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Abstract

BACKGROUND: Wnt signaling pathway plays an important role in the nervous system as a multi-link and
multi-site open pathway. Therefore, it is important to understand its relationship with the pathophysiology and
treatment of neurological diseases.

OBJECTIVE: To analyze the mechanism of Wnt signaling pathway in nervous system diseases.
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METHODS: PubMed and SinoMed were searched for the relevant articles concerning Wnt signaling pathway and nervous system diseases.
The key words were “Wnt signaling pathway, nervous system disease” in English and Chinese, respectively. Finally, 62 pertinent articles were
included for result analysis.

RESULTS AND CONCLUSION: Wnt signaling pathway is involved in Alzheimer’s disease, Parkinson’s disease and cerebrovascular disease.
However, its role is different in different neurological diseases. For example, the dysfunction of Wnt signaling pathway leads to the disability of
neuronal formation, which accelerates the progression of Alzheimer’s disease. Besides, Wnt signaling pathway regulates the proliferation of
dopaminergic neurons, cell survival and synaptogenesis, thus affecting the development of Parkinson’s disease. Therefore, understanding the
interaction between ligands, receptors and genes in Wnt signaling pathway in nervous system diseases is conducive to the development of
Whnt signaling in the basic research of neurological diseases, and is of great significance for searching for the treatment targets of nervous

system diseases.

Subject headings: Wnt Proteins; Sigal Transdcution; Nervous System; Tissue Engineering
Funding: the National Natural Science Foundation of China, No. 31560295; the Health Science Technology Program of Yunnan Province, No.
2014NS202; the Combined Project of Kunming Medical University, No. 2015FB098
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min A 6 HALE TR R THUE TR Tk g ik
BT, #Rike B, #E Tire i B ez,
2.1.2 FLZHAWNHEFER  ZEWntfs Tl 344549
x4t R B-catenin B X PR E &, (2L IAWNtE
B Kk 0 — 2k s T a8 id B-catenin kAT 18 4 ¥ F 3
8, EE04EWnt-Ca (2 5B, F @Ak n 08 54 AR
T ARG 7 G AedE AR g e o R a0 IR M A B
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