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Expression of serum miR-29c and its correlation analysis in patients with non-proliferative

diabetic retinopathy
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[Abstract] Objective:To investigate the expression of serum miR-29¢ in the patients with non-proliferating diabetic retinopathy
(NPDR) and explore the role of miR-29¢ in diabetic retinopathy (DR). Methods: Patients with NPDR (n=30) and without DR (n=
30) were enrolled. Total RNAs including miRNA was extracted from serum samples. The levels of miR-29¢ were detected by
quantitative Real-time PCR. PicTar, TargetScan and MiRanda were performed to comprehensively predict target genes of miR-29¢,
and the intersection of the three softwares was set as the final target genes. Results: The expression of serum miR-29¢ was
significantly elevated in the NPDR group than that in the NDR group (P < 0.05). Positive correlation between miR-29¢ expression and
HbAlc level (r=0.379, P < 0.05) was observed. The target genes of miR-29c were significantly enriched in inositol phosphate
metabolism, interaction between cytokine and cytokine receptor, and ECM and receptor. Conclusion: The serum levels of miR-29¢
were significantly increased in the NPDR group. MiR-29¢ may play an important role in pathogenesis of DR by regulating cytokines
interaction and inositol phosphate metabolism.
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Table 1 Primer sequences

miRNA EiL B S1¥IF51(5'—3")

miR-29¢ i SR GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGATACGACTAACCG
i CCAGCGTGTAGCACCATTT
T AGCAGGGTCCGAGGTATTC

miR-16 Wikt GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGATACGACCGCCAA
i TGGCGTAGCAGCACGTAAAT

T CAGTGCAGGGTCCGAGGTAT
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Table 2 Clinical characteristics of study population

(x £5)
IR NPDR #H NDR #H PAE
F (L) 58.20 + 8.43 58.63 £7.40 0.83
P CHAD) 1119 1218 0.07
SRR (4E) 10.27 + 3.25 10.53 +2.90 0.74
BMI (kg/m?) 23.88 + 2.11 2273 £4.15 0.18
SBP (mmHg) 139.90 + 17.82  134.93 + 1422 0.24
DBP (mmHg) 82.13 + 8.87 8220 +9.73 0.98
TG (mmol /L) 2.31 +1.50 1.53 £ 0.90 0.02
TC (mmol /L) 5.40 = 1.23 4.62+0.99 0.0l
LDL-C (mmol /L) 1.81 + 0.65 220+265 043
HDL-C (mmol /L) 1.41 £0.23 1.40 £ 027 0.82
HbAlc (%) 9.41 + 1.60 8.52 +0.91 0.01
U-ALB (mg/L) 77.10 + 66.01 53.79 + 64.44 0.17
FBG (mmol /L) 9.45 + 3.70 9.95+339 0.59
ABICA) 1.10 = 0.10 1.09 £ 0.09 0.67
ABICAT) 1.11 £ 0.11 1.08 £0.10 0.62

PWV(Z)(em/s) 1 636.13 + 248.27 1 565.47 + 208.47 0.24
PWV(£H)(em/s) 1624.40 + 243.16 1 556.40 + 256.31 0.30

1077 P <001
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Figure 1 Comparison of relative expression of serum miR-
29c¢ between the NPDR and the NDR group

24 AMEEFIH

I FH B HK Y miRNA $ PR 7500 4% 44 Pictar
(http://pictar.bio.nyu.edu/) Targetscan (http://www.
targetscan.org/ ) ,MiRanda (http://www.microna.org/)
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F 3 1% miR-29c A RIZES HbAle, MAERIHEXE
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Table 3 Correlation analysis of relative expression of serum
miR-29¢ and hemoglobinAlc, lipid profile

TG TC LDL-C HDL-C HbAle FBG

miR-29¢ 19 r{E 0.127 0.040 -0.003 0.036 0.379 0.066

2% P{H 0.359 0.775 0.984 0.798 0.005 0.635

&4 miR-29¢ FEHEE F R AR K15 SE B
Table 4 Prediction of target genes and signaling pathways

regulated by miR-29¢
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