632

2009 9 15 9 Chin J Osteoporos September 2009 Vol 15 No.9

APP/PSI

R681 A 1006-7108 2009 09-0632-05
CT Micro-CT APP/PSI
3 APP/PS1 n=6 n=>6
12 Micro-CT APP/

PS1 P<0.05 Micro-CT

APP/PS1 APP/
PS1 APP/PS1

APP/PSI micro-CT

DOI 10.3969/j.issn. 1006-7108.2009.09.002
To analyse the bone microarchitecture and bone mineral density of APP/PS1 transgenic mice = WANG
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Abstract Objective To quantitatively investigate the changes of bone microarchitecture and bone mineral
density in proximal tibia of APP/PS1 transgenic mice a mice model of senile dementia by micro computer
tomography. Methods 3-month-old APP/PSI transgenic and wild-type female mice n = 6/group were housed
with food and tap water available ad libitum. Twelve mice were sacrifced at 12 months of age and the tibias were
harvested to analyse the bone microarchitecture and bone mineral density by Micro-CT. Results  Bone
microarchitecture and bone mineral density in Micro-CT analysis of APP/PS1 transgenic mice were significantly
lower than those of wild-type mice P <0.05  the Micro-CT image of trabecular number trabecular thickness and
cortical thickness in APP/PSI transgenic mice were significantly lower than those in wild-type mice. Conclusion
Bone microarchitecture and bone mineral density were significantly diverse in APP/PS1 transgenic mice as

compared to wild-type mice APP/PS] transgenic mice were liable to osteoporosis.
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