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[ABSTRACT] Objective
Methods
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To investigate the expression of a-synuclein (a-syn) in the small intestine of A53T mice with dif-
ferent ages in months. The small intestine tissue samples were collected from wild-type (WT) mice and A53T mice
with an age of 3 and 6 months, and Western blotting and immunofluorescence assay were used to measure the expression level of a-
syn. Results Compared with the WT mice with the same age, the A53T mice had a significant increase in the expression of a-
syn in the small intestine (F=3,107,2.955; P<C0.05), and the expression level of a-syn was increased significantly by 21.70% in
the A53T mice aged 6 months compared with those aged 3 months (F=2.836,P<C0.05). Immunofluorescence assay showed that
compared with the WT mice with the same age, the A53T mice had a significant increase in the expression of a-syn in the small in-
testine, and the A53T mice aged 6 months had a significantly higher expression level of a-syn than those aged 3 months.  Conclu-
sion  A53T mice have a higher expression level of a-syn in the small intestine than WT mice with the same age, and the expression
level of a-syn in the small intestine increases with age in A53T mice.
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