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Abstract

¢ AIM. To explore the effect of IncRNA SNHG6 on injury
of human retinal microvascular endothelial cells
(hRMECs ) induced by high glucose and its possible
mechanism.

¢ METHODS: The D-glucose-induced hRMECs were used
to establish normal glucose (NG) and high glucose (HG)
cell injured model. In the HG group, the hRMECs were
cultured in DMEM medium at a concentration of
25 mmol/L D-glucose for 24 h, while in the NC group,
they were cultured in DMEM medium at a concentration
of 5.5 mmol/L D - glucose; according to experimental
design, si-NC, si-SNHG6, si-SNHG6 and anti-miR-NC
and si-SNHG6 and anti-miR-186-5p were transfected into
hRMECs, and then incubated at a concentration of
25 mmol/L D-glucose for 24 h, with HG+si- NC group,
HG+ si - SNHG6 group, HG + si- SNHG6 + anti - miR - NC
group and HG + si - SNHG6 + anti - miR - 186 - 5p group
marked, respectively. The quantitative real - time
polymerase chain reaction (qRT-PCR) was used to detect
the expression of IncRNA SNHG6 and miR-186-5p; dual-
luciferase reporter assay was used to detect the targeting
relationship; MTT assay and flow cytometry were used to
detect the cell proliferation and apoptosis, respectively;
enzyme linked immunosorbent assay ( ELISA) was used
to detect the levels of IL-1B, TNF-«, IL-8, IL-10; testing
kits were used to detect activity of SOD and level of MDA;
the Western blot was used to detect the protein
expression of cleaved-caspase3, Bax and Bcl-2.
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¢ RESULTS: The IncRNA SNHG6 expression increased in
the HG group, while miR-186-5p expression decreased
(both P< 0.05). There was target binding of IncRNA
SNHG6 with miR - 186 - 5p. After the transfection of
si-SNHG6, cell inhibition rate, apoptosis rate, cleaved -
caspase3, Bax protein levels, IL- 1B, TNF - «, IL-8
contents, and MDA activity were decreased ( P<0.05),
while Bcl - 2 protein, IL- 10 contents, and SOD activity
were increased ( P<0.05). Co-transfection of si- SNHG6
and anti - miR - 186 - 5p increased cell proliferation
inhibition rate, apoptosis rate, cleaved - caspase3, Bax,
IL-1B, TNF-«, IL-8, and MDA ( P<0.05), but decreased
Bcl-2, IL-10 and SOD ( P<0.05).

e CONCLUSION: Interfering with IncRNA SNHG6 could
inhibit cell apoptosis, inflammation and oxidative stress
of high - glucose - induced hRMECs by elevating the
expression of miR-186-5p.

e KEYWORDS: human retinal microvascular endothelial
cells; IncRNA SNHG6; miR - 186 - 5p; cell proliferation;
apoptosis; inflammation; oxidative stress
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SNHG6 ZH 1Y IL-1B TNF-a IL-8 /K FREAK IL-10 A 7K F-
T, 2R E G2 X (P<0.05) ;5 HG+si-SNHG6+
anti—-miR—NC 20 b ¢ , HG +si —=SNHG6 +anti—miR - 186 - 5p
20 IL-18  TNF-a  IL-8 7K TFi , IL-10 A 7K FEAR,
ERWAGE L (P<0.05) , L& 2,

2.6 IncRNA SNHG6 %1 5515 S8 hRMECs &4 Rz i i
BB NG 4 HAE  HG 4119 SOD Jf AL MDA /K-

1718

B ERA G E L (P<0.05) ;5 HG 211 HG+si—NC
A, HG +si —SNHG6 41 1) SOD 1% 4 T 75 . MDA 7K - &
18, 2 A Gi i X (P<0.05) ; 5 HG+si—-SNHG6+anti—
miR-NC 41 F %%, HG +si —SNHG6 +anti —miR — 186 - 5p 41 ]
SOD i HEREAR MDA KT, 2 R A G it 2= B L (P<
0.05), W% 3,
3Tt

8 IncRNA 7E 05 IR 9 0L I J5E 35 722 v 3R 5K ¢
W IF S 5 IR R A s A8 AR | HEAh  IncRNA & &
24~ miRNA 945507 05, 1T 8 38 4 P45 5 miRNA 1 B
1k miRNA X3 AL 4 i £ FH T 0 IncRNA SNHG6 J2:



Int Eye Sci, Vol.24, No.11 Nov. 2024 http .//ies.ijo.cn
Tel.029-82245172 85205906 Email.1J0.2000@163.com

#z 2 IncRNA SNHG6 £ & #5155 hRMECs mr 3t #¢ 14 E F 7k F B 81

(n=9,X%S,pg/mL)

4y4H IL-1B TNF-a IL-8 IL-10
NG 4 14.79+1.73 30.55+4.87 21.53+1.88 227.08+15.62
HG 4 79.92+9.82° 109.48+9.40° 141.60+12.73" 45.07+6.93"
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