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Editorial
Almost everybody can experience major depression (clinical

depression) once in their lives. It is approximately two folds
among women than in men due to the hormonal changes during
menstrual periods, pregnancy, missed abortions or menopause
[1]. In case the symptoms such as lost sense of taste, fatigue,
feeling of uncontrolled life, lack of concentration, sleeping and
appetite disorders, delusions, hallucinations, upset and
desperate feeling takes more than 2 weeks, major depression is
considered [1,2]. The biochemical and physiological mechanisms
underlying major depression are not clearly understood yet.
However, one of the most frequently investigated biochemical
parameters up to today is the imbalance between the
production and catabolism of dopamine [3]. The enzyme
responsible for the metabolization of dopamine and other
catecholamines [epinephrine (adrenaline), and norepinephrine
(noradrenaline)] renalase. It has been reported that, options of
renalase for catabolization of catecholamines are dopamine,
epinephrine and norepinephrine, respectively [4].

This editorial paper hypotheses that there might be a relation
between the amount of renalase enzyme and major depression.
Because dopamine levels were observed to be high among
patients with major depression [5]. The enzyme renalase was
first described in the kidneys, which are defined to be the major
organ of renalase synthesis currently [6]. It is additionally
synthesized in many biological organ and tissues including the
brain. Blood serum and urine have renalase as well.
Physiological concentrations in serum and urine are 3-5
microgram/mL [7,8]. In case of excessive or insufficient synthesis
or release of the enzyme, a pathological situation may be
observed. As an example, a failure would be observed in
catabolization of dopamine [catabolization of Homo Valinic Asit
(HVA)] related to the reduced amount of renalase in the brain in
major depression, and that would lead to a dopamine
accumulation in the brain [9]. This accumulation would result in
the symptoms of major depression mentioned above. It has
been here suggested that peripheral renalase could not
contribute to dopamine catabolization in the brain since its large
molecular structure disabled the passage through blood-brain
barrier (BBB) [8]. Prior to the description of renalase, the activity

of dopamine-beta hydroxylase, which is an enzyme that plays
role in the turnover between dopamine and epinephrine, was
reported to be low in the sera of patients with depression [10].
Low dopamine-beta hydroxylase activity in circulation would
lead to a block in dopamine and epinephrine or norepinephrine
turnover, and a subsequent dopamine accumulation. Although
this finding demonstrates that peripheral renalase enzyme may
not be related to dopamine accumulation in the brain, because
no sufficient evidence has been reported so far.

In conclusion, if it has been tested a possible role of renalase
in major depression via both animal-based (such as Porsolt test-
the depression formed on mice by placing into a swimming tank
with no possibility to escape) and clinical studies. After testing
those results might help to provide a better life of these patients
and if fatigue would be eliminated and the quality of lives of
these patients would also be improved.
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