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Role of Wnt signal transduction pathway in prevention and

treatment of Alzheimer's disease
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Abstract: Objective To investigate the role of Wnt signal transduction pathway in prevention and treatment of Alzhei-
mer's disease ( AD) in order to provide theory evidence for clinical treatment of AD. Methods Eighty male C57BL/6
mice of 4 months old were randomly divided into four groups (n =20 each) : control group,sham operation group, model
group and paeonol group. The mice in control group were not processed, In model group and paeonol group,the fiber type A
beta 142 solution (10 wg/5 wl) was slowly injected into the brain hippocampus region through bone window,and then the
paeonol injection [ 0. 14 mg/(kg/d) ] was given by intraperitoneal injection for 21 days in paeonol group. An equal amount
of saline was injected only in accordance with the same method in sham operation group. The expressions of P53 protein and
Caspase-3 (immnohistochemical method) in cerebral cortex and hippocampus region were observed and compared after 21
days,and the survival rates at 3-,6-month and 1-year of remainder mice in different groups were compared. Results The
expressions of P53 protein and Caspase-3 in model group and paeonol group were significantly higher than those in control
group (all P <0.05). The expressions of P53 protein and Caspase-3 in paeonol group were significantly lower than those in
model group (all P <0.05). The survival rates in control group and sham operation group were significantly higher than
those in model group and paeonol group (all P <0.05). The survival rates at 3-,6-month and l-year in paeonol group
(70.0% ,50.0% ,30.0% ) were significantly higher than those in model group (40.0% ,10.0% ,0,P <0.05). Conclu-
sion P53 and Caspase-3 participate in and influence the transduction of Wnt signal transduction pathway. The accumula-
tion of a large number of A beta can cause the inhibition or anomalous activity of Wnt signal transduction pathway and block
cell signal transduction toward the inside of cells, therefore lead to AD. The application of relevant drugs such as paeonol

can effectively improve the abnormality of Wnt signal transduction pathway, and this provides a new idea for the clinical
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treatment of AD.
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