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Received: March 11th 2024 The coronavirus pandemic has had a drastic negative impact on global health 

indicators. To date, about 62 million cases of coronavirus infection have been 
identified around the world. According to WHO data, complications of the 

coronavirus disease with cardiovascular system diseases vary from 2.9% to 

35.2% in different regions of the world. According to statistics, when 
complicated with cardiovascular diseases, 23.7% of patients with COVID-19 

become seriously ill, and 10.7% of patients die. Patients suffering from 
coronavirus disease have a high risk of developing myocardial infarction on the 

2-7th day of the disease, and it has been found that many patients do not have 

clinical symptoms characteristic of infarction. 
   When studying 40 patients treated in September and October 2022 in the 

Therapy Department of the 1st clinic of Samarkand State Medical University, 2 
patients with a background of coronavirus and 7 patients with myocardial 

infarction after a coronavirus disease were recorded. The specificity of the 
clinical course of coronavirus-associated myocardial infarction has not been 

studied in the territory of Uzbekistan and is of great scientific and practical 

importance. 
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Coronavirus infection was first identified in the Chinese 
province of Wuhan, Hubei province. The World Health 

Organization (WHO) officially declared the SARS-CoV-2 

epidemic an emergency of international concern on 
January 30, 2020, and a global pandemic on March 11, 

2020. WHO called on countries to implement measures 
to prevent the spread of the virus and protect public 

health, introducing strict social distancing and 

quarantine [1].  
  Despite international efforts, SARS-CoV-2 has spread 

to 213 countries, resulting in more than 5 million cases 
and nearly 400,000 deaths since its official identification 

in Wuhan, China, in December 2019 [2]. As of 
November 7, 2022, 244,739 cases of coronavirus 

disease and 1,637 deaths (0.7%) were registered in 

Uzbekistan [3]. The disease caused by the new 
coronavirus infection has been named by WHO as 

“Covid-19” (“Coronavirus disease, 2019”). This name 
was chosen to avoid confusion regarding the origin, 

population, geography, and association of the disease 
with animals. 

On February 11, 2020, the International Committee for 

the Study of the Coronavirus announced the official 
name for the new virus: severe acute respiratory 

syndrome coronavirus (SARS-CoV-2). Nevertheless, in 
many cases, the acronym COVID-19 is used [WHO, 

2020]. Reports have detailed various cardiac 

pathologies associated with COVID-19, including heart 
failure, myocarditis, and acute coronary syndrome [4]. 

It is hypothesized that COVID-19 may cause myocardial 
injury through several pathways, including direct 

infection-induced damage to myocardial cells and blood 
vessels, inflammation, thromboembolism, and virus-

associated cytokine release. situations [5]. 

For the first time, in 1965, human coronavirus infection 
(HCoV) was detected in embryonic tracheal tissue 

culture, and until 2002, the virus was considered not to 
be highly pathogenic. These views changed in 2002 

after the spread of the infection in the form of atypical 
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pneumonia in China. After 10 years, Middle East 

Respiratory Syndrome (MERS) was detected in Saudi 

Arabia [6]. Although the above outbreaks were caused 
by different strains of the virus (SARS-CoV and MERS-

CoV, respectively), both viruses that caused the 
pandemic belong to the β-coronavirus group [7]. SARS-

CoV and MERS-CoV viruses were first identified in bats, 

and currently these creatures are considered the natural 
reservoir of the pathogen. All over the world, organisms 

genetically similar to the SARS-CoV and MERS-CoV 
viruses detected in bats have been identified [8].  

   Men over 65 years of age are at risk of contracting 
the virus. Smoking is also one of the important risk 

factors (XO) [9]. A multicenter study was conducted in 

order to dynamically evaluate the health and 
psychosomatic condition of patients with chronic non-

infectious diseases (NCDs) during the 
quarantine/isolation period. According to the results, 

physical activity decreased in 38% of patients in 

quarantine and isolation, and on the contrary, increased 
physical activity was observed in 13%. An increase in 

food intake was observed in 40% of patients, and this 
led to an increase in body mass and body mass index of 

up to 15%. Before the pandemic, 33% of patients 
consumed alcohol, and after the pandemic, this figure 

increased to 3%. In the pre-pandemic period, 12% of 

patients smoked, and during the quarantine period, this 
indicator increased by 1.5 times. During isolation, 53% 

of patients suffered from mild stress, 40% from 
moderate stress, and 6.5% from severe stress. 46% of 

patients with SNIK suffered from mild 

anxiety/depression, while 5.4% of patients had severe 
anxiety/depression. Among SNIK, hypertensive disease 

was common (in 67% of patients), hypertensive crisis 
was observed in 22% of patients during the quarantine 

period, and the dose of antihypertensive drugs was 

required to be increased in 19% of patients. The 2nd 
place in terms of frequency is I III functional class 

angina pectoris (32%), only in 2% of cases was the 
worsening of the patient's condition [10]. Patients with 

cardiovascular or cardiovascular risk factors (older age, 
male gender, AG, QD, obesity) along with coronavirus 

disease are characterized by a severe course of COVID-

19 and high hospital lethality [11]. 
   According to these available data, the frequency of 

cardiovascular diseases (CVD) in hospitalized patients 
with COVID-19 is high, and the level of risk is even 

higher in them. Arterial hypertension (AG) is a common 

comorbidity in patients with CKD hospitalized with 
COVID-19. In this case, it was determined that the 

result of the assessment also depends on the region 
where the research was conducted and the age of the 

patients [12]. When the results of 31 studies involving 

77,314 patients suffering from COVID-19 were meta-

analyzed, it was found that the presence of CKD in the 

patient's anamnesis is a predictor of high risk of CKD 
complications and cardiovascular complications (CVD) 

[13]. At the same time, during the inpatient treatment 
of patients with coronavirus, the occurrence of SEVERE 

was observed in an average of 14% of patients, and this 

condition is also a predictor of a lethal outcome. In 
addition, YUQTA can be monitored even after the 

patient is discharged from the hospital. In a study of 
47,780 patients with coronavirus, analyzed a median of 

140 days after hospital discharge, major CHD (heart 
failure, myocardial infarction (MI), stroke, and cardiac 

arrhythmias) compared with a control group it was 

found to be 3 times more frequent in comparison [14]. 
The ARIC prospective cohort observational study 

showed that approximately 90 days after myocardial 
infarction, patients have an increased risk of developing 

CVD and stroke [15]. 

   A high concentration of D-dimer in the blood, which 
is a marker of activation of the blood clotting system, is 

also associated with a high risk of bleeding. Taking into 
account the role of thrombosis in the pathogenesis of 

COVID-19, we can understand the importance of D-
dimer in determining the severity of COVID-19 [16]. In 

addition to elevated D-dimer levels, blood levels of 

cardiac troponin (which correlates well with levels of S-
reactive protein (SRO), a marker of inflammation) and 

brain natriuretic peptide (N-N) are important predictors 
of COVID-19 severity and prognosis. fragment (NT-

proBNP) (determining the degree of myocardial damage 

- correlated with the level of cardiac troponin) is also 
important [17]. According to the data, the course and 

complications of the coronavirus disease are relatively 
more severe in patients with CKD. In a retrospective 

analysis of data from 99 patients with coronavirus 

disease, pneumonia, and known outcomes in the first 
14 days after hospitalization, 55 patients with HF 

(chronic heart failure (CHF)) in inpatients in the city of 
Brescia, Northern Italy, Creatinine, NT proBNP, cardiac 

troponin, and procalcitonin levels were found to be high 
in patients with atrial fibrillation (AF) or AF. It is known 

from the anamnesis of these patients that they received 

renin angiotensin-aldosterone system (RAAT) blockers, 
anticoagulants and statins.  

  According to the results of the study, the incidence of 
lethality and septic shock was higher in patients with 

CKD (36% and 15%, r=0.02 and 11% vs. 0, r=0.02, 

respectively), and acute the tendency to respiratory 
distress syndrome, venous and arterial thrombosis was 

determined. In combination with the age factor, it was 
found that the mortality rate was reliably higher in 

patients with SYY, YIK, QD, SBK and high NTproBNP 
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index [18]. In a retrospective study of 671 patients 

hospitalized with severe COVID-19 at a university clinic 

in Wuhan, China, higher cardiac troponin was 
associated with older patient age, higher AG, YIK, SYY, 

and ECHT. was determined [19]. It was found that high 
troponin level, as well as high values of MV fraction of 

creatine phosphokinase and NTproBNP, are also 

independent predictors of in-hospital mortality. In 
addition, according to the results of the multifactorial 

regression analysis, YIK and SYY are predictors of the 
outcome of death. In 5257 patients with acute 

hypoxemic respiratory failure examined in New York 
City, it was found that the presence of independent 

predictors of death in hospital conditions was age, IHC 

and SYY [20]. 
   All of the above indicators indicate a more severe 

course of the disease, myocardial damage, dysfunction, 
and several reasons can be given for this: 

a) damage to the cardiovascular system caused by 

COVID-19; 
b) treatment modification due to the development of 

COVID-19; 
c) Cardiotoxic effects of drugs used for the prevention 

and treatment of COVID-19;  
d) insufficient resources of the health system to provide 

drugs used in the treatment of cardiovascular disease 

due to the increase in the number of cases of COVID-
19; 

e) due to continuous stress as a result of being kept in 
quarantine for a long time during the COVID-19 

pandemic, failure to contact a medical facility in time 

due to the risk of contracting the coronavirus disease; 
f) Increased frequency of sudden death in the pre-

hospitalization phase [21]. 
   It is noted that when diseases of the cardiovascular 

system are accompanied by high levels of cardiac 

troponin, the probability of a bad prognosis is high. 
  N.S. Hendren et al introduced a new concept to 

describe the cardiological manifestations of COVID-19: 
acute COVID-19-associated cardiovascular syndrome. 

This concept includes cardiovascular and 
thromboembolic complications that may occur under 

the influence of coronavirus infection [22]. Acute covid-

19 associated cardiovascular syndrome arrhythmias 
(ventricular fibrillation, ventricular tachycardia and 

ventricular fibrillation), acute myocardial injury, 
fulminant myocarditis (important in the development of 

heart failure), pericarditis, cardiac tamponade, acute 

coronary Arterial and venous thrombotic disorders, 
stroke, pulmonary embolism (PET), deep vein 

thrombosis, manifested in the form of syndrome (OCS). 
It was found that during the KVI pandemic, the number 

of in-hospital deaths in patients with ST segment 

elevation myocardial infarction increased [23]. It was 

also found that the combination of YY and YIK increases 

the risk of death in hospitalized patients with CVI [24].  
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