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Potential biofluids-markers for Alzheimer's disease

YE Zhichen, XU Ru, LU Minghan, LIU Peihan, LI Jihong™, PENG Yahui™*
(Department of Biochemistry and Molecular Biology of Harbin Medical University, Harbin 150086, China)

Abstract: Alzheimer's disease (AD) is the most common neurodegenerative disease in the elderly
population, which brings a huge burden to the family and society. Currently, the clinical diagnosis of AD
mainly relies on invasive cerebrospinal fluid tests and expensive imaging examinations (such as PET).
Therefore, it is urgent to find a biofluid marker that is easily available, low-cost and highly sensitive to
complement existing diagnostic methods. In this paper, by comparing the cerebrospinal fluid with saliva, tears
and urine biofluid markers, we have found that saliva lactofetin has been proved to have an appropriate
diagnostic value in clinical detection of Alzheimer's disease, and it can be used as a predictive biomarker of
AD in the future because of its non-invasive and economic benefits. In addition, amyloid-f, tau proteins,
lactoferrin found in saliva and lysozyme C in tears and isoprolandin in urine that all have potential diagnosis
of AD.
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RS 2] B E R, {EAD IR BUst 2 iR S
FACh/K T &35 TR, MR R E B AE 1 4 S i
I P e R RN R R AR ), AR S AR N R A I )
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