R AL 4R 20254E1 028 0 Hisod: 1l

miR-373-3p TEXE PRI 1L P R 22 94 B R AL

Rk, ARG, RER

Ko T O BB /AU R R BEIREL, K 300450

[FE43%ES] Rs87.2; R774.1 [XEAPRERD] A [DOI] 10.11855/.ssn.0577-7402.0422.2024.0104
[FRH]  ASCTA VR 75 B ORI 25 v s
[BIAAL] B 5KAKE, SKIFEE . miR-373-3p ZEMH AR I B A5 h (4 FH B HAILI ()], 42 B 22 2%, 2025, 50(1): 76-82.
[WfsEHI] 2023-03-21 [RFBH] 2023-11-16 [EZBH] 2024-01-04

FEE] BRI miR-373-3p 7EAE RGN B ZE (DR) FF AOVEFH CHLI . 75k e 20214F2 H —20224F2 A7
LT 0 BE BE 2 19 35 4] DR AR 35 & 35 1714F DR &R & 1Y ML, qRT-PCRAG N miR-373-3p FIM A& N B2 AE K F A
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B 2H (5 mmol/L A4 B A1 25 mmol/L HEZAZALB) . HG £H (30 mmol/L 45 HEALH) . HG+miR-373-3p AL B IR (miR-con)
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F#AI(P<0.05), VEGFA mRNA HIHE FIZRIK7KF- B . TR (P<0.05), ARG J7 . A MR FE A L) KA Tl A MU (PCNA) . 4
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Effect and mechanism of miR-373-3p in diabetic retinopathy
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[Abstract] Objective To investigate the effect of miR-373-3p in diabetic retinopathy (DR), as well as the underlying
mechanisms. Methods Serum samples from 35 DR patients and 35 non-DR patients visiting Tianjin Fifth Central Hospital from
February 2021 to February 2022 were collected, and expression levels of miR-373-3p and vascular endothelial growth factor A
(VEGFA) mRNA were detected using quantitative reverse transcription polymerase chain reaction (QRT-PCR). An in vitro DR model
was constructed using high glucose (HG)-treated human retinal microvascular endothelial cells (HRMEC). HRMECs were divided into
control group (S mmol/L glucose and 25 mmol/L mannitol treatment), HG group (30 mmol/L glucose treatment), HG+miR-373-3p
mimic-negative control (miR-con) group (30 mmol/L glucose treatment after transfection with miR-con), HG+miR-373-3p mimic

group (30 mmol/L glucose treatment after transfection with miR-373-3p), HG+miR-373-3p+vector group (30 mmol/L glucose
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treatment after co-transfection with miR-373-3p and vector), and HG+miR-373-3p+vascular endothelial growth factor A (VEGFA)
group (30 mmol/L glucose treatment after co-transfection with miR-373-3p and VEGFA). The expression levels of miR-373-3p,
VEGFA mRNA and protein were analyzed by qRT-PCR and Western blotting. CCK-8, immunofluorescence, Transwell assay,
angiogenesis assay, and Western blotting were used to evaluate HRMEC proliferation, migration and angiogenesis abilities. The
relationship between miR-373-3p and VEGFA was determined by dual luciferase reporter assay. Results Compared with non-DR
patients, DR patients exhibited significantly lower expression levels of miR-373-3p (P<0.05) and higher expression levels of VEGFA
mRNA (P<0.05) in serum. Compared with control group, HG group showed decreased expression of miR-373-3p (P<0.0S),
increased expressions of the mRNA and protein of VEGFA (P<0.05), higher cell viability, proliferation rate, proliferating cell nuclear
antigen (PCNA) and Cylin D1 protein, and numbers of migrating cells and angiogenesis ability (P<0.05) in HRMECs. Compared
with HG+miR-con group, HG+miR-373-3p group showed increased expression of miR-373-3p (P<0.05), decreased expressions of
VEGFA (P<0.05), lower cell viability, proliferation rate, PCNA and Cylin D1 protein (P<0.05), and lower numbers of migrating cells and
angiogenesis ability (P<0.05) in HRMECs. Compared with HG+miR-373-3p+vector group, HG+miR-373-3p+VEGFA group showed
increased expression of VEGFA (P<0.05), higher cell viability, proliferation rate, PCNA and Cylin D1 protein, and numbers of migrating
cells and angiogenesis ability (P<0.05) in HRMECs. The results of dual luciferase reporter assay showed decreased enzymatic activity of
luciferase after cotransfection of miR-373-3p and VEGFA sequence (P<0.05). Conclusion MiR-373-3p is lowly expressed in the serum

of DR patients, and its potential mechanism may involve targeting VEGFA to inhibit HG-induced HRMEC dysfunction.
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53 (blood-retina barrier, BRB)BYYA . &40 1145 JC 4 fitd
PERRAEM K, =i B DR R FEFRZ
—D3 AR SK DR 2 W NG T BURS T T R,
EA M e R By FE 2 Z — . /) RNA
(microRNA, miRNA) & — 2 /)N i 42 19 3F 4 5% RNA,
] 5 {5 {ll RNA(mRNA) () 3-UTR &5 65, 254 F Ak
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B-tubulin 2 FE BT 1A (ab6046) . fabi Ki-67 £ 7w L
A& (ab15580) 34 W [ ¥ [ Abcam A W 5 3 i K
(356234) . Transwell(3421)#14 H 3£ [E Corning /A F ;
XU R B A BE D 40 HT 2R 52 (GM-040502A) I F I
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2 (%% & miR-373-3p Ji7 30 mmol/L #i A5 B BE) . HG+
miR-373-3p+vector 2H ( Yy miR-373-3p 1 vector 5
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1% (0.4840.09 vs. 1.05+0.12, P<0.05), VEGFA mRNA 3
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Tab.1 Comparison of clinical data between two groups of patients
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DR. PRI B A5 s BMI AR B 5 4K

miR-373-3p 41 HRMEC 4fi Jfd 7% J7 . 4f il 38 56 2% LA K
PCNA. Cyclin D1 £ 7K 2 i F i (P<0.05); 5
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VEGFA #1 HRMEC # fifd 1 1 . 40 M 38 58 2% LA J&
PCNA. Cyclin D185 FH/K ] Fi#(P<0.05, E2),
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miR-373-3p+vector 41 FL#L, (3)P<0.05
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Fig.1 Expression levels of miR-373-3p and VEGFA in each group of HRMECs
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Fig.2 Effects of miR-373-3p on proliferation of HRMECs induced by high glucose

S5 22 Pl NI & FEDT R B A VE DY miR-
373-3p FEME PRI R I 22 Sk R A S i A AR A
K, miR-138-5p i i 4 15 #% Pl F kB(nuclear factor
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