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ABSTRACT 
 

Corona viruses (CoVs) are well-covered RNA viruses that cause enteric and respiratory infections 
in humans and animals. Many human CoVs have recently gained global interest because of their 
lethal power and high contagious power. SARS-CoV-2, or COVID-19, is a pathogenic coV that first 
appeared in Wuhan, China. 
Corona virus Disease 2019 (COVID-19) created by SARS-CoV-2, has been declared as pandemic 
by the World Health Organization since March 11, 2020. The epidemic started in Wuhan and 
spread rapidly around the world. Corona virus is facing a major epidemic: Severe Acute 
Respiratory Syndrome (SARS) and Middle East Respiratory Syndrome (MERS). SARS-CoV-2 is a 
virus closely related to SARS. 
Corona virus (COVID-19) is caused by SARS-CoV-2 VIRUS, a complex clinical disorder 
characterized by severe pneumonia and acute respiratory stress syndrome. Serious and 
neurological disorders, such as encephalitis, coma, fever, epilepsy, and Guillain-Barré syndrome, 
are more common in cases of COVID-19. In addition, chronic autoimmune and neurodegenerative 
diseases may occur in SARS-CoV-2 immunopathology and colonization of intestinal and central 
nervous system, as well as systemic inflammatory response during COVID-19. Parkinson's disease 
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is a common neurodegenerative condition that causes the development of motor and non-motor 
symptoms. 
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1. INTRODUCTION 
 

COVID-19 is worse than a welfare emergency. It 
has the ability to inflict severe social and 
economic issues with long-term consequences 
[1]. To curb the spread of the virus, countries 
rush to treat patients, block transportation, 
evacuate residents, postpone major sporting 
events and concerts, and close schools. Most 
people experience respiratory symptoms from 
COVID-19, although there is growing evidence 
that some people with severe infections often 
experience emotional symptoms such as 
confusion, stroke, epilepsy, or loss of smell and 
taste [2,3]. Another risk factor is the vulnerability 
of patients with neurological conditions to 
COVID-19 and emerging community-based 
treatment [4]. First, people with dementia may 
have difficulty remembering isolation and control 
strategies (such as wearing masks), leaving 
them at risk of infection [5]. 
 
Older people have a much higher mortality rate. 
Changes in aging, as well as age-related 
comorbidities such as heart and lung disease, 
diabetes, and dementia, are contributing factors 
[6]. Many disorders in older patients can be 
considered a sign of weakness because they 
increase a person’s susceptibility to depression 
and inhibit the many systemic compensation 
efforts to maintain homeostasis [7]. Immune 
senescence refers to a series of age-related 
changes in the immune system of the elderly [8]. 
 
According to the facts, coronavirus not only 
affects the respiratory system, but can also infect 
the central nervous system. Human-coronavirus 
RNA found in human brain samples clearly 
suggests that these respiratory viruses usually 
infect humans and can cause long-term 
infections in the central nervous system [9]. 
 
About 36% of patients have neurological 
complications during the acute period of COVID-
19 infection, and 25% of those suffering from 
immediate central nervous system involvement 
[10]. Dizziness, headache, diminished 
consciousness, and seizures are among the 
most common symptoms. Cases with or without 
pre-existing neurological conditions is included in 
the neurological symptoms group [11]. Patients 

on intensive care units displayed anxiety, 
confusion, and symptoms of the corticospinal 
tract, such as increased tendon reflexes and 
clonus [12]. 
 

Convulsions, confusion, and symptoms of 
corticospinal tract, such as the development of 
tendon reflexes and clonus, are seen in patients 
in intensive care units. Olfactory (85.6%) and 
gustatory (88.0%) malfunctions were recorded by 
patients with symptoms of low to severe disease. 
Most importantly, anosmia occurs before all other 
health symptoms in about 11% of cases [13].  
 

2. MATERIALS AND METHODS 
 

This review study was conducted at Datta Meghe 
Medical College, Nagpur. The data for this article 
was collected from Google Scholar and other 
available resources at my reputed university 
(Datta Meghe Institute of Medical Sciences, 
Sawangi). 
 

3. DISCUSSION 
 

Neurological complications of para including 
Guillain-Barré syndrome, transverse myelitis, and 
widespread encephalomyelitis, identified in the 
Zika virus epidemic of 2015-2016, but to a 
greater extent given the number of people 
affected, can be dangerous greater than an 
excessive CNS virus attack. With regard to the 
fact that parasitic conditions often peak within 
four weeks, there was no clear trace from the 
countries affected at the start of the epidemic 
studies, which is reassuring. On the other hand, 
such interactions can develop over time and 
have significant clinical consequences. Patients 
with neurological problems may continue to be 
referred to intensive care for a long time, adding 
to the workload of the program. 
 

The adverse effect of COVID-19 on the CNS can 
be caused by at least four pathogenic 
mechanisms: (1) direct viral encephalitis, (2) 
systemic inflammation, (3) immune dysfunction 
(liver, kidney, lung), and (4) cerebrovascular 
changes. On the other hand, the emotional 
expression of COVID-19, is usually the result of a 
combination of the factors described above. 
 

COVID-19 survivors are at risk for long-term 
neurological symptoms due to one or more of 



 
 
 
 

Devkumar et al.; JPRI, 33(39B): 1-4, 2021; Article no.JPRI.71005 
 
 

 
3 
 

these mechanisms that exacerbate or 
exacerbate chronic neurological disease or 
trigger a new disease. According to the findings, 
one in three patients had symptoms of mental 
retardation and a lack of motor skills when 
exiting, confirming the question. With a direct 
walk from face-to-face visits where possible, a 
particular study can continue, at least in part. By 
promoting testing and compliance, as well as 
accessing tests and tracking results, these 
technologies have helped change that can have 
positive long-term results. 
 

4. COVID-19 SEVERELY AFFECTS 
MOSTLY THE ELDERLY PEOPLE 
  

4.1 Parkinson’s Disease (PD) 
 
Due to the depletion of dopaminergic cells in 
substantia nigra pars compacta and Lewy-
synuclein (-syn) -positive antibodies, PD is the 
second most common neurodegenerative 
disorder, characterized by progressive motor and 
motor impairment. The link between HIV infection 
and Parkinson's disease can be traced back to 
the early 20th century, when a series of cases of 
post-encephalitic Parkinsonism were discovered 
during the outbreak [14]. 
 

The mechanisms underlying this connection 
could point to direct neuronal damage as a result 
of virus infection of the central nervous system 
(CNS) and subsequent loss of dopaminergic 
cells in the substantia nigra pars compacta. 
H1N1 Influenza-A virus infection has been shown 
to suppress protein degradation at the 
autophagosome–lysosome system level and 
precipitate -syn accumulation in Rag knockout 
mice.  Additional studies showed that influenza A 
virus impairs dopaminergic transmission and 
compromises the integrity of the blood-brain 
barrier (BBB), whereas hepatitis C impairs 
dopaminergic transmission and jeopardizes BBB 
integrity. As a result, the infection can disrupt the 
cellular pathways involved in Parkinson's 
pathogenesis, which can lead to the onset of the 
disease [15-17]. 
 
Pull leaflets can allow SARS-CoV2 to enter the 
brain. Leyy's body accumulation begins in the 
enrichment process and spreads to other brain 
structures through olfactory system integration, 
which has led to neuronal degeneration in 
Parkinson's disease. Finally, no matter what the 
cause, emotional disorders are related to 
neuroinfigueation and often have negative effects 
on the CNS, leading to emotional development. 

As a result, COVID-19 directly represents a 
stressful event that may have contributed to the 
onset of Parkinson's disease [18.19]. 
 

5. CONCLUSION 
 
Patients surviving COVID-19 are at increased 
risk of developing future neurological disorders, 
including Alzheimer's disease, according to 
evidence. Neurologists, psychiatrists, and 
caregivers should be informed of the possible 
increase in such cases among COVID-19 
survivors. As a result, we can say that COVID-19 
has an effect on the brain.  
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