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Abstract: [ Objective] To explore the effect of astragalin (AST) on neurons and AR plaques in the cortex of APP/PS1
transgenic mice. [ Methods] Twenty—four 8—month—old male APP/PSI transgenic mice were randomly divided into APP/
PS1 group, 10 mg/kg AST (APP/PS1+AST 10) group, and 20 mg/kg AST (APP/PS1+AST 20) group, 40 mg/kg AST
(APP/PS1+AST 40) group, with 6 mice in each group. Six C57BL/6 male mice of the same age served as the control group
(WT group). AST drugs were continuously injected intraperitoneally for one month. Then Immunofluorescent staining was

used to observe the deposition of AP plaques in the cortex. Nissl staining was used to observe the number and morphologi-
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cal changes of neurons in the cortex, and immunofluorescent multiple staining methods were used to observe the co—expres-

sion of LC3B, p62 and NeuN in the cortex. Then the expressions of NeuN, LC3B, and p62 protein were detected by West-

ern blot method.[ Results] Immunofluorescent staining results showed 20 mg/kg and 40 mg/kg AST reduced AB plaques de-
position in the cortex of APP/PS1 mice (P < 0.000 1; P < 0.000 1). Western blot analysis showed both 20 and 40 mg/kg
AST increased the expression of NeuN protein in the cortex of APP/PS1 mice (P = 0.012 1; P < 0.000 1). Immunofluores-

cent multiplex staining showed co—expression of LC3B, p62, and NeuN in the cortex of APP/PS1 mice. Western blot analy-
sis showed AST increased the expression of LC3B (P = 0.007, P < 0.000 1) and decreased the expression of p62 (P <
0.000 1, P <0.000 1) in the cortex of APP/PS1 mice.[ Conclusions] AST reduces neuronal damage and AB plaques depo-

sition in the cortex of APP/PS1 mice by activating autophagy.

Key words: astragalin; APP/PSI1 transgenic mice; autophagy; neuronal damage; AP deposition
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All the data are analyzed by Turkey s multiple comparisons test after one—way ANOVA. n=6,F =2.697, P = 0.033 1.
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Fig. 1 Effects of astragalin at different concentrations on body weight of APP/PS1 mice
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The scale shown in A=0O is 100 pm. P: Statistics of AB1-42 plaque area. Data are represented as mean+ SD and are analyzed using one—way ANO-

VA of variance followed by Turkey test (F = 1369, P < 0.000 1). n = 3/group. 1)P < 0.001 compared with WT group;2)P < 0.001 compared with the

APP/PS1 group.

B2 SRR EHEKRMERRAABI-42 RiLFIR

Fig. 2 Detection of AB1-42 in the cortex among groups by immunofluorescent method
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The scale shown in A=E is 10 pm; F: Statistics of Nissl bodies. Data are represented as mean+SD and are analyzed using one—way ANOVA of vari-
ance followed by Turkey test (F = 234.1, P < 0.000 1). n = 3/group. 1)P < 0.001 compared with WT group; 2) P < 0.001 compared with the APP/PS1
group. G: The protein band and statistics of NeuN (F = 98.29, P < 0.000 1). n = 3/group. 1) P < 0.01 compared with WT group; 2) P < 0.05 compared

with the APP/PS1 group. All the data are analyzed using one—way ANOVA of variance followed by Turkey test.
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Fig. 3 Nissl staining and Western blot methods to detect the effect of AST on neurons in the cortex
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Fig.4 Detection of co—expression of LC3B and NeuN in the cortex by immunofluorescent multiple staining
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Fig. 5 Detection of co—expression of p62 and NeuN in the cortex by immunofluorescent multiple staining
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Fig. 6 The expressions of LC3B and p62 protein in the cortex were detected by Western blot
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