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Abstract

e Alzheimer’ s disease ( AD ) is a neurological
degenerative disease that is insidious onset. The main
pathological features are deposition of amyloid B (ABR)
and intracellular hyperphosphorylated tau protein. In
recent years, studies have found that the manifestations
of AD exist not only in the brain but also in the eyes, such
as impaired visual function, changes in the pupil, AB

deposition in the lens, changes in the retina and choroid,
and so on. These ocular manifestations provide clues to
the early diagnosis of AD and have positive clinical and
social significance. Therefore, this article reviews the
ocular manifestations of AD and their use as biomarkers
for diagnosis and progression.
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