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Abstract
In the old age increase the frequencies of mental disease such as primary dementias, being presented most frequently Alzheimer´s Disease and
vascular dementia. The principal progress is based on the determination of the early presence of changes in the patients genetically predisposed to
suffer from Alzheimer’s disease, studies endorsed by a monitoring to patients with mutations from 1 to 3 genes associated with Alzheimer’s disease
of early appearance. For first time we got a chronological table of the events that indicate the need for early intervention, with available biological
markers that can be measured in order to evaluate the effects of the pharmacotherapy.
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Introduction
With the preludes of the 21st century aging has reached in
our country a significant splendor, due to the steady increase of
the elderly population. In the old age increase the frequencies
of mental disease such as primary dementias, being presented
most frequently Alzheimer´s Disease and vascular dementia [1,2].
Dementias constitute a serious problem of public health, to be a
high economic and social cost, by what is difficult and late of its
diagnosis and by its incapacitating course progressive. The number
of people with dementia, at the world level, grows rapidly and the
figures demonstrate it because in only 25 years, 34 million people
will suffer dementia [3,4].

Development

The principal progress is based on the determination of the
early presence of changes in the patients genetically predisposed to
suffer from Alzheimer’s disease, studies endorsed by a monitoring
to patients with mutations from 1 to 3 genes associated with
Alzheimer’s disease of early appearance. Of the family histories
could be calculated the average of the age at the beginning
(characteristically to the 40 years) and then looked at the carriers
of younger genes, and investigated the sequence of the changes of
the biological marker that occurred before dementia, found that:

•
20 years before the onset of the disease, the levels of betaamyloid in the cerebrospinal fluid begins to increase,

•
15 years before the beginning of dementia, se detect
diagnostic imaging deposits of beta amyloid by scaners, the
levels of the protein tau begins to increase in the cerebrospinal
fluid and begins to appear the atrophy in the magnetic
resonance,

•
10 years before the beginning of dementia, the metabolic
changes appear through PET and begin the first signs of
alteration of the memory,
•
10 years before the beginning of dementia, the patients
begin with moderate cognitive deterioration.

From the foregoing have first time, a chronological table of the
events that indicate the need for early intervention, with available
biological markers that can be measured in order to evaluate the
effects of the pharmacotherapy [5,6]. Another important progress
is the finding of a mutation in approximately 1 of 100 Islandeces
who can reduce the risk for Alzheimer’s disease of 5-7 times in
comparison with the general population. The mutation occurs in the
gene of the protein of precursor of amyloid and seems to interfere
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with the capacity of the beta-secretasa to act in the division of the
APP, inhibiting the creation of the beta protein amyloide. The levels of
the protein betaamiloide are reduced nearly 40% in the individuals
with this mutation. This study represents a natural experiment that
confirms for the first time that the low levels of betaamiloide are
associated with smaller risk for Alzheimer’s disease and can extend
the development of drugs in their assistance [7,8].

With these results become evident a renewed and growing
interest in the pharmaceutical companies and the academic
community in the development of inhibitors of the beta-secretasa
that retard or modify therapies for Alzheimer’s disease. Example
of stated the foregoing is the existence of association between
researchers and pharmaceutical industries as Merck, Eli Lilly and
Company, and Eisai Pharmaceuticals that study a drug candidate,
suggesting (at least preliminarily) its safety and its capacity to
penetrate the central nervous system, and reliable dose in order
to decrease the levels of beta-amyloide, potentially to 50%-90%.
These results give the hope that 1 or more of these oral agents can
turn out utensils as therapy in order to modify the disease.
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