BACKGROUND

Diabetic Retinopathy (DR), a microvascular complication
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development of diabetic retinopathy.
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CONCLUSION

Epigenetic modifications, especially miR alterations, play a crucial Pathological neovascularization in hyperglycemic conditions 1s significantly influenced

GENES RELATED TO DIABETIC RETINOPATHY

PURPOSE

role in driving retinal endothelial cell dysfunction and subsequent Top MiRs Hypoxia+HG | P-value Fold Change

Genes Related to Diabetic Retinopathy by
angiogenesis 1n DR. This study aims to explore the impact of

CCL2, CTGE, EDN1, IL6, PRKCB, PTGS2, ROCK2, SERPINEL, hypoxia. Exposure to high glucose and hypoxia induces substantial dysregulation of

multiple miIRNAs in HRECs, with some demonstrating distinct effects while others

hyperglycemia and hypoxia on miRNA expression in Human Retinal miR-124-3p 1.20E-04 4.15P1, TIMP3 . . : : : e 4

Endothelial Cells (HRECS) to identify potential targets for DR mir-20b-5p 7 SAE-05 2.0 HIF1A, PPARG, VEGFA, ITGA2, SOD2, PRKCB respond snpﬂarly, all cmglal In angiogenesis regulatmn.. Th1§ h1ghhght§ the role of

treatment. miR-25-3p 2 40E-04 1.7 EGF2 aberrant miRNA expression in the mechanisms underlying diabetic retinopathy (DR)
miR-718 0.003 -1.7 VEGFA pathogenesis. Particularly noteworthy 1s the upregulation of miR-124-3p, exhibiting the
miR-4710 -0.03 -1.8 EDN1, SPARK highest fold change (+4.1) under HG + hypoxia conditions. Previous studies have
miR-236-3p 0.003 -1.8 ICAM1 associated this miRNA with numerous genes implicated in diabetic retinopathy,

ME THOD S m::R-145 =2 UE iz LISl R Lt G SRR Sl s il suggesting 1t as a promising target for future DR treatment development.

miR-339-5p 3.58E-05 -2.4/S0D2
miR-4284 5.40E-04 -3.6 HIF1A, GDNF, SOD2

HRECs were treated with high glucose (HG, 25mM D-glucose),

hypoxia (1% oxygen), or a combination of HG and hypoxia for 5
days. Osmotic control (OC, 5 mM D-glycose + 20mM L-glucose)
and normoxia (21% 0O2) served as control conditions.
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