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Abstract

¢ AIM: To investigate the protective effect of VAS2870 on
mice oxygen - induced retinopathy ( OIR) and the
possible underlying mechanisms.

e METHODS: Neonatal C57BL/6J mice were divided
randomly into three groups: normoxic control group,
PBS injection of OIR group and VAS2870 injection of OIR
group. The mice of the latter two groups were exposed
to 75% oxygen from the postnatal 7d (P7) to the
postnatal 12d ( P12) to induced OIR. VAS2870 was
administered by intravitreal injection (0.5uL) in a mice
model of OIR in P12. Another set of mice model of OIR
were received a similar treatment with PBS. All eyes
were collected at P17. The right eyes were whole
mounted and stained with Lectin to observe the growth
of retinal vessels; The eyes were enucleated to assess
the levels of reactive oxygen species ROS/RNS. The
expression of vascular endothelial growth factor (VEGF)
and Nox4 mRNA were detected by western blot and RT-
PCR, respectively.

¢ RESULTS: In the retina of OIR, VAS2870 reduced the
retinal avascular area and neovascularization, the
hypoxia - induced increase in ROS levels, the protein
expression of VEGF and gene expression of Nox4 mRNA.
¢ CONCLUSION: NOX4 enzyme inhibition with VAS2870
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has potent anti - oxidative stress effects in the retina,
indicating its potential as a treatment for retinopathy of
prematurity.
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R B Ao S B BUR) B A0 97 1 28 1 50 i, 4% IR
SCES S L SPF KB LB = AR SR, B L 12h 1 12h,
TR (24 1) °C IR N 50% ~60% .

1.2 7k

1.2.1 /MR OIREBINEST 2 M/NEL OIR BRI ST Jy
B AR 7d(PT) BB E CSTBL/6) /NS BE R
e[ B TR 75% +2% BTE 2 AR TR 3R L
BKALR 7 P12 3R [0 1 # 25 S o dk sk b 5% . 1E % X I8
/N ERU BT IE s P A 3R
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BN ERL ) 2 2 )R BT A0 I 2 R (1% Triton X —
100,50mmol/L Tris, 1 mmol/L EDTA,0. 1% SDS, 1% JJii%&
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VAS2870 {4} OIR 41 FIJCH PBS 25 ik v 55 28 /) B I
fiE VEGF 3kt 70 i 5 F 15 3 X HR 4 (3 P<0.05) , 1
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2.4 ZHNEMMEHL ROS &£ iER  7E P17 i, 1F
/N B 2 2 A /b 5 () ROS A P4 OIR AR AU
A1/ FRAR B2 20 ROS B Bl Y W R 38 i, Se3 T #r
R, S )N B I ROS A i 25 AR TE ST
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PBS 2 i 3 5 4H /N BRI B ROS Ak Bl it 34 B I 8 T 1E
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