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NosiBneHue B-amenouaHbix 6nawek B APPswe/PS1dE9 mbiwax
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Fig. 1. The onsetof amyloid B-protein { A) plaque pathology in APPswe/PS1AEY mice. (A) In the neocortex, AP plagues were first detectad at 3.5 months with
further AR sccumulation at 7 and 12 months of age. (B) Only pyramidal cells with intact dendntic morphology were included in further electrophysiological
analyses. Pyramidal cells compressed by large AP deposits (arrowheads) were excluded. Open boxes indicate the location of (B") and (B™). (B") Basal dendrite
segment engulfed by a diffuse AP deposit. Dendritic spines were present even within the Af-packed region {arrows). (B”) Projection image of an axon segment
surrounded by AP deposits. Note the Af-induced local thinning of the axon {arrows). X, ¥ = labels indicate orthogonal axes in projection images. Abbreviations: cc,
corpus callosum; L, layer. Scale bars, 120 pm (A); 60 pm (B); 10 pm (B"); 5 pm {B™).
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NosiBneHue B-amenonaHbix 6nawek B APPswe/PS1dE9 mbiwwax coBnagaer
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Cyclothiazide BoccTaHaBnMBaeT CUHaANTUYECKYHO
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CuHanTtnyeckasa aucchyHkuma B lenpeccun
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CuvHanToreHHas ocCHoBa genpeccmun mn ee rie4eHuA
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NMpoTnBONONOXHbLIE AEUCTBUA CTPECCa N aHTUAENPECCaHTOB
Ha BDNF n HenporeHe3
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Bone3Hb XaHTuUHrroHa (HD)




NMporpeccupoBaHne HD B Te4eHUe XU3HU
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BHyTpukneTo4HbIin natoreHes B HD
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