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Commentary
We use genetic screening to establish the genes which are
responsible for the production of specific proteins. When this
technique was developed it was heralded as the ultimate solution: 'the
answer to life, the universe and all that'; but as time has gone on we
have come to recognise that it is extremely rare to be able to link one
particular gene to the production of one particular protein because the
expression of proteins involves the influence of many genes. The issue
becomes all the more complicated now that it has been established that
genetic/epigenetic changes occur with the onset of diabetes and obesity
but that such changes can largely be reversed through a healthy
lifestyle which incorporates a balanced diet and adequate levels of
exercise [1,2]. How else can we explain that people can recover their
health? Furthermore genetic changes are the inevitable consequence of
the ageing process so rather than genetic changes being the cause of
pathologies, at least in the case of lifestyle-related morbidities, genetic
changes are often the consequence of pathological processes.
The genes are just part of the mechanism by which the brain is able
to regulate the body's function. The collective function of genes have
one role: to express proteins. If the levels of the expressed proteins
declines then so too does the body's functional capacity.
The expression of a protein and its level are considered by medical
research to be representative of the body's function however this line of
logic is akin to measuring the flow of fuel to an internal combustion
engine as a way of measuring its power/capacity. This ignores the flow
of air and the engine timing. The logic is flawed yet it is upon such
flawed logic that most biochemical marker-type tests are based. Is it
surprising therefore that such tests are not especially accurate [3]?
What is necessary is to take into account the prevailing reaction
conditions and characterise each biochemical reaction in terms of its
reaction kinetics [4-6] e.g. if the prevailing levels of intercellular acidity
are altered it is inevitable that this must influence protein
conformation (whether the proteins are coiled and reactive), the levels
of essential minerals, the activity of enzymes and hence the rate at
which proteins react with their reactive substrates.
The body's biochemistry provides us with a method to measure the
rate of reaction: because most proteins and enzymes emit light which
influences our colour perception [7-10]. So we have a convenient
mechanism which is able to precisely determine the rate at which each
biological and pathological reaction proceeds.
The latest fad is that of big data. Please forgive me for my scepticism.
To derive meaningful results from the analysis of big data requires that
the computer is fed data which can yield meaningful conclusions but it
has never been possible in the history of mankind, to extract
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meaningful data from a random store of data, derived from
experiential methods, which does not, and cannot therefore, fit the
model. As illustrated earlier the store of ‘big data’ has significant
limitations.
Is this the end of the story? Heavens no. What is the relationship
between genotype and phenotype [5,8]? Perhaps the best illustration of
the dilemma for medical research is in the area of diabetes where there
is the genetic condition, type 1, and the phenotypic condition, type 2.
The dilemma is that insulin is often prescribed for the treatment of
type 2 diabetics yet it is the approved treatment for type 1 diabetes.
Ergo type 1 and type 2 are comorbidities! Both must be considered
when characterizing a biological and/or pathological reaction. Finally,
where is the consideration of the neural mechanism which regulates
the body's function [11-17].
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