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Abstract

e Choroidal neovascularization(CNV) is a common severe
complication of ocular fundus diseases, with great
potentiality to cause blindness. The treatments of CNV
include photodynamic therapy ( PDT) and anti - vascular
endothelial growth factor( VEGF) therapy. However, PDT
produces little visual benefits, and may result in
ischemia, inflammatory responses, even the secondary
expressions of VEGF. Anti-VEGF therapy sustained visual
efficiency by repeated injections, causing economic
burden and adverse effects related to injection. Recently,
PDT combined with anti-VEGF therapy has progressed in
laboratory and clinical research. Therefore, the combined
modality therapy became one of the treatment options for
CNV. In order to reduce the side effects of mono -
therapy, further study is required to determine
appropriate combinations and dosage.
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therapy, PDT) | & 5 P 6 7 —hu L & N 4B KK+
(vascular endothelial growth factor, VEGF) 25y, P
AN [R) A AL 00 260 00026 B X A8 A R A ), AN BB R
R HR A2 R A RV T L BB R M 4 A B 3 rh e 2
0 B AR 5 | RS AR R IR 1) RS
1 &L
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%5 B B 11 A2 R AR T A 1 A8 P e 20 3 e R D
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BB 2 A0 7 T BB i

W5 B PDT A4t VEGF 259 B A 107 FH 55 3R iy
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