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INTRODUCTION

Biological psychiatry is a branch of psychiatry where the focus
is chiefly on researching and understanding the biological basis
of major mental disorders such as Unipolar and Bipolar Affective
(Mood) Disorders, Schizophrenia and organic mental disorders
such as Alzheimers Diseases (Vetulani,¥ « + V).

This knowledge has been gained using imaging technique,
psychopharmacology, neuroimmunochemistry and so on.
Discovering the detailed interplay between neurotransmitter and
the understanding of the neurotransmitter fingerprint of
psychiatric drugs such as Clozapine has been a helpful result of
the research. On a research level it includes all possible
biological bases of behavior —biochemical, genetic,
physiological, neurological and anatomical. On a clinical level, it
includes various therapies, such as drugs, diet, avoidance of
environmental contaminants, exercise and alleviation of the
adverse effects of life stress, all of which can cause a measurable
biochemical changes. As the biological psychiatry is an approach
to psychiatry that aims to understand mental disorders in terms of
the biological function of the nervous system, there is some
overlap between the biological psychiatry and neurology, the
latter generally focuses on disorders where gross or visible
pathology of the nervous system is apparent, such as epilepsy and
cerebral palsy (Whalleyetal, ¥+« 9).

The history of the biological field of psychiatry extends back to
the ancient Greek physician Hippocrates, but the term biological
psychiatry was first used in peer- reviewed scientific literatures
in Y4eY (Bennett, 1997).



In the early Y+™ century, Sigmund Freud focused on the
biological causes of mental illness. Ernst Wilhelm strongly
believed that thought and behavior was determined by purely
biological factors. Freud initially accepted this and he was
convinced that certain drugs (especially the cocaine) functioned
as antidepressants. Freud spent many years trying to "reduce"
personality to neurology, a cause he later gave up on before
developing his now well-known psychoanalytic theories. Nearly
)+« years ago, Harvey Cushing, the father of neurosurgery, noted
that pituitary gland problems often cause mental health disorders.
He wondered whether the depression and anxiety be observed in
patients with pituitary disorders were caused by hormonal
abnormalities, the physical tumor itself or both. In the mid Y+
century, an important point in modern history of biological
psychiatry was discovery of modern antipsychotic and
antidepressant drugs. Chlorpromazine, an antipsychotic, was first
synthesized in Y32+ and Y421 the first tricyclic antidepressant
was developed. Research on the action of these drugs led to the
first modern biological theory of mental health disorders called
the Catecholamine theory, later broadened to the Monoamine
theory, which included serotonin. These were called the"

Chemical imbalance" theory of mental health disorders (Brett,
1994,

In the late Y+™ century, starting with fluoxetine in Y3AA, a
series of monoamine-based antidepressant medication belonging
to the class of selective serotonin reuptake inhibitors were
approved. These were no more effective than earlier
antidepressants, but generally fewer side effects. They operate by
modulation of neurotransmitters in the neuronal synapses. These
newer medications were developed based on the underlying

theories of  the chemical imbalance hypothesis
(Brett, 1994).



