diabetic

patients,and it would activate NF-xB expression by which may be the important epigenetic mechanism of the occurrence and devel-

opment of type 2 diabetic macrovascular complications.
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