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Abstract: Objective To investigate the influence of S14G-Humanin (HNG)on B-amyloid protein ( AB)-induced inhibi-
ting action of synaptic long-term potentiation ( LTP) in hippocampal CAl region of mice. Methods Twenty mice hipp-
ocampal slices were made and divided into normal control group,400 nM AB,;_s5 group,400 nM AB,s_;5 +200 nM HNG
group ,400 nM AB,;_;5 +400 nM HNG group. By multi-channel extracellular recording system ( MED system) , the slope of
the excitatory postsynaptic potentials ( EPSPs) was measured ,and its value was represented by the percentage of measured
EPSP slop to the EPSP slope of base control,and the inhibiting effect of soluble AR, _s5 on synaptic LTP of hippocampal
CA1 region and the influence of different concentrations of HNG on inhibiting action of AB,s_;s-induced synaptic LTP in
hippocampal CA1 region were observed. Results Compared with normal control group,the LTP of mice hippocampal CA1
region in 400 nM A, ;5 group decreased significantly [ (102.5 £2.0)% vs(148.1 +£8.0)% , P <0.01] , namely,
400 nM AB,s_;5 can significantly inhibit the generation of LTP in hippocampal CAl region. The LTP value in 400 nM
ABys_35s + 200 nM HNG group increased significantly compared with 400 nM AR, ;5 group [ (121.3 £2.9)% vs(102.5
£2.0)% ,P <0.01] ,namely,200 nM HNG can partially decrease the inhibition effect of 400 nM AB,s_s5 on LTP in hipp-
ocampal CA1 region. The LTP value in 400 nM AR,s_;; +400 nM HNG group increased significantly compared with 400
nM AB,s 55 group [ (143.0+4.3)% vs (102.5+2.0)% ,P <0.01] and similar with the level of normal control group
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[((143.0+4.3)% vs(148.1 £8.0)% ,P >0.05) ] ,namely,400 nM HNG can completely reversed the inhibition effect
of 400 nM AB,s_;5 on LTP in hippocampal CAl region. Conclusions HNG could reverse soluble AB,s _;;-induced inhibi-

tion effect on LTP in hippocampal CAl region,and this suggests that HNG has neuroprotective effect against AB-induced

synaptic plasticity damage.
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