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Abstract

e Alzheimer’ s disease (AD) is one of the most common

causes of Dementia in the world, with symptoms often
appearing years after the degenerative changes in the
brain. Therefore, the early diagnosis of AD is difficult and
the previous diagnostic methods are generally invasive.
Considering that most patients with AD are accompanied
by visual impairment, the retina can be regarded as a
window into the brain. Recently, optical coherence
tomography (OCTA) can be used for noninvasive and
rapid assessment of structure within different vascular
plexuses in the retina and choroid. This improves our
understanding of neurological diseases, and more likely
contributes to the early diagnosis of AD patients. This
paper reviewed the relevant literatures on the application
of OCTA in the study of neurological diseases, as well as
the structure and function of the brain and retina in
patients with AD.
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L MEREN R BRI GTAH, AD 1932 W R XE AR
FEAEAE R MR AL P A AR 5 A B, 2 Wi 05 05— R
fRAPERIG AT, BEa V1T 2 S OB RIS WroR . KT
or AD S A DG  H B R T AD SEARZ AT, Bk
T 2 ) 2 2 DA A R T I DA P9 2B i, K1 A R 4 JBEAE g
WLER M B A S2 BIOGTE S i TR A5 2= 8
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RS2 T M 55 DA R0 T BB A DG 9 8 43 A 28 440 L (2
JC) ZF T IR

AD [ BEAE B AR AL 5 Kb 2 TR I ZE 4 B - UE
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HHH P-tau & BRI I, RNFL JREEH 2080 . AD B
RNFL A5, 52 & A 78 AD P A MCT g

TE AD /N A D) RS ATE 5 v, AT O AR D I 4 1Y
AR DTS IN P 20 i o 20 it 35 A | 5 5000 Do) 88 2 K A0 3
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TR R AT AD FF7E G+, A IE S5 e R A (1)
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AT AD BYFIBIRY B, t Z TR A SR I S R
OCTA i i To A AR iy FoAR | mT S AR L 3k Jol 1l o 0
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