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[Abstract] Objective To investigate the expression of long non-coding RNA (IncRNA) LINC02695 in
human retinal microvascular endothelial cells (HRMECs) in high glucose (HG) environment and its effect on
the proliferation, migration and neovascularization of HRMECs. Methods HRMECs was divided into four
groups:the normal glucose (NG) group (5.5 mmol/L),the HG group (30. 0 mmol/L),the HG+ LINC02695
silenced group (HG+si-LINC02695) ,and the HG+silenced control group (HG+si-NC). Real-time quantita-
tive fluorescent PCR (qPCR) was used to detect the expression of LINC02695 and vascular endothelial growth
factor (VEGF) mRNA in HRMECs of each group. The cell proliferation of each group was measured by Cell
Counting Kit-8 (CCK-8) method. The migration ability of cells in each group was detected by Transwell as-
say. The tube forming ability of cells in each group was detected by tube forming experiment. Results The
qPCR results showed that compared with the NG group, LINC02695 and VEGF were highly expressed in the
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HG group (P <<0. 05). Compared with the HG group, VEGF mRNA expression level in the HG + si-
LINCO02695 group was significantly decreased (P <C0. 05). The results of CCK-8 experiment showed that the
proliferation ability of the HG group was significantly enhanced compared with the NG group (P <<0. 05).
Compared with the HG group,the cell proliferation ability of the HG+si-LINC02695 group was significantly
decreased (P<C0.05). The results of Transwell experiment showed that the cell migration ability of the HG
group was significantly increased compared with the NG group (P<C0. 05). Compared with the HG group, the
cell migration ability of the HG+si-LINC02695 group was significantly decreased (P <C0. 05). The results of
tube formation experiment showed that compared with the NG group, the tube formation ability of the HG
group was significantly increased (P <C0. 05). Compared with the HG group,canalization ability of cells in the
HG +si-LINC02695 group was significantly decreased (P<C0. 05). Conclusion LINC02695 may be involved in

promoting the proliferation, migration and angiogenesis of HRMECs induced by HG.
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RNA ¥ B ¥ 7159 19 34 RNA f#i ] PrimeScript™RT
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¥k 5-GAT CCA AGA GAT GCA GAG GCT
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CGC TTA CTC TCA CCT GCT TCT G-3', & I 5
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2 20 A T B b, 22 R R Gt R R L (P <
0.05), WL 6,

TR (1)

A:Transwell TR E B E RS HTE ;O :NG 4@ :HG 41 @ : HG+si-NC 4 ;@ : HG+si-LINC02695 41 ;* : P<0. 05,
& 5 TLER LINC02695 ¥ HG #h# T HRMECs iT# rI 22
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