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Abstract: Despite the significant successes achieved in the treatment and prevention of acute 

cerebral circulatory disorders (ONMC), strokes remain one of the main causes of mortality and the 

leading cause of disability in Uzbekistan. More than 60 thousand cases of stroke (acute 

cerebrovascular accident) are registered annually in Uzbekistan. At the same time, disability after 

stroke is 83.8%, and the percentage of hospital mortality is 17.3%. 
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In the regions of Uzbekistan, difficulties remain in organizing care for patients with transient 

ischemic attacks (TIA). Due to the short duration of the existence of symptoms in most cases, 

patients do not attach importance to them, do not seek medical help, so the registration of TIA 

remains incomplete. Meanwhile, timely recognition of TIA is extremely important, because it allows 

you to provide effective assistance aimed at preventing the development of gross motor, speech and 

other disorders depending on the location of the lesion, as well as to carry out secondary prevention 

of stroke. TIA, according to the clinical classification developed by E.V. Schmidt, adopted in the 

Russian Federation, is a variant of transient cerebrovascular accident (PNMC) [10]. TIA is 

traditionally defined as an acute cerebrovascular accident (ONMC) with a short-term (not exceeding 

24 hours) violation of brain functions in the form of focal and/or cerebral symptoms, followed by 

complete regression of symptoms and the absence of signs of cerebral infarction according to 

neuroimaging data [2, 3, 5, 8]. Do not forget that TIA is a critical condition, which is clinically 

impossible to distinguish from a cerebral infarction before the symptoms pass (or before the 

expiration of 24 hours). It is known that the risk of ischemic stroke after TIA increases by 4-10% in 

the first two days, and by 10-20% in the next 3 months. In the presence of extracranial carotid artery 

stenosis exceeding 70% of the diameter, the risk of stroke in the first 2 years after TIA reaches 28%. 

Thus, TIA can be considered a predictor of stroke. Usually TIA precede atherothrombotic stroke (up 

to 50% of cases), less often – cardioembolic (in 10% of cases) or lacunar (in 20% of cases), other 

patients develop hemorrhagic stroke The most significant risk factors for TIA are arterial 

hypertension, hypercholesterolemia, diabetes mellitus, smoking, excessive alcohol consumption, 

overweight, sedentary lifestyle. The most common etiological factors of TIA are [1, 4, 8, 9, 12]: 

atherosclerosis of the carotid, vertebral arteries and large branches of the basin of these arteries, 

which leads to arterio-arterial embolism, and symptomatic carotid stenosis of more than 50% of the 

artery lumen, leading to the development of hemodynamic insufficiency; angiopathy, developmental 

abnormalities (inflection, doubling, hypo- or aplasia) of the carotid or vertebral arteries, coarctation 

of the aorta; cardiogenic embolism; coagulopathy; extravasal compression of the vertebral arteries by 

pathologically altered cervical vertebrae; dissection of the carotid or vertebral artery; use of 

sympathomimetics. In more rare cases, TIA may be caused by vasculitis, including specific blood 

diseases, antiphospholipid syndrome, venous thrombosis, migraine, oral contraceptives or other 

causes. The development of TIA is caused by an acute, but reversible (without the development of a 
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heart attack) critical decrease in blood supply to a part of the brain in a certain arterial basin. The key 

point in the pathogenesis of TIA is precisely reversible local cerebral ischemia, which develops with 

a decrease in cerebral perfusion below 18-22 ml per 100 g/min. (with a norm of 50-60 ml per 100 

g/min.), which is the functional threshold of ischemia. A transient drop in blood flow in the area 

distal to the site of arterial occlusion and the development of ischemia in the foci of brain tissue 

corresponding to the affected arteries leads to the appearance of reversible focal symptoms. In the 

case of restoration of cerebral perfusion, a regression of focal symptoms and the completion of the 

TIA episode is clinically observed. In case of a further drop in perfusion below the threshold of 

irreversible changes (8-10 ml per 100 g / min.), a brain infarction develops. In general, the 

mechanisms of TIA development are similar to the pathogenesis of ischemic stroke. The clinical 

outcome of ischemic type ONMC (TIA or cerebral infarction) mainly depends on the localization of 

the lesion and the rate of development of the pathological process, the state of collateral circulation 

and rheological properties of blood [2, 3, 6, 11]. Clinically, TIA is manifested by transient symptoms 

of cerebral ischemia, depending on the localization of the pathological process, such as: loss of 

vision in one or both eyes, paresis in the arm, leg or facial muscles, impaired sensitivity in the arm, 

leg and facial muscles, impaired balance and coordination of movements, speech impairment, loss of 

consciousness, memory impairment, psychomotor arousal, violation of behavior. The average 

duration of a TIA episode is 8-14 min., most TIAs are resolved within 1 hour or earlier. According to 

V.A. Parfenova, the duration of TIA symptoms less than 1 hour was noted in 43.5%, from 1 to 3 

hours – in 45.7%, more than 3 hours – in 10.9% of patients. TIA occur in the carotid basin almost 4 

times more often than in the vertebrobasilar [7]. In most cases, the diagnosis of TIA is determined 

retrospectively, because at the time of examination of the patient by a neurologist, his focal 

symptoms regress spontaneously [13]. In this regard, it is necessary to carefully collect anamnesis 

and knowledge of the clinical manifestations of TIA by doctors of various profiles. TIA can be 

repeated often or develop once. Verification of the diagnosis of TIA is based on: assessment of the 

clinical picture, determination of the etiology of TIA using echocardiography (EchoCG) or duplex 

scanning of the vessels of the neck and brain, if necessary, angiographic examination, exclusion of 

cerebral infarction using neuroimaging methods (CT or MRI), which must be carried out even with 

complete regression of symptoms. The main objectives of the diagnosis of TIA are the exclusion of 

cerebral infarction in the first 3 hours from the development of TIA, the exclusion of other diseases 

that have a clinical picture similar to TIA, the determination of the etiology of TIA (differentiation of 

embolic and non-embolic TIA, TIA with carotid and vertebral stenosis) in order to timely begin 

targeted prevention of cerebral infarction. Computed tomography (CT) or magnetic resonance 

imaging (MRI) of the head is indicated for all patients who, based on the clinical picture, have a 

suspicion of TIA. If the patient is hospitalized within 1-6 hours after TIA, CT or MRI should be used 

to exclude a cerebral infarction, as well as a subdural hematoma or brain tumor. Duplex scanning 

makes it possible to diagnose various pathological vascular processes based on direct echographic 

signs, including atherosclerosis, vasculitis, angiopathies, vascular anomalies, aneurysms, etc. The 

advantages of DS include the possibility of detecting early preclinical signs of the disease, assessing 

changes in hemodynamics in real time with the detection of not only organic, but also functional 

disorders of blood flow. Magnetic resonance angiography (MRA) or CT angiography is indicated 

when DS does not give a reliable result. Carotid angiography is a standard diagnostic procedure 

before performing carotid endarterectomy. It is also indicated for patients with TIA in the event that 

DS and MRI (CT angiography) give contradictory results, or if their implementation is impossible. 

EchoCG is indicated when the cardioembolic mechanism of TIA is suspected in cases where the data 

of anamnesis and / or objective examination indicate the possibility of cardiological pathology when 

the patient's age exceeds 45 years, as well as when the results of a study of the vessels of the neck, 

brain and blood tests did not reveal the cause of TIA. In addition, the examination plan for TIA, as a 

rule, should include an ECG, a general blood test, determination of plasma electrolytes, creatinine, 

hematocrit, blood viscosity, prothrombin time, international normalized ratio (INR), serum 

osmolarity, fibrinogen, platelet and erythrocyte aggregation, glucose and blood lipids and 

antiphospholipid antibodies. The basic principles of management of patients with TIA before the end 

of the episode of PNMC do not differ from the tactics of management of a patient with a brain 
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infarction. If the symptoms associated with TIA persist for several hours and the patient has time to 

seek help, then he is subject to hospitalization in a specialized department for patients with ONMC 

for emergency indications in order to conduct differential diagnosis with ischemic stroke. This also 

applies to patients who have undergone TIA for the first time in their lives, if no more than 48 hours 

have passed since the regression of neurological symptoms. In the case of a longer time interval 

(more than 48 hours have passed since the end of the TIA), the patient is examined and treated on an 

outpatient basis. The examination includes MRI of the head, as well as ECG, DS and EchoCG. 

Repeated TIA, which developed during the next 12 hours of the outpatient examination period, 

forces a change in management tactics and serves as an indication for emergency hospitalization. In 

addition, it is necessary to hospitalize patients with symptomatic carotid stenosis of more than 50% 

of the artery lumen detected at the stage of outpatient examination; known heart disease, which may 

be a source of cardiogenic embolism; signs of hypercoagulation with a history of pulmonary 

embolism or any other arteries (ocular, coronary, mesenteric, peripheral); venous thrombosis, 

coagulogram changes. The main diagnostic tasks during hospital stay, as mentioned above, are the 

exclusion of cerebral infarction, differential diagnosis and the establishment of the etiology of TIA. 

After the completion of the TIA, the main efforts should be directed to the primary prevention of 

repeated ONMC. Prevention and dispensary supervision, medical indications and contraindications 

to the use of primary prevention methods, regular blood pressure screening and appropriate therapy 

for hypertension are recommended (lifestyle modification and drug therapy [14, 15, 17]. Elevated 

blood pressure makes the greatest independent contribution to the population cardiovascular risk, and 

blood pressure control is central to any successful strategy to reduce the risk of stroke. It was found 

that with an increase in diastolic blood pressure for every 10 mm Hg, the risk of stroke increases by 

1.95 times. The optimal level of systolic blood pressure is 140 mm Hg. and diastolic blood pressure 

– 90 mmHg. For patients with hypertension, diabetes mellitus or kidney disease, the target values of 

blood pressure are < 130/80 mmHg. The use of drugs of various classes, including diuretics, beta-

blockers, angiotensin converting enzyme inhibitors (ACE inhibitors), calcium antagonists and 

angiotensin II receptor blockers (ARBs), causes a similar reduction risk of stroke and cardiac events. 

Prevention and treatment of diabetes mellitus (DM), as this disease independently increases the risk 

of ischemic stroke by 1.8 - 6 times. Correction of blood glucose levels is recommended to be carried 

out by lifestyle changes and the appointment of individual pharmacotherapy [15, 16, 18, 19]. 

Impaired glucose tolerance is also an independent risk factor for stroke. However, normalization of 

blood glucose levels, intensive glycemic control (target level of glycated hemoglobin < 7.0%) does 

not lead to an additional reduction in the risk of stroke, although it is accompanied by a decrease in 

the number of cases of myocardial infarction (MI) and deaths. To reduce the risk of the first stroke in 

adult patients with diabetes with hyperlipidemia, the use of statins or fibrates [15, 16, 18, 19]. 

Patients with diabetes mellitus (DM) are characterized by the progressive course of atherosclerosis 

and the predominance of proatherogenic risk factors, primarily such as hypertension and lipid 

metabolism disorders. Correction of cholesterol (HC) (lifestyle changes, lipid-lowering drugs). In 

patients with coronary pathology, it is recommended to give preference to statin treatment [15, 16, 

18, 19]. A direct link between an increased level of cholesterol and an increased risk of ischemic 

stroke has been proven. An inverse relationship was also revealed between the values of high-density 

lipoprotein cholesterol and the risk of ischemic stroke. The use of statins in people with coronary 

pathology is accompanied by a decrease in the relative risk of ischemic stroke by 19 - 32%. The use 

of lipid-lowering therapy with other drugs (fibrates, niacin and zetimibe) for stroke prevention has 

not been proven. And it is also recommended to give up smoking, alcohol abuse, rational nutrition in 

the presence of diseases of the cardiovascular system, adherence to a diet with a restriction of table 

salt and unsaturated fats, enriched with fiber-rich fruits and vegetables [15, 16, 18, 19]. It is 

recommended for people with an increased body mass index, diet and increased physical activity to 

reduce weight [15, 16, 18, 19]. With a sedentary lifestyle, an increase in physical activity associated 

with the implementation of light-intensity exercise programs: healthy adults of all ages should spend 

2 — 2.5 hours a week on regular physical activity or moderate-intensity aerobic training or 1.5 - 2 

hours on more intense physical exercises [15, 16, 18, 19]. Insufficient physical activity is associated 

with increased the risk of general mortality, cardiovascular mortality, cardiovascular morbidity and 
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stroke. According to world studies, the risk of stroke or death among physically active men and 

women is on average 25-30% lower compared to the least active people. The protective effect of 

physical exertion may be due to a decrease in blood pressure and a beneficial effect on other risk 

factors for cardiovascular diseases, including diabetes and overweight. 
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