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Promising Treatment of Alzheimer’s Disease
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Alzheimer's disease (AD) is one of the most important health problems in aging society and
around the world. Five drugs have now been approved for the treatment. First four drugs of these
are cholinesterase inhibitors and the latest one is an antagonist of the NMDA glutamate receptor.
The former indicated for the treatment of mild to moderate AD, the latter is useful in treating of
moderate to severe stage. But the benefits of above are mainly symptomatic. Disease modifying
therapy is the main target of therapeutic research on AD now. The hallmarkers of AD pathology
are the amyloid plague and the neurofibrillary tangles. Based on the amyloid hypothesis, the
anti-amyloid treatment and anti-polymerization starategies are in process of development of the
new disease-modifying agent. These drugs reduce the level of A 842 or its toxicity and protect
brain cells against A 2 damage. The other treatment that stabilize the microtuble is under inves-
tigation. It appears likely that another major advances in AD therapy are on the near horizon.
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Table 1. The treatment drugs to target A 8 plaques

Therapy Mechanism

Vaccination therapy Stimulates immune response against
AZB peptides, leading to the peptides
being cleared from the body

§-and 7-secretase inhibitors  Inhibit 5- or 7-secretases leading
to decreased production of A peptides

Increase processing of amyloid
precussor protein by @-secretase,
leading to decreased production
of Af3 peptides

Decreases the interaction of copper
and zinc with A8 peptides, leading to
amyloid plagues being cleared

Selectively inhibit the production of the
AB42 peptide

Cholesterol-lowering
drugs (statins)

Copper/zinc Chelators
(clioguinol)

Nonsteroidal anti-
inflammatorydrugs
(ibuprofen, indomethacin,
sulindac sulphide)
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