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Abstract: In order to probe into the effects of a 12-week medium intensity treadmill exercise on A� transfer and re-

moval in AD mouse hippocampus, the authors selected 3 months old male Tg APP/PS1 mice, randomly divided them 

into a transgenic exercise group (TE, n=12) and a transgenic calm group (TC, n=12), selected littermate wild mice as a 

normal control group (C, n=12) and an exercise control group (E, n=12), let the mice in groups E and TE do a 12-week 

medium intensity treadmill exercise, bred the mice in groups C and TC in a calm condition, tested the protein relative 

expression levels of mouse hippocampus LRP-1 and RAGE by means of western blotting, measured the mass concen-

trations of mouse hippocampus A�40 and A�42, blood A�40, blood A�42, blood sLRP-1 and blood sRAGE by means 

of ELISA, and revealed the following findings: the mass concentrations of hippocampus A�40 (P<0.05) and A�42 
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(P<0.05) of the mice in group TE decreased significantly as compared with those of the mice in group TC; the mass 

concentrations of blood A�40 (P<0.01) and A�42 (P<0.01) of the mice in group TE decreased significantly as com-

pared with those of the mice in group TC; 2) the protein relative expression level of hippocampus LRP-1 (P<0.01) and 

the mass concentration of blood sLRP-1 (P<0.05) of the mice in group TE increased significantly as compared with 

those of the mice in group TC; 3) the protein relative expression level of hippocampus RAGE  (P<0.01) and the mass 

concentration blood sRAGE (P<0.01) of the mice in group TE decreased significantly as compared with those of the 

mice in group TC. The said findings indicated the followings: By increasing the protein relative expression level of 

hippocampus LRP-1, the 12-week medium intensity treadmill exercise increased the mass concentration of blood 

sLPR-1, decreased the protein relative expression level of hippocampus RAGE, decreased the mass concentration of 

blood sRAGE, and increased the hippocampus A�40 and A�42 transfer and removal rate of Tg APP/PS1 mice. 
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�L
�L

g

x

x (pg mL-1)
 n/  (A�40) A�42  

C 6 489.59±162.45 50.07±18.34 
E 6 361.97±154.82 36.57±6.81 

TC 6 993.87±68.561) 99.74±10.211) 
TE 6 693.45±309.102) 78.49±8.452) 

C 1)P 0.01 TC 2)P 0.05 

x (pg mL-1)

 n/  (A�40) A�42  

C 6 337.38±71.90 26.90±1.69 

E 6 215.57±40.191  21.61±3.461  

TC 6 817.82±49.711  70.87±1.941  

TE 6 691.62±71.952  53.55±3.912  

C 1)P 0.01 TC 2)P 0.01 

x

 n/  RAGE  LRP-1  
C 6 0.24±0.09 3.34±0.34 
E 6 0.16±0.011) 3.74±0.181) 

TC 6 0.44±0.052) 2.66±0.382) 

TE 6 0.25±0.043) 3.32±0.263) 

C 1)P 0.05 2)P 0.01 TC 3)P 0.01 
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x (pg mL-1)
 n/  (sRAGE) sLRP-1  

C 6 87.15±6.95 35.48±4.45 

E 6 62.03±13.892) 43.14±3.961) 

TC 6 124.06±8.692) 22.35±5.142) 

TE 6 91.4±17.294) 29.68±6.253) 

C 1)P 0.05 2)P 0.01 TC 3)P 0.05 4)P 0.01 
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