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Abstract ; Objective To study the expression of NSA2 in eye tissues of choroidal neovascularization model in mice and its significance. Meth-
ods The CNV models were induced by 532 nm laser in C57BL/6] mouse and were identified by the method of CD31 antibody labeled with
endothelial cells. The expression of NSA2 mRNA and protein in CNV were examined by RT-PCR and Western blotting at 1 day,3 days,5
days,7 days and 14 days after photocoagulation respectively. The localization of NSA2 protein in CNV models were detected by immunofluo-
rescence staining at 7 days after photocoagulation. Results NSA2 were weakly expressed in the retinal and choroid tissues. The expression in-
tensity of NSA2 was gradully enhanced from 1 day through 3 days after photocoagulation , and reached the maximum at 3days after photocoagu-
lation, at 14 days it still slightly higher than normal levels. We also found high expression of NSA2 in the CNV areas. Conclusion Expression
of NSA2 were enhanced in the early period of CNV formation,and it highly expressed in the CNV areas,so we infer that NSA2 may play an

important role in the pathogenesis of CNV.
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Figure 2 The electropherogram of RT-PCR
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Figure 3  Semiquantitative analysis the relative expression of NSA2
mRNA in different times after laser induced
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Figure 4 Detection of NSA2 protein expression by Western blot
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Figure 5 Semiquantitative analysis the relative expression of NSA2

protein in different times after laser induced
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Figure 6

Immunofluorescence staining of SNA2 protein in normal

eye tissues of mouse
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Figure 7

Immunofluorescence staining of NSA2 protein in CNV
model eye tissues of mouse
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NSA2 A]fE7E CNV [TE R & J i F e 5 S iR PR o
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