
B6-Rho-hVEGFA-Tg

Strain Name：B6/JGpt-Tg(pTRE3G-hVEGFA-hRHO-rTTA3G)/Gpt

For short：B6-Rho-hVEGFA-Tg

Strain Type：Tg

Strain Number：T036939

Background：C57BL/6JGpt

Description

Age-related macular degeneration (AMD) is a highly prevalent neurodegenerative disease, which is

mainly manifested in the formation of subretinal new blood vessels, leakage of fluid in and under the retina.

More and more evidence suggest VEGFA (vascular endothelial growth factor ) plays a central important

role in AMD disease. In physiology, VEGFA can promote new vascular proliferation and differentiation,

which is essential for embryonic development. But the overexpression of VEGFA165, one of VEGFA

variants, could promote the continuous proliferation of abnormal structures of blood vessels, increase

blood vessel permeability, fluid leakage, and form macular edema, retinal detachment, and even blindness.

At present, many biomedical companies pay attention to and devote themselves to the research and

development of drugs for ophthalmic diseases.

Gempharmatech has constructed a mouse model that uses human rhodopsin promoter as the vector

promoter to overexpress human VEGFA165 CDS. This strain could naturally develop the abnomal

choroidal neovascularization without induction. It is a good model for studying ophthalmic diseases caused

by vascular proliferation in mice, and could be used to screen and evaluate the efficacy and mechanism of

ophthalmic diseases therapies.

Strategy



Fig.1 Schematic diagram of B6-Rho-hVEGFA-Tg mice.

Application

1. Pharmacodynamic effect evaluation of AMD, Ophthalmology disease

2. Mechanism study of ophthalmic diseases caused by excessive hyperplasia of vessels

Data support

Fig 1. The mRNA expression level of hVEGFA in the eyes of 8 weeks old C57BL/6J and T036939 mouse

line. The hVEGFA expression was detected in the eyes of T036939 mouse, but not in C57BL/6J mouse.

Data were shown as Mean±SD，n=4.



Fig 2. H&E staining of eyes from 8 weeks C57BL/6J and T036939 mouse. The structure of retina was

disrupted in T036939 mouse but not in C57BL/6J mouse.

Fig 3. Retina blood vessel morphology of C57BL/6J and T036939 mouse. After FITC-Dextran perfusion,

the retina was plated. The blood vessels of the T036939 mouse were abnormally proliferated and the

structure was disordered.
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