e!
o
4

Q
E?Q’ % 2
: :
£ o 2
El o
s @9 ¢

mistry,
B,
o)

Cell Biology

Sharma, J Biochem Cell Biol 2023, 6:2

Journal of Biochemistry and

A Case Report on the Cell Death on Old age People and Children

Ravi k Sharma*

Department of Pharmacy, School of chemical sciences and pharmacy, Central University of Rajasthan, Aimer 305817, Rajasthan, India

~

Abstract

As we age, our bodies go through many changes, remembering changes for our phones. Cell death, a natural
process that occurs in all organisms, is one of the most significant changes. Cell death is necessary for the body to
function properly, but it can cause health issues, especially in older people, if it occurs too frequently or quickly. Cell
death can take one of two main forms: necrosis and programmed cell death. A process by which cells self-destruct in
a controlled manner is referred to as "programmed cell death," and it is also known as "apoptosis." The normal growth
and maintenance of healthy tissues depend on this process. On the other hand, when cells are damaged beyond
repair, necrosis is an uncontrolled and unintentional form of cell death [1].
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Introduction

As we get older, the rate of programmed cell death goes up.
This is because the body needs apoptosis to get rid of damaged cells
because our cells get damaged over time. However, with age comes an
increase in the rate of necrosis, which can be problematic [2, 3]. Rot
can cause irritation, which can prompt tissue harm and increment the
gamble of constant sicknesses. The loss of strength and muscle mass
in older people is one of the most significant effects of increased cell
death. Sarcopenia is a common condition that affects older people. A
loss of independence, weakness, and frailty are all possible outcomes
of sarcopenia. Additionally, it may raise the likelihood of injuries and
falls. Cognitive decline is another outcome of increased cell death in
older adults. The death of brain cells is the cause of this decline, which
can result in memory loss, confusion, and other cognitive problems.
Although cell death in the brain is a normal part of aging, it can lead
to neurodegenerative diseases like Alzheimer's and Parkinson's if it
occurs too quickly [4, 5].

Discussion

There are a number of factors that increase the rate of cell death
in older people. Chronic inflammation, oxidative stress, and genetic
factors are a few examples. A wide range of chronic diseases are linked
to chronic inflammation, which is a common condition in older adults.
When the body's capacity to neutralize reactive oxygen species (ROS)
is out of balance, this condition is known as oxidative stress. ROS has
the potential to harm and kill cells. Hereditary factors likewise assume
a part in cell demise, as a people might have a higher inclination to
specific illnesses. Even though there is no way to completely prevent
cell death in older people, there are ways to slow it down. These include
controlling your stress, eating a healthy diet, working out frequently,
getting enough sleep, and so on. Inflammation, oxidative stress,
and other factors that promote cell death may be lessened by these
modifications to one's lifestyle. Cell Death in Children: Cell death is
a natural process that occurs in all living things, including children.
Causes, types, and implications However, when cell death occurs in
particular tissues or at an abnormal rate, it can have significant effects
on the child's health and development. We will investigate the various
types and causes of cell death in children, as well as their potential
implications, in this article [6, 7].

Children's cell death types: children can experience three
main types of cell death

Apoptosis: This is a type of programmed cell death that is a normal

part of growth and development. Apoptosis helps shape organs and
tissues during development and is necessary for the removal of damaged
or unnecessary cells from the body. Necrosis: This is a spontaneous and
unintentional cell death brought on by disease or injury. Inflammation,
tissue damage, and the release of harmful substances into the body
are all possible outcomes of necrosis. Autophagy: Cells recycle and
decompose their own components in this process. Autophagy is
necessary for cellular health maintenance, but it can also be triggered by
stress or disease. Reasons for Cell Passing in Youngsters: Children may
experience cell death as a result of many different factors, including:

Changes in the genes: Different diseases, such as Huntington's
disease, cystic fibrosis, and cancer, can be brought on by gene
mutations that cause abnormal cell death. Infections: Tissue damage
and organ failure can result from bacterial, viral, and fungal infections
that cause cell death. Autoimmune conditions: When the immune
system mistakenly attacks healthy cells in the body, autoimmune
disorders result in inflammation and cell death. Trauma: Actual injury,
like injury from mishaps or misuse, can cause cell passing in impacted
tissues. Toxin-related exposure: Cell damage and death can result
from exposure to environmental toxins like lead, pesticides, and air
pollution [8].

Children's effects of cell death

The consequences of cell death in children vary depending on the
type and extent of the death. During embryogenesis and the immune
system's development, for example, cell death can be a normal and
necessary part of development in some instances. However, when cell
death occurs abnormally or in particular tissues, it can have significant
effects on the child's health and development, including the following:
Dysfunctioning organs: Organ dysfunction and failure can result from
cell death in vital organs like the brain, heart, and liver. Disorders of
the brain: Neurological disorders such as epilepsy, cerebral palsy, and
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autism spectrum disorders can result from abnormal cell death in the
brain. Formative deferrals: Developmental delays or disorders, such as
Down syndrome or congenital heart defects, can result from abnormal
cell death during development. Cancer: By allowing damaged cells
to multiply and form tumors, abnormal cell death can contribute to
cancer development [9, 10].

Conclusion

In conclusion, cell death is a natural process that occurs in all
organisms, including humans. As we age, the rate of cell death increases,
and this can lead to a range of health problems. By understanding the
factors that contribute to cell death, we can take steps to slow down
the process and reduce the risk of age-related health problems. It is
important to remember that aging is a natural process, and while we
cannot stop it, we can take steps to age gracefully and maintain our
health and independence as we grow older. Cell death is a natural and
essential part of development and growth in children. However, when
cell death occurs at an abnormal rate or in specific tissues, it can have
significant implications for the child's health and development. By
understanding the different types and causes of cell death in children,
we can better identify and treat conditions that may arise from
abnormal cell death, ultimately improving the health and well-being
of our children.
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