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ABSTRACT Objective: Based on the PS1 D385A gene knock-in model mice, to observe the effect of Rgl and GP compatibility on
the clearance of amyloid plaque in cerebral blood vessels and cerebral angiogenesis, and to explore the significance of its effect on the
treatment of AD (Alzheimer's disease). Methods: Taking PS1 D385A KI/+mice as the model, the PS1 D385A KI/+mice were given Rgl
and GP by gavage, and the healthy mice in the same litter as the control. The levels of starch plaque clearance and angiogenesis in the
cerebral cortex and hippocampus of mice in each group were measured by immunofluorescence and Western blot. Results: The expres-
sion of CD31 in cortex and hippocampus of Rgl+GP group was significantly decreased; In Rgl+GP group, the signal density of CD31
labeled vascular network in the temporal lobe of the parietal lobe and the dentate gyrus of the hippocampus decreased significantly; Com-
pared with KI/+group mice, the level of AB40 deposition in the hippocampus of Rgl+GP group mice was significantly decreased. Con-
clusion: The combination of Rgl and GP can reduce the abnormal angiogenesis in the temporal lobe of the parietal cortex and the dentate
gyrus of the hippocampus of PS1 D385A KI/+ adult mice.
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Fig.1 The compatibility of Rgl and GP significantly reduced the expression level of CD31 protein in the cortex of PS1 D385A KI/+mice at the age of 10
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Fig.2 The combination of Rgl and GP significantly reduced the density of vascular ganglia in the temporal lobe and dentate gyrus of the hippocampus
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Fig.3 The compatibility of Rgl and GP significantly reduced the cerebral vascular amyloid plaques in the hippocampus
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