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BACKGROUND AND AIM

OF THE PROJECT

This study investigates the specific role of the
VEGF-isoforms in pathological choroidal/reti-
nal angiogenesis, as their role in physiological
angiogenesis was already described (1,2). VEGF-
isoform specific mice (VEGF 120/+, VEGF 164/

164 and VEGF188/188 mice) were bred to study
the role of the VEGF isoforms in pathological
angiogenesis. In these mice, two established
models of pathological angiogenesis were in-
duced, laser-induced choroidal neovasculari-
sation (CV) (3) and retinopathy of prematurity
(ROP) (4). The amount of the newly formed
blood vessels was determined on wholemount-
ed retinas/choroids.

DEVELOPMENT OF THE

PROJECT

Previous findings showed the in vitro effect of
adding VEGF 121, 164 or 189 in endothelial
and fibroblast cultures. The data show that
VEGF121 and VEGF165 isoforms significantly
inhibit the amount of angiogenesis, whereas
VEGF121 and VEGF189 isoforms play a more
important role in fibrosis.

In vivo, the VEGF-isoform specific mice were
backcrossed into a C75Bl/6 background. CNV
was then induced (100 µm spot size, 0.05 sec
spot duration and 400 mW power) around the
optic nerve. Results from one small experiment

showed that the area of neovascularization in
the VEGF120/+ and VEGF164/164 mice was com-
parable to the wild type mice, whereas an in-
hibition in neovascularization was present in
the VEGF188/188 isoform specific mice.

Future aims are firstly to enlarge the mice col-
onies to repeat CNV experiments. In a second
step, these mice will be intercrossed to obtain
double transgenic mice (VEGF120/164, VEGF164/

188 and VEGF120/188 mice). Finally, patholog-
ical retinal angiogenesis will then be induced
using the ROP model. This study already sheds
new light on the differential role and inhibition
of the VEGF-isoforms in CNV formation during
AMD.
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