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Abstract: One of the most common mental illnesses that affects millions of people around the world
is depressive disorder. Most patients with pathological anxiety turn to general practitioners with
symptoms of autonomic dysfunction. In its pure form, anxiety occurs in 45% of patients, and in
another 32% it is accompanied by depression. The comorbidity of anxiety and depression is quite
high. The extent of this comorbidity varies with age. The review examines issues of diagnosis and
treatment of anxiety and depressive disorders. To date, a large amount of data has accumulated
emphasizing the significant genetic, neurobiological and symptomatic overlap of depressive and
anxiety disorders, which explains, in particular, the effectiveness of the same drugs in the treatment
of these conditions (antidepressants, anxiolytics, antipsychotics).
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Depressive disorders are characterized by comprehensive changes in the patient’s status at the
following levels:

1. cognitive;

2. somatic;

3. emotional;

4. behavioral.

In the central nervous system, anxiety is controlled by the limbic system.

Depressive disorders are highly comorbid. The degree of comorbidity changes with age. It must be
remembered that the level of depressive disorders increases in adolescence and young adulthood.
The older the person, the higher the comorbidity of depression; as a rule, they are more common
together than separately. Therefore, higher levels of comorbid anxiety and depression are observed
more often in adolescents than in children. Several factors have been cited to explain the high rate of
comorbidity between anxiety and depression, including a combination of symptoms, such as the
presence of negative affectivity, increased familial risk (e.g., parental psychopathology), stress,
information processing errors, and dysfunction in neural systems associated with emotion
modulation. . It should be noted that anxiety often precedes the onset of depression, so the negative
consequences of anxiety, especially interpersonal dysfunction, serve as a risk factor for the
development of subsequent depression. For example, increased sensitivity to social evaluation threat
and associated social avoidance of such situations may increase a child's likelihood of developing
depression, especially when accompanied by peer rejection. To date, a large body of evidence has
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accumulated highlighting the significant genetic, neurobiological and symptomatic commonality of
depressive and anxiety disorders, while suggesting imperfections in current classification systems.

This largely explains the failure of advanced treatments for depression and anxiety disorders to
relieve symptoms in a large number of patients. All these factors taken together represent a serious
barrier to the development and implementation of new treatments. One of the common problems of
anxiety and depressive disorders is anhedonia and the lack of effective treatments for its symptoms.
Currently used psychological and pharmacological interventions typically aim to reduce negative
affect rather than restore positive affect and hedonic drive. However, low positive affect and
anhedonia are known to be important markers of increased risk of developing depression and anxiety
disorders and significantly impede patient participation in treatment. Consistent with
conceptualizations of anhedonia, research in affective and behavioral neuroscience has shown that
anhedonia is not a unitary construct but can be decomposed into psychologically and
neurobiologically distinct subcomponents, including reward anticipation, reward consumption, and
reward learning. It is important to note that these subcomponents are supported by partially non-
overlapping neural circuits and neurotransmitters and have distinct behavioral and cognitive
manifestations. Numerous data indicate that

Modern approaches to the diagnosis of depressive disorders. Diagnosis of depressive disorders
requires in-depth clinical examination. Questionnaires can be used to objectify these disorders.
Laboratory and instrumental examination methods are used to exclude somatic pathology, which
often requires the involvement of various specialists. If we talk about questionnaires, there are a
number of easy-to-perform tests that can greatly facilitate a doctor’s work, especially if you use a
smartphone.

Treatment of depressive disorders

Depressive disorders are closely related forms of psychopathology that, in terms of overall risk and
etiological basis, have marked variability within families and between generations. Therefore,
depressive and anxiety disorders are successfully treated with antidepressants, in particular selective
serotonin reuptake inhibitors (SSRIs), which act through the same biological mechanisms, although
they are used in different dosages for these disorders. A recent meta-analysis examined the
effectiveness of treatments for anxiety and depression in children and adolescents, the specificity of
such treatments, and cross-over effects (whether treatment for depression reduced anxiety and vice
versa). Randomized controlled trials (RCTs) conducted to evaluate the effectiveness of anxiety
treatment (n=18) showed significant effects on both anxious and depressive symptoms among
respondents. Similarly, RCTs of depression treatment (n=9) showed significant treatment effects on
both depressive and anxiety symptoms, but larger effects were observed for depressive disorder than
for anxiety disorder. Thus, crossover effects have been observed with treatments targeting either
anxiety alone or depression. The pharmacological effects of antidepressants are associated with an
increase in the synaptic availability of biogenic monoamines such as serotonin and norepinephrine,
based on the monoamine theory of depression. Antidepressants can inhibit the reuptake of serotonin,
norepinephrine, dopamine, or all neurotransmitters simultaneously. Some newer antidepressants
have multimodal neuroreceptor activity, such as agomelatine and vortioxetine. Stable resistance to
psychopharmacotherapy develops in approximately 20-30% of patients, which requires additional
electroconvulsive therapy, transcranial magnetic stimulation or deep brain stimulation. One of the
problems with the use of antidepressants is the slow reduction of depressive and anxiety symptoms
in the patient. Most antidepressants develop their effect within 3—4 weeks. treatment, however, in
some cases, improvement occurs over a longer period of time and to achieve a clinical effect it is
necessary to wait from 4 to 6 weeks. or longer. A persistent antidepressant effect is associated with
the formation of receptor hypersensitivity and requires long-term adaptation of synaptic transmission
systems in the brain. Antidepressants, tranquilizers, atypical antipsychotics, anticonvulsants, and -
blockers are used in the treatment of anxiety disorders. Patients with anxiety disorders often require
treatment with various anxiolytics - from benzodiazepines, which have a wide range of
pharmacological activity (a combination of anxiolytic effect with sedative, hypnotic, anticonvulsant,
vegetative-normalizing, muscle relaxant effects), to atypical new generation anti-anxiety drugs,
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In general medical practice, it is preferable to use just such anxiolytics in patients with anxiety
disorders, since there is a concept about the limited therapeutic capabilities of tranquilizers and the
validity of their effective use only in the presence of a fairly simple structure of anxiety symptoms. If
there is a decrease in the therapeutic effectiveness of anxiolytics or the addition of phobias,
obsessions, senestopathies, conversion symptoms, then it is necessary to include antipsychotics,
antidepressants and other medications in therapy. Meanwhile, the lack of effectiveness of anxiolytics
in patients with anxiety disorders (within 60-70%) can be explained by the multiple mechanisms of
anxiety regulation.

Non-pharmacological treatment of anxiety and depression includes psychotherapy, physical activity,
and breathing training. Psychosocial interventions for anxiety and depression, such as cognitive
behavioral therapy (CBT), have demonstrated positive effects in treating both anxiety and
depression. The beneficial effects on both disorders may be explained by effects on common
developmental mechanisms (eg, negative maladaptive cognition). CBT has some common elements
in the treatment of anxiety and depression (eg, cognitive restructuring, problem-solving), but the
same therapy may be unique to the treatment of anxiety (eg, relaxation training) and depression (eg,
behavioral activation).
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