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ABSTRACT Objective: To investigate the effect of low molecular weight oligomers of B-amyloid peptide on the rat learning and

memory. Methods: LMW AR oligomers was microinjected into bilateral hippocampus at once. And behavioral tests were carried out af-

ter 15 days. Step-down test, Shuttle-box test and Morris water maze test were used to evaluate rat learning and memory function. Results:

Step-down test showed that the rats in AR made notable errors compared with the control group P<0.05 and the incubation period

(jumping from the platform) significantly reduced P<0.05 . Shuttle-box test showed that compared with the control group, the rats in A

made notable errors

P<0.05 and the incubation period (entering in dark chamber from light chamber) significantly reduced P<0.05 .

Morris water maze test indicated that the incubation period of finding platform significantly extended P<0.01 and frequency passing

through the prior platform was less in AR group

P<0.01 . Conclusions: Microinjection of LMW A oligomers into rat hip- pocampus

may induce the learning and memory dysfunction, and LWM AR oligomers induced an impairment in rat spatial resolution. In a word,

LWM Ap oligomers had strong toxic effects on the rat learning and memory.
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Table 1 Effects of AR injection on the learning and memory in rat hippocampus by step-down test x* s

Records of studies Memory scores after 24 h
Group
Number of errors Llatency (s) Number of errors
Control group 2.50+ 1.09 170.25+ 18.50 1.25+ 0.84
AB group 5.12+ 1.28* 54.55+ 23.04* 3.75+ 0.96*
* P<C0.05; Note:*vs control group P<<0.05
22 AB
2 AB P<<0.05 JAB
P<<0.05 . 24h °
2 AB xt s
Table 2 Effects of AB injection on the learning and memory in rat hippocampus by shuttle-box test x* s
Records of studies Memory scores after 24 h
Group
Number of errors Latency (s) Number of errors
Control group 1.17% 0.41 165.60% 40.85 1.15% 0.50
AP group 3.25+ 1.20* 85.17+ 37.22* 5.60 2.06*
* P<C0.05; Note *vs control group P<<0.05
23 o 2 AB
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Table 3 Results of spatial probe test of rats x* s
Group Initial time taken to reach Frequency passing through
the hidden prior platform s the prior platform times
Control group 9.74+ 3.38 20.57+ 5.56
A group 43.36% 6.87* 7.55+ 3.27*
* P<0.01; Note *vs control group P<<0.01
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