— 598 — BERERKZER 2013 £5 38 H5% 6 #7 ( Journal of Chongqing Medical University 2013.Vol.38 No.6 )

B HeRs S LI 5
FEREXE APP/PS1 AUFEIE D/ SR HE A o Rl Vo 4 22 G 1 535 i

RO LRI RS A R AN RS KA
(RREERIRAE 1 BRI A o T S0 35 2. SRRl P~ Bt | BT 2, TP 400016)

DOI:10.11699/cyxh20130610

(i E)E/ . WEFERXT APP/PST U RER /N AR EEA A AU U0 IR IR . T3 3% 08 3 H IR A APP/PST BURE LR /N A%
REAILEC T 1543 A PR B A TT AURT AL AR K B 2], 494 10 X, FHREBE[ (S mg/ (kg - d) VR4 AE B ER 7O IR Jis v B B /R 2k
93 (Alzheimer’s disease, AD) BRI /N 3 ], iy FH v 28 -1 57 2 G I 79 &4 /N BP0 £ B IRS & (R 2 £k 5 oy FH B g3 A 40 Ak 2 e €
Western blot F6:il i A i1 28 70 M 22 il AH DG AR 1 I 3RIA7E AL, S8 5R . 54 IR/ REEH LU, BEREIR YT 20 /N R AT U I TR
(P=0.000 2,¢=4.742) FIHf ] (P=0.001,:=3.936 ) W Z ¥ N, $£8 7080 (P=0.028 4,1=2.872) M Z filiik (13235 (P=0.002,1=5.265) I
W Z, G0 FIRENAYT R M AD BN R A AR RIS 28 | ORI 1 T B8 i A P 80T S SR ) SR S

[ SR JRE R ; B ST BRI 5 BEIEA T s PR 480T 5 5 fil
[FEEEFEEFES]R285.5

[ THEkFRAERD ] A [We# H #A ]2013-01-07

Effects of catalpol on anxious behaviors and neurons in APP/PS1 double
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[ Abstract JObjective . To research whether catalpol affect anxious behaviors and neurons in APP/PS1 double transgenic mice. Methods ;
Three—month old APP/PS1 double transgenic mice were randomly divided into catalpol-treated and saline—treated groups(n=10). 5 mg/
(kg+d) of catalpol and the same amount of saline were peritoneally injected into Alzheimer’s disease(AD) model mice for 3 weeks.
Elevated plus—maze test was performed to test autono—mous behaviors of AD model mice;immunohistochemical staining and Western
blot were used to detect number of neurons and expressions of NeuN and PSD95 in the brain of mice. Results ; Compared with those
of saline—treated AD model mice,open arm entries (P=0.000 2,t=4.742) and open arm time (P=0.001,t=3.936) catalpol—treated AD
mice were significantly decreased (P=0.028 4,:=2.872) ,number
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of neurons were significantly increased (P=0.028 4,:=2.872)
and expressions PSD95 were also increased (P=0.002,:=5.265).
Conclusions ; Catalpol can significantly reduce anxious behav—
iors,which shows that catalpol may exert its neuroprotection
through suppressing the wide loss of neurons and synapses in
the brain of APP/PS1 double transgenic mice.
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