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Streszczenie
Udar moézgu stanowi trzecig co do czgstosci przyczyng zgonu i jest najczgstsza przyczyna
niepetnosprawnosci 0sob po 45. roku zycia. Niesie za sobg daleko idace skutki spoteczne i
ekonomiczne. Konsekwencja udaru sa ci¢zkie zaburzenia w codziennym funkcjonowaniu
pacjentow, wymagajacych czesto catosciowej opieki oraz rehabilitacji z powodu dysfunkcji
ruchowych i zwigzanych z tym ograniczen. Jednak w opinii badaczy do najwazniejszych
powiktan po udarze naleza zaburzen funkcji poznawczych oraz depresja. Czgsto wigcej uwagi
poswigca si¢ deficytom sprawnosci ruchowej, zaburzeniom mowy odsuwajac na nieco dalszy
plan powazne powiklania udaru, jak zaburzenia funkcji poznawczych czy depresja. Otepienie
wystepuje u 1/3 pacjentdow, ktorzy przeszli udar mozgu.

Stowa kluczowe: udar mozgu, depresja, otepienie
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Abstract

Stroke is the third most common cause of death and the most common reason for disability in
people over 45 years old. It impacts people in social and economic aspects. As a result of stroke,
patients struggle to function in everyday life, they often require rehabilitation as they are limited
in the way they can move. Experts reckon that the most serious complications after stroke are
problems with cognitive functions and depression (1). Very often there is more attention paid to
the deficit of mobility or speech than cognitive function problems or depression. Stupor occurs in

1/3 of patients that experienced the stroke.
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Introduction

Complications after stroke can be the long or short term and they are the serious problem in
modern society. Very often it causes physical disability, it is also caused by mental and
psychological changes. These changes affect lots of aspects of patient’s life including
rehabilitation, everyday activity, social functioning and interpersonal relations (2). The sudden
change in life situation such as stroke and following disability is often a big shock for a patient.
One of the most common mental disorders occurring after stroke is apathy. It manifests itself as

indifference, lack of reaction to stimulants, lack of personal care and also overall slow
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psychomotor function. Many patients affected by stroke and its complications become
emotionally unstable, with inadequate reactions to a situation such as outbursts of aggression,
crying, irritability or unexplainable euphoria. Those emotional states can cause
misunderstandings and conflict with other people. The illness itself can often cause the feeling of
anxiety and fear about future. The most common post-stroke complication is depression. It affects
one in four people who have suffered from the stroke. Professionals say that depression occurs
shortly after stroke and its intensity lowers in time. Some patients manage to deal with symptoms
of depression themselves, however, lack of remission within a year suggests a chronic state that
increases the risk of death within 10 years (3). Every fourth patient who suffered from stroke
develops stupor. This problem does not only affect patient himself but also his family and health
carers. The main symptoms of stupor are attention deficit, inability to process information and
disfunction of activity. Diagnosis of vascular dementia requires observation of a deficiency of
cognitive functions combined with ischaemic attack symptoms. Those two need to be correlated
with the specific timeline.

Depression

Post-stroke depression is considered one of the most common neuropsychiatric complication
related to this illness. It is defined according to ICD-10 classification as the depressive episode
that develops after a haemorrhagic or ischaemic stroke (4). Post-stroke depression has always
been a point of interest amongst professionals. Unfortunately, it often remains undiagnosed and
untreated. In aetiology of post-stroke depression, there are two opposite views. First connects
depression with on specific place in the brain where the stroke occurs. In the 1970s a hypothesis
was created according to which the level of post-stroke depression is higher if it occurs in the left
part of the brain, especially in the frontal lobe (5). The most common post-stroke risk factors
related to the illness itself are concerned with the clinical image of the illness — damage to frontal
parts of the brain, especially left-sided, damage to basal ganglia, coexisting aphasia, atrophic
subcortical changes occurring prior to stroke, also stroke due to vascularization of main artery
(6). It was suggested that pathological changes in the brain may cause predisposition to
depression in a patient. It was especially related to prefrontal cortex and its connection with

basal ganglia as well as with hippocampus. Hippocampus is one of the central parts of the limbic
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system and it has numerous neural connections with different brain structures responsible for
emotions. Nevertheless, this hypothesis was not confirmed. Conducted research has shown the
certain connection between the clinical image of depression and age, gender, level of
neurological deficit and localisation of stroke. It was confirmed that women are more likely to
suffer post-stroke depression and increased symptoms of depression during the ischemic stroke
are connected primarily with a vascular damage of dominant side of the brain (7). Many experts
reckon that concomitance of stroke and depression has its aetiology in bio-genetical factors as
well as psychological and social (8,9). Today it is believed that ethiopathogenesis of
posttraumatic depression is heterogenic. The risk factors include prior stroke, depression, genetic
factors, prolonged stress, loneliness. Development of posttraumatic depression is also affected by
psycho-social factors such as social isolation, deteriorated financial situation, loss of social and
work status, loss of independence, inactivity and increasing disorder of cognitive functions (5).
However, many studies suggest that it is depression that affects cognitive functions and that those
functions are already affected by stroke. Assumedly, increased depression symptoms cause the
deterioration of cognitive functions and stupor. Modern studies show that around 80% of patients
require antidepressants and around 25% develop stupor (1). Symptoms of depression develop
usually within 3 to 6 months after the stroke. Some patients do not have any symptoms, however,
30% of them develop depression after they leave the hospital. Most patients still show symptoms
of depression longer than 6 months after the stroke. It is probably related to the severity of the
stroke. Severe post-stroke depression goes into remission after 2 years in 75% of patients. Only
30% of patients with light symptoms experience remission within 2 years. The reason may be
lack of treatment of depression (4). The key treatment for post-stroke depression is medication.
Many authors reckon that is difficult to diagnose depression in patients which results in lack of
appropriate pharmacological treatment. Patients also need psychological rehabilitation in order to
improve patient’s adaptation to new situation they find themselves in — physical disability and
change in social status. It is difficult to diagnose depression in patients because of disturbed
speech, physical expressions and cognitive functions. However, experts strongly believe that

psychological examination should be a routine procedure at all stages of the treatment (5).
Dementia

According to classification of illnesses (ICD-10) by WHO (World Health Organisation),

dementia is and illness caused by brain damage. It has progressive or chronic character. It
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manifests itself in disturbed cognitive functions such as memory, thinking processes, orientation,
understanding, counting, ability to learn, speech functions, ability to compare make choices.
Dementia is accompanied by deteriorated cognitive functions and everyday activity functions for
at least 6 months. It is possible to diagnose dementia when at least two cognitive functions are
disturbed and one of them is memory (10). Post-stroke dementia includes: vascular dementia,
stroke in strategic places, stupor from hypoperfusion and post-haemorratic dementia. Vascular
dementia is the one caused by the presence of numerous ischaemic points located cortically.
Stroke in strategic places affects mainly thalamus, cingulate gyrus, angular gyrus and frontal
lobe. Dementia caused hypoperfusion is often a consequence of disturbed cerebral circulation or
circulatory insufficiency. Post-haemorrhagic dementia is related to a cerebral or arachnoid
haemorrhage (11). As mentioned above, stroke leads to physical disability, but it can also cause
problems with cognitive functions. Neurological deficiencies caused by the stroke can manifest
themselves as brain functional disorders, either focal or global (12). Focal symptoms can be
related to the ability to speak and cognitive functions such as: memory, visual-spatial orientation,
attention and executive functions (13). The kind and intensity of those deficiencies depend on the
variety of factors, such as: localisation of vascular changes in the central nervous system, number
of previous strokes, age, lifestyle, genetic predisposition, brain plasticity and physical abilities the
patient had before the stroke. In many cases, cognitive malfunctions occur up to the third month
after the incident (14). However, the significant number of patients struggle with those problems
for the rest of their lives. Clinical studies show, that patient’s state stabilises within a year or two,
however it's often seen that it never stabilises at all (15).

Summary
Vascular dementia is usually a consequence of either ischaemic or haemorrhagic stroke. It
can also be caused by antral stroke or changes that are the result of a disturbed perfusion in
periventricular substantia alba. It is a challenge to differentiate post-stroke depression from an
actual dementia. The similarity of symptoms observed in both illnesses are often cause of

misdiagnosis. Sometimes dementia manifests itself by symptoms characteristic for depression.
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It is possible that both illnesses occur at the same time (10). To differentiate them from each
other, expert recommends considering the beginning of the problem (depression — acute,
dementia — progressive and difficult to observe). They also recommend observing memory
distortion (depression — changeable, dementia — stable) and lowered mood (depression — stable,
dementia — changeable) (15). Numerous studies confirm that post-stroke depression affects most
patients who experienced the stroke. It significantly lowers their chances of surviving. When
undiagnosed and untreated, depression causes deteriorated cognitive functions. Experts reckon
that the time between first symptoms of depression and beginning of treatment can be a
significant factor influencing patient’s cognitive functions (1). Experts say that depression occurs
in 25-30% stroke cases. For that reason, the psychological examination should be a routine
procedure with patients who suffered from the stroke (16,17). If the patient remains at home or
long-term health facility it should be the responsibility of a doctor and a nurse to eases
psychological state of a patient who had has suffered from the stroke. Early diagnosis of mental
disorders described above has significant importance in improving patient’s psychological state.
It is also crucial for prophylactic of complications being the result of not applying therapy for
depression and dementia. Correct diagnosis allows implementing appropriate pharmacological
treatment, to improve physical state of a patient and to educate persons who care for a patient.
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