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Expressions and Significances of MiR — 126 and VEGF in the Anterior Retinal Membrane of patients with PDR.  Jin Yi, Lu Shanshan,
Mou Xiaoyue. Department of Ophthalmology, Taizhou First People's Hospital, Zhejiang 318020 ,China

Abstract Objective To investigate the expressions of miR - 126 and vascular endothelial growth factor( VEGF) in the anterior
retinal membrane of proliferative diabetic retinopathy(PDR) and their relationships with neovascularization. Methods Eighty cases (80
eyes) of PDR patients who underwent vitrectomy in our hospital from April 2015 to April 2018 were selected as subjects ( group PDR).
Fifty patients(50 eyes) with idiopathic macular hole (IMH) who underwent vitrectomy at the same time were as controls ( group IMH).
The tissues of the anterior retinal membrane were collected, respectively. RT — PCR was used to detected the expression of levels of miR -
126, VEGF mRNA and CD34 mRNA in the anterior membrane tissue. Immunohistochemistry was used to detect the expressions of VEGF
and CD34 in the epiretinal membrane, and the microvascular density was counted. The correlations between the expression of miR — 126
with VEGF and CD34 in the epiretinal membrane of PDR patients were analyzed. Results The relative expression of miR - 126 in group
PDR was significantly lower than that in group IMH(P <0.05). The relative expressions of VEGF mRNA and CD34 mRNA were signifi-
cantly higher than those in groupROV (P <0.05). Immunohistochemical staining showed that the expressions of VEGF and CD34 in the
retina of group PDR were positive, and were more than the those of group IMH. The values of VEGF IA and MVD in anterior retinal mem-
brane of group PDR were significantly higher than those of group IMH( P <0.05). The miR — 126 expression level in the epiretinal mem-
brane tissue of group PDR was significantly negatively correlated with the VEGF expression level(r= -0.543, P =0.014), was signifi-
cantly negatively correlated with the CD34 expression level(r = —0.730, P =0.000). VEGF expression level was significantly positively
correlated with the CD34 expression level(r =0.571, P =0.005). Conclusion The expression of miR - 126 is decreased and the expres-
sion of VEGF is increased in the epiretinal membrane of PDR patients. It may be an important regulatory mechanism of PDR angiogenesis.
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