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Effects of TSG on Expression of APP mRNA and PS1 mRNA in SAMP8 Mice
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[ Abstract | Objective: To observe the effects of 2, 3, 5, 4'-tetrahydroxy-stilbene-2-0-8-D-glycoside
(TSG) on expression of B-amyloid precursor protein (APP) mRNA and presenilin-1 (PS1) mRNA in senescence
accelerated mouse (SAMP8). Method: Fifty six-month-old SAMP8 mice were randomized into 5 groups: SAMP8
untreated control group, huperzine A control group, low-, mid-and high-dose groups of TSG (0.033,0.1,0.3 g~
kg '»d '), with 10 mice in each group. Another ten 6-month-old SAMRI mice were assigned to normal control
group. After medication for 60 days, expression of APP and presenilin-1 ( PS1) mRNA in hippocampus was
assayed by real-time quantitative reverse transcription-PCR. Result: The expression of APP and PS1 mRNA in all
dose of TSG groups was down-regulated. Compared with SAMP8 untreated control group, there was significant
differences (P <0.05). Conclusion; TSG can inhibit the expression of APP mRNA in SAMP8 hippocampus, so
as to play the role of anti-senile dementia.
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20 51 /g kg ™! APP Ct GAPDH Ct {ff g -nAcCT
SAMPS - 21.65 0. 13 15.52 +0.16 1
SAMRI - 23.05 £0. 09 15.41 £0. 17 0.33 +0.04%%
Fap A i 2x107° 21.98 £0. 10 15.07 £0.08 0.56 +0. 040"
TSG 0.3 21.97 £0. 12 14.87 0. 11 0.49 +0. 08>
0.1 21.82 0. 11 15.08 £0. 20 0. 64 0. 05%
0.033 21.67 £0. 15 15.23 £0. 18 0.77 0. 03"
5 SAMPS A 3" P <0.05,2 P <0.01; 5AMME A HEY P<0.05,YP<0.01(F3 ).
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SAMPS - 22.34 0. 18 15.68 +0. 16 1
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Vap A i 2x107° 22.13 0. 15 15.10 £0. 08 0.78 +0. 040"
TSG 0.3 22.52 0. 12 15.08 £0. 17 0.52 +0.07"%
0.1 22.34 £0.20 15.40 0. 19 0.77 £0. 10"
0.033 22.77 £0. 15 15.95 £0. 18 0.84 +0.09"
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