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; choroidal neovascularization (CNV).
; C57BL/6 mice control group, CD59a (-/-) mice group, rsCD59a-FC pretreatment mice
s group. CNV was induced by laser photocoagulation with the krypton red laser, the inci-
+ dence of epithelium-choroid-sclera CNV were determined by confocal microscopy.
+ RPE-choroid-scleral flat mounts were stained for membrane attack complex (MAC) ,
¢ and RT-PCR analysis was used to examine the expression of CD59a mRNA. Results
¢ The expressions of CD59a mRNA at postoperative 3 days, 5 days decreased 60% and
30% in C57BL/6 mice control group, which in CD39a (-/-) mice group and rsCD59a-FC
pretreatment mice group unchanged. A few of MAC deposition was observed in CD59a
. (-/-) mice group, little was in C57BL/6 mice control group, and no MAC staining was
observed in rsCD59a-FC pretreatment mice group. At postoperative 5 days, little CNV
were induced in C57/BL6 mice group, many in CD59a (-/-) mice group, and no in CNV
were induced in rsCD59a-FC pretreatment mice group. Conelusion MAC formation
plays a central role in the laser-induced CNV, and CD59a plays a crucial role in regula-
* ting complement activation that driving the development of laser-induced CNV in mice.
¢ Administration of rsCD59a-Fc may provide a novel therapeutic alternative to current
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Objective To study the role of complement CD59a in laser-induced

Methods Experiments in three groups:

. [Rec Adv Ophthalmol,2014,34 (4) :330-332]
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Figure 1 CNV in each group at postoperative 5 days. A: A large number of CNV were formed in CD59a (-/-) mice (CNV complex was green,
Bruch’ s membrane and RPE was red) ; B: Few CNV were formed in C57BL/6 mice; C: No CNV was formed in rsCD59a-FC pretreatment mice b4
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Figure 2 MAC at postoperative 24 hours in each group. A: A large number of MAC positive staining was observed in CD59a (-/-) mice; B: MAC
positive staining in C57BL/6 mice; C: No staining for MAC in rsCD59a-FC pretreatment mice 6T 24 h, %4 /D B MAC 5%, A: CD59a (-/-)
AN B KD MAC 38 FH PR B €4 5 B: CSTBL/6 /I X AL UL MAC BHTEREES (L0 €4 5 C: rsCD59a-FC FIALH /N FL 4L, R UL MAC BHYE S

Figure 3 Expression of CD59a mRNA in C57BL/ 6 control group
al pre-operation and postoperative 1 day, 3 day, 5 days and 7 days
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