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INTRODUCTION

Chronic neonatal mellitus is a type of diabetes that develops in
the first 6 months of life and persists throughout life. This form
of diabetes is characterized by high blood sugar levels due to a
deficiency of the hormone insulin. Insulin controls the amount
of glucose that is transferred from the blood to the cells to be

converted into energy.

People with chronic neonatal diabetes experience a slow growth
before birth. In some cases, people with chronic neonatal mellitus
also have growth retardation and epilepsy. This combination
of delayed development, epilepsy, and congenital diabetes
mellitus is called DEND syndrome. A small number of people
with chronic diabetes have underdeveloped pancreas because
pancreas produce digestive enzymes and release insulin and other
hormones. Affected people experience digestive problems such as
fatty cell deficiency and inability to obtain fatsoluble vitamins.
Chronic neonatal mellitus diabetes can be caused by a number of

genetic mutations.

About 30% of people with permanent neonatal diabetes have
changes in the KCNJ11 type. Some 20% of people with chronic
neonatal mellitus have changes in the ABCCS type. These genes
provide instructions for the formation of the potassium-sensitive
potassium channel. K-ATP channels are found throughout
the cell membrane in the beta cells to secrete insulin into the
pancreas. Closure of the arteries in response to increased sugar
levels causes insulin secretion from beta cells and blood, which

helps control blood sugar levels.

Genetic mutations in the KCNJ11 or ABCCS8 gene that cause
permanent neonatal diabetes lead to unstoppable K-ATP channels,
lead ing to a decrease in insulin secretion from beta cells and
the control of impaired blood sugar. Genetic mutations in the
INS gene, which provide insulin instructions, have been found in
about 20% of people with chronic diabetes. Persistent congenital
diabetes mellitus can be caused by mutations in other genes, some

of which have not yet been identified. Chronic neonatal mellitus

diabetes can have different genetic patterns. In about 90% of
these cases, the condition results from a new genetic mutation
and occurs in people who do not have a history of disorders
in their families. In the remaining cases, the affected person
inherits the conversion from one affected parent. When chronic
neonatal diabetes is caused by a genetic mutation in ABCCS, it
can be acquired as a high-grade or autosomal pattern. With an
autosomal recessive legacy, both copies of the element in each cell
are flexible. The parents of a person with autosomal oppression
each carry a single copy of the mutated gene, but usually do not
show any signs or symptoms of the condition. What is unusual is
that, the condition is caused by mutations in other genes, and in
these cases it is also acquired as an autosomal recessive pattern.
The perception of people with neonatal diabetes mellitus varies
among people affected. Among the infants affected, some have
diabetes permanently; some have recurrent diabetes and relapses.
Since diabetes can recur in childhood or adulthood, it is often
impossible to look for any permanent remission. It is estimated
that neonatal diabetes mellitus will be temporary in 50% of cases.
In childbirth, the prognosis is usually related to the severity of the
disease, the rate of dehydration and acidosis, and how quickly the
disease is diagnosed and treated. The presence of abnormalities
associated with it may interfere with human predictions. Long-
term vision often relies on human body control, which affects
the presence and severity of diabetesrelated complications. In
addition, prognosis may be better determined by knowledge
of the underlying genetic causes of the disease. With proper
management, complete predictions of normal health and normal

mental growth are often positive.
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