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INTRODUCTION

Congenital Heart Disease (CHD) refers to a range of structural
abnormalities of the heart present at birth. These defects can
involve the heart walls, valves, arteries, and veins near the heart,
disrupting normal blood flow. CHD is the most common type of
birth defect, affecting about 1 in 100 new-borns. The causes
are often multifactorial, involving genetic and environmental
factors. Common types of CHD include atrial and ventricular
septal defects, patent ductusarteriosus, and tetralogy of Fallot.
The severity of CHD can vary widely. Some infants may have mild
defects that pose few health issues and may even resolve on
their own. Others may have complex, life-threatening conditions
requiring immediate medical intervention. Symptoms can
include rapid breathing, cyanosis (bluish tint to the skin), fatigue,
and poor weight gain. Advances in prenatal screening, diagnostic
techniques, and surgical interventions have significantly
improved outcomes for those with CHD. Early detection and
treatment are crucial for managing CHD. Treatment options
range from medication and minimally invasive procedures
to complex surgeries, depending on the defect’s nature and
severity. On-going care is often necessary, as individuals with
CHD may face long-term health challenges. With appropriate
medical care, many people with congenital heart disease can
lead healthy, active lives [1,2].

DESCRIPTION

Congenital Heart Disease (CHD) encompasses a variety of heart
abnormalities present at birth, impacting the structure and
function of the heart. These defects can involve the heart’s
interior walls, the valves, or the large blood vessels attached to
the heart. The spectrum of CHD is broad, ranging from simple
conditions like small holes between heart chambers to complex
anomalies such as tetralogy of Fallot, which combines four
different heart defects. The causes of CHD are often a mix of
genetic predispositions and environmental influences during
pregnancy. While some cases are linked to chromosomal

abnormalities or genetic syndromes, others might arise due to
maternal factors such as infections, diabetes, or medication use
during pregnancy. Clinical presentation varies significantly; some
infants may be asymptomatic, while others exhibit symptoms
like cyanosis, heart murmurs, rapid breathing, and failure to
thrive. The diagnosis of CHD often involves echocardiography,
electrocardiograms, and sometimes more advanced imaging
techniques such as MRI or CT scans. Management strategies for
CHD depend on the specific defect and its severity. Interventions
range from watchful waiting for minor defects to medications
that manage symptoms or prevent complications [3,4]. Surgical
options, including catheter-based procedures and open-heart
surgery, are available for more severe cases. Lifelong monitoring
and follow-up care are typically necessary, as individuals with
CHD may experience issues such as arrhythmias, heart failure,
or developmental delays.

CONCLUSION

In conclusion, Congenital Heart Disease (CHD) represents a
diverse group of heart abnormalities present at birth, ranging
from simple defects to complex conditions. Early diagnosis
and treatment are crucial, utilizing techniques such as
echocardiography and advanced imaging. Management varies
from monitoring and medications to surgical interventions,
tailored to the defect’s severity. Lifelong follow-up is often
necessary to address potential complications. Advances in
medical and surgical care have significantly improved outcomes,
enabling many individuals with CHD to lead healthy, active lives.
On-going research and innovation continue to enhance the
quality of care for those affected by this condition.
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