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Abstract Objective: To explore the mechanism of B-amyloid peptide (3-AP) in Alzheimer's Disease (AD)
at ionic channel level. Methods: Hippocampal CA1 neurons of 7~ 21 days rats were acutely dissociated and the
effects of B-AP on transient outward potassium current were observed by a whole-cell recording patch clamp
technique. Results; 3-AP can significantly block transient potassium current in dose-dependent, time-dependent
and partly voltage-dependent manners. Conclusion; 3-AP might decrease the mem brane conductance of K" chan-
nels in hippocampal neurons, which might play an important role in the pathophysiological mechanism of
Alzheimer's disease.
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Fig. 1 The A-current () may be isloated by digital substraction and the characteristic of 7o. A: The transient and sustained
components of the outward K' current elicited at various depolarizing steps from holding potential of — 100 mV. B: Sus-
tained outward currents eicited from the holding potential of — 60 mV. C. The A-current ( I,) was isloated by digital
substraction of currents in B from A. D. [ -V curves were measured at the peak of the /5. E Deploarization inactivates

the A-current F: The | -V curves of A-current inactivation
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Fig. 2 Effects of 4-AP on A-current A: The current traces of the isolated 7, elicited by depolarizing pulses over the potential
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Tab 1 The inhibition rate of different concentration of B-AP

on A-current at 5 min after the perfusion (x &= s, %)

Concentrations n  Depolarizing to-20 mV Depolarizing to-40 mV

Contral group 6 2.93+2. 14 4.67+3.55

10 nmol/ L 5 18.04+12.25 16.45+12.93
100 nmol/ L 6 35.48+20.37" 38.02+21. 55"
3.3 *mol/ L 8 54.87+4.79% 61.04+22.312%
10 #mol/ L. 7 63.80+18. 85% 81.43+21.54% %

1) P<0.05, 2) P<0.01 Compared with contral group (¢ TesD;
3)P<0.05 Com pared with depolarizing to+ 20 mV (paired ¢ Test)
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