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Effect of Huperzine A on the Expression of Amyloid g-Protein
in Transgenic Mice Brain of Alzheimer’s Disease
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Abstract : In this study, the effect of huperzine A on the expression of amyloid 8-protein (AB) in the brain of transgenic
mice was investigated. The levels of AB in wild type, APP/PS1 transgenic mice group and the treatment mice group were
tested immunofluorescence. The expression of Bacel and PS1 which are essential for 8-/y-secretase activity was detected
by Western blot and Real-Time PCR assays. It was found that the activity and content of AB in the huperzine A adminis-
tration mice brain were decreased compared to that of the AD model mice,and the mRNA and protein expression levels
of Bacel and PSlwere suppressed in the brain of huperzine A treatment mice group. These results prompted that hu-
perzine A can decrease AB in AD mice brain through suppressing the activity of 8-/vy-secretase in APP/PS1 transgenic
mice brain. These results suggested that huperzine A had important theoretical significance in the clinical treatment of
AD.
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FH Promega 5] & 42 JU/ )N UM 2 21 L RNA Jf:
J 5% 534S cDNA , $i¢ B G Ui WK cDNA 473
B BS54 2 51 A : mouse-BACE-1 (NM_011792) F-
CCGGCGGGAGTGGTATTATGAAGT, R-GATGGTGAT
GCGGAAGGACTGATT ; mouse-PS1 ( NM _008943 ) F-
AGGCGAAGAGTCGTATGGCGC, R-TGTTCGCGGCAG
TGCCACAT, mouse-GAPDH ( NM _ 008084 ) F-AAC
TTTGGCATTGTGGAAGG, R-ACACATTGGGGGTAGG
AACA.
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Fig. 1  Effect of Hup A on the mRNA and protein expression levels of Bacel and PS1 in cerebral cortex and hippocampus of APP/

PS1 Tg mice

1 A: Western blot £l 4 2H /N U P4 B2 J2 1 Bacel \PS1 (197K 13835756 ; B : Western blot £ 4% 2H /1N Bk 9 73 & 1 Bacel \PS1 (1925 [ 3835
254k, 5 C : Real-Time PCR A6 4520 /N U P B2 )2 Bacel \PS1 () mRNA 7254k, ; D : Real-Time PCR #4520 /N B P4 ¥ 5 f Bacel (PS1 ffY) mR-

NA 254k, SxHRAUMLEL, © P <0.05; SEAMAHIEL,"P <0.05,

Note : A : The protein expression levels of Bacel and PS1 in cerebral cortex of brain detected by western blot;B:The protein expression levels of Bacel

and PS1 in hippocampus of brain detected by western blot; C: The mRNA expression levels of Bacel and PSI in cerebral cortex of brain detected by Re-

al-Time PCR;D:The mRNA expression levels of Bacel and PS1 in cerebral cortex of brain detected by Real-Time PCR ; Compared with control, * P <

0. 05 ; compared with model ,*P <0. 05.
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Fig.2  The AB in cerebral cortex and hippocampus DG region of mice

11::A C:APP/PS1 /MR ;B \D: Hup A Zb#IZH
Note:A,C:APP/PS1 Tg mice;B,D:AD + Hup A mice
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