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Postmortem brains from Alzheimer’s disease patients show the characteristic extracellular amyloid plaques. These plaques were

shown to be composed largely of beta-amyloid peptides. (VThe tau protein is also associated with Alzheimer’s disease. When neuronal

tau becomes hyperphosphorylated, its conformation changes. The deformed tau proteins, which form neurofibrillary tangles in
hippocampus brain neurons, may be a more immediate cause of the neuronal dysfunction associated with Alzheimer’s disease than
beta-amyloid peptides.

There is no cure yet for Alzheimer’s disease, although Ptreatments with cholinesterase inhibitors seem to slow its advancement.

For example, the drug Aricept inhibits acetylcholine breakdown by acetylcholinesterase, thereby enhancing cholinergic
neurotransmission, which may in turn prolong the brain’s neural function. Sadly too, there is yet no treatment to restore lost memories
or the significant cognitive decline associated with Alzheimer’s disease. Perhaps more promising in this respect is a recent development.
Proteins or peptides associated with Alzheimer’s disease have been detected in the blood and serum. Beta-amyloid peptides and/or tau-
protein fragments that escape into the blood stream can be detected six to eight (or more) years before Alzheimer’s symptoms appear.
A neurofilament light chain that is seen in a familial form of Alzheimer’s disease (among other neuropathies) is detectable sixteen years

before the symptoms! The ability to detect ®these marker proteins and Alzheimer’s-associated peptides so far in advance of symptoms

raises hopes for early monitoring of at-risk individuals and for new therapies for Alzheimer’s disease.

[ #1] Bergtrom, Gerald, "Basic Cell and Molecular Biology Se: What We Know and How We Find Out" (2022). Cell and Molecular
Biology 5e: What We Know and How We Found Out - All Versions. 14. https://dc.uwm.edu/biosci_facbooks bergtrom/14/ X O 2%

[73:] postmortem FE% D ; Alzheimer’s disease 7 /LY »> 4 = —J ; amyloid plaque 7 I & A FJ; beta-amyloid peptide ~=— X
7 v A4 F_7F F; neuronal #i#EMiAE D ; tau protein % 7 X v ¥ 2 & ; hyperphosphorylated % V v (L & 7z,
conformation Z{AHEiE; deform Z5f%3 % neurofibrillary tangle %R #RAEZ(L; hippocampus 755 ; immediate cause [H{%
@ JR[A; neuronal dysfunction f#FHEHERE®E ; cholinesterase inhibitors =V v = XA 7 7 — ¥ FHEH; Aricept 7V & 7 b ;
breakdown 43fi#; acetylcholinesterase 7 & F /2 Y /T A7 7 — &; cholinergic neurotransmission = U v {EBh{: iR {52,
cognitive decline 52 HIBEAE DK T ; serum i ; neurofilament light chain #fift 7 1 7 X v b #{$H; neuropathies #fif¢ [ &,

marker proteins ~ — 1 — X ¥ 7B at-risk individuals fE[E1ED B 2 {E A ; therapies i85

M1 THEEQ)D tau protein BAED X I ICTAY N4 = =KD o T3 EEZLNT WS DHEASICHIL T
L7 X, (150 FLLA)

B2 THEER(2) o Bk 2 A SCIcEI L CEH L 78 & v, (100 S2LARY)

3 THEQ)BA R CEAEMIC 25T 022 EF 2 8 I v, (50 FLAA)
T, TNOBLED XS ICTAY AN 7 —FORPICEL DD ZHH L 72 X v, (250 “FLAR)



