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Abstract

Congenital heart disease (CHD) is the most common congenital cardiac defect in children. It is a
significant cause to infant death and morbidity. This article provides an overview of the etiology and
epidemiology of CHD. According to the WHO, Bangladesh has a 6% incidence of congenital heart
disease. Nine frequent lesions make up 80% of congenital heart disease. The majority of the rare or
complex lesions that make up the remaining 20% of congenital heart disease. The study aims to
contribute to overview of CHD enhancing patient outcomes and informing public health policies. This
review study employs a systematic review approach to compile and analyze existing research on
children with suspected congenital heart disease. We looked at recent studies, and searched pub med,
Cochrane database, cardiovascular disease journal. The data mainly involve a review of CHD from
various studies of sample groups of different ethnicities; age groups and gender were evaluated. After
the application of predefined inclusion/exclusion criteria, 50 studies were included in the systematic
review. CHD impacts millions of women worldwide children suffer silently without knowing that there is
treatment. CHD are revealed by epidemiology research which must recognize the value of routine
medical exams, with the help of successful transition program. A thorough review of the most recent
research on the pathophysiology, Incidences clinical symptoms, and therapy of CHD was conducted and
optimum care of CHD is essential to enhance the quality of life and prevent the progression of the
diseases.
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Introduction

The most prevalent congenital lesion and the most prevalent form of heart disease in children is congenital
heart disease. It is a significant contributor to infant death and morbidity (Muntean et al. 2017, Wu et al.
2020). A gross anatomical anomaly of the heart or intrathoracic great vessels that is actually or potentially
functionally significant is referred to as congenital heart disease (Mitchell et al. 1971, Chowdhury et al.
2022a,b). Congenital heart disease affects about 8 out of every 1000 live births, with stillbirth, spontaneous
abortion, and prematurity having greater incidences (Fyler et al. 1980, Jordan and Scott 1989). The
incidence of the iliness has remained constant over the past three decades, indicating little progress in our
understanding of the etiology of CHD, even while surgical and medicinal advancements have increased
childhood survival in CHD from 20% in 1950 to >90% today (Muntean et al. 2017, Zimmerman et al. 2020,
Wu et al. 2020). Indicating a continuing health inequality, mortality has also remained disproportionately
higher in babies and at poorer socio-demographic indices. Additionally, some survivors report having a poor
quality of life and having lifelong morbidity, such as developmental disabilities (Wernovsky and Licht 2016).
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According to the World Health Organization (WHO), Bangladesh has a 6% incidence of congenital heart
disease, India has a 15% incidence, Burma has a 6% incidence, and Sri Lanka has a 10% incidence of all
cardiovascular diseases (Malik 1976). This review offered an in-depth examination of congenital heart
disease (CHD) in children, covering its epidemiology, causes, clinical manifestations, diagnostic techniques,
treatment approaches, and prognosis. By compiling and analyzing recent knowledge and advancements, this
review seeks to elevate awareness and understanding among healthcare providers, facilitate early diagnosis
and treatment, and ultimately improve the health outcomes for children with CHD.

Nine frequent lesions make up 80% of congenital heart disease, while the relative frequency of the most
common lesions changes depending on the source (Jackson et al. 1996). These include tetralogy of fallout
(4%), pulmonary stenosis (9%), atrial septal defect (5%), patent ductus arteriosus (9%), coarctation of the
aorta (5%), transposition of the great arteries (5%), and ventricular septal defect (36%). The majority of the
rare or complex lesions that make up the remaining 20% of congenital heart disease were reported.
(Bernstein et al. 2008). Early detection and timely intervention in children with suspected congenital heart
disease improve clinical outcomes and reduce long-term complications. CHD is a frequent congenital defect
that places a heavy financial and emotional strain on the entire family. However, the likelihood of long-term
complications is lower and the outcome is better if the issues are identified earlier in life. A greater number of
children with CHD are surviving into adolescence and adulthood as a result of improved medical and surgical
care (Camm and Bunce 2005). With the exception of a few sporadic reports, the clinical pattern of CHD in
Bangladeshi children is not well known (Sharmin et al. 2008). The study aims to contribute to the improved
diagnosis, treatment, and management of congenital heart disease in children, ultimately enhancing patient
outcomes and informing public health policies.

Methodology

This is based on a comprehensive literature search, looking into a recent meta-analysis, and searching
PubMed, Cochrane database, Elsiver, and cardiovascular surgery journal. The data mainly involve a review
of various studies of cardiovascular disease from sample groups of different ethnicities. We tried to get the
studies, by searching for symptomatology and the epidemiology of cardiovascular disease. This review study
employs a systematic review and meta-analysis approach to compile and analyze existing research on
children with suspected congenital heart disease (CHD). The study follows the PRISMA (Preferred Reporting
ltems for Systematic Reviews and Meta-Analyses) guidelines to ensure comprehensive and transparent
reporting of the review process. Inclusion criteria: studies involving children (aged 0-18 years) suspected of
having congenital heart disease. Studies that utilize non-invasive diagnostic tools such as echocardiography,
electrocardiograms (ECGs), magnetic resonance imaging (MRI), and chest X-rays. Articles published in
peer-reviewed journals in English. Studies reporting on the accuracy, sensitivity, and specificity of diagnostic
tools, clinical outcomes, risk factors, and intervention strategies. Exclusion criteria: Studies involving adults
with congenital heart disease. Case reports, editorials, and review articles. Studies not available in full text or
in languages other than English

Data Sources and Search Strategy: A comprehensive literature search will be conducted using the following
electronic databases: PubMed, MEDLINE and Cochrane Library. As this study is a review of previously
published research, it does not involve primary data collection and does not require ethical approval.
However, the review will adhere to ethical standards in research by ensuring accurate and unbiased
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reporting of finding. Potential limitations of this study include the variability in study designs, diagnostic
criteria, and outcome measures across the included studies, which may introduce heterogeneity and affect
the generalizability of the findings. Congenital cardiac abnormalities can be categorized in a variety of ways;
the following categories could be used to emphasize the underlying anatomy and pathophysiology like - (a)
CHD with shunt between systemic and pulmonary circulation, (b) left heart CHD, (c) right heart CHD, (d)
CHD with anomalous origin of great arteries, and (e) miscellanea (Micheletti 2019). Brief information on the
basis of mentioned points are given below-

(a) CHD with shunt between systemic and pulmonary circulation
eAtrial Septal Defect:

A communication between the atrial chambers known as an atrial septal defect (ASD) allows for left-to-right
shunting (Fig. 1). It is the second most widespread kind of CHD, affecting 7-10% of people overall. It is more
common in women (2:1) and is most frequently detected in late childhood or adults. There are various forms
of ASD was reported by Anderson et al. (2002).

Ostium secundum ASD: The most common type of ASD, accounting for 70-80% of all cases, is caused by
a defect in the flap valve of the oval fossa, which can manifest as multiple fenestrations, incomplete
development, unsuccessful overlapping to the septum secundum, or even total absence. In 10% of
instances, abnormal pulmonary venous return is evident.

Ostium primum ASD: A component of the atrioventricular septal defect that is present in 15% of all ASDs
and is situated close to the crux.

Sinus venosus defect: While functional closure occurs in 5-10% of infants near the superior and inferior
vena cava (SVC) or inferior and posterior to the inferior vena cava (IVC) entries, complete anatomic closure
occurs in 70-75% of adults (Schneider et al. 1996). Due to paradoxical emboli, the patent foramen ovale
(PFO), which refers to the postnatal maintenance of this normal communication, takes clinical importance in
some individuals with cerebral vascular accident and CHD (Furlan et al. 2012).

Diagnosis: From an early age, the second heart sound is widely split and fixed and is accompanied by a
low-pitched systolic ejection murmur. The preferred diagnostic test is TTE. To determine pulmonary vascular
resistance and evaluate pulmonary circulation vasoreactivity in the case of PH, diagnostic cardiac
catheterization is required (Micheletti 2019).

Treatment: The rationale for ASD closure is the existence of a hemodynamically substantial L-R shunt (a
pulmonary blood flow to systemic blood flow ratio of >1.5:1.0) and/or right chamber volume overload without
considerable PH (pulmonary hypertension). Surgery or, in the event of secundum ASD and acceptable
anatomic rims, device placement during interventional catheterization can be used to achieve closure (Butera
etal. 2008).

Outcome: The most frequent late problem is atrial arrhythmia, and the risk gets up as child get older after
the treatment. Although uncommon in patients who underwent surgery before the age of 25, PH is another
late complication that can affect survival, and the risk rises with advancing age at repair as well (Hoffman et
al. 2004). Performing closure during adolescence or childhood results in a return to normal life expectancy
(Roos-Hesselink et al. 2003).
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Fig. 1. Atrial septal defect and types (https://perfusfind.com/en/eisenmenger-syndrome-with-patent-ductus-
arteriosus-pdal).

A communication between the two ventricles is known as a VSD-ventricular septal defect (Fig. 2). It accounts
for about 20% of all defects and is the most prevalent CHD. It can happen alone or as a component of a
complicated cardiac abnormality (Hoffman et al. 2004). Different types of VSD can be categorized based on
the anatomical position of the conduction system. Membranous septal aneurysms are frequently related and
may eventually lead to full or partial closure.

Muscular VSD: About 15-18% of all VSDs is completely covered by muscle and can be located within any
IVS muscular component. Small defects frequently close on their own; rarely, multiple defects the so-called
"Swiss-cheese" septum can be present.

Doubly committed, Juxta-arterial VSD: It occurs more frequently in Asian nations and is confined to the
area directly below the artery valves, which are consequently in continuous fibrous tissue.

Inlet defect: frequently seen in people with down syndrome; situated in the inflow part of the septum,
immediately inferior to the atrioventricular valve system.

The extent of the defect, ventricular systolic and diastolic performance, the existence of right ventricular
outflow tract obstruction (RVOT), and PVR all affect the direction and size of the shunt.

Diagnosis: It may take a few weeks after birth when the shunt reaches its peak before the typical
pansystolic murmur can be heard, which is best audible at the left mid to lower sternal border. In general, the
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murmur strength increases as the defect size decreases. The presence of a second sound that is
physiologically separated from respiration indicates appropriate pulmonary pressure. Variable levels of
cyanosis may be seen in POVD connected to VSD. The amount of the L-R shunt is closely correlated with
the degree of cardiomegaly and the rise in pulmonary vascular markings on a chest x-ray. TTE is required to
evaluate every characteristic, including position, size, number, relationship to other congenital defects or
aortic valve dysfunction, direction of the shunt, connection to the tricuspid valve and its cordal apparatus,
presence of aneurysmal tissue, and distance between the VSD and aortic valve (Simpson and Miller 2011).
To determine PVR and determine the vasoreactivity of the pulmonary circulation, a diagnostic cardiac
catheterization may be necessary in some carefully chosen cases.

Treatment: Small, restrictive VSDs may close on their own. To avoid difficulties in the future, moderate to
large VSDs are often closed through open heart surgery during infancy (Nygren et al. 2005). Although
surgery is still the preferred course of treatment due to its low operative mortality, transcatheter closure is
now a viable alternative that should only be used in certain situations involving either children or adults
(Carminati et al. 2005).

Outcome: A patient with a successful surgically corrected VSD has a great long-term outlook and a life
expectancy comparable to that of the general population (Roos-Hesselink et al. 2004). After surgical or
transcatheter closure of peri-membranous VSD, acute and/or late-onset complete atrioventricular block
(cAVB) caused by conduction system injury is still a serious concern; the incidence of cAVB after device
closure that necessitates permanent pacemaker implantation is 2.6%, and the risk is higher in children under
the age of six (Holzer et al. 2006, Butera et al. 2007, Carminati et al. 2007).

Doubly Committed

Fig. 2: Different types of VSD according to anatomical position within the septum viewed from RV side, TV
tricuspid valve, PV pulmonary valve (https://www.londoncardiovascularclinic.co.uk/cardiology-info/symptoms-
diagnosis/atrial-septal-defect-asd).

Atrioventricular Septal Defect (AVSDs)

A spectrum of cardiac malformations known as atrioventricular septal defects are characterized by aberrant
development of the atrioventricular junction, which typically results from endocardial cushion tissue (Fig. 3).
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Fig. 3. Atrio-ventricular septal defect (https://en.wikipedia.org/wiki/Dextro-
Transposition_of_the_great_arteries)

Diagnosis: It causes a superior and rightward QRS axis deviation on the electrocardiogram that is
commonly accompanied by an extended PR interval and QRS duration. Cardiomegaly and increased
pulmonary vascular markings on a chest x-ray indicate significant left-to-right intracardiac shunting and/or left
AV valve regurgitation; Eisenmenger syndrome is indicated by the presence of prominent central pulmonary
arteries along with peripheral "pruning" and an enlarged right heart. To rule out imbalanced ventricles,
outflow tract blockages, and related lesions, a thorough and sequential 2D and 3D TTE should be performed
(Hlavacek et al. 2006).

Treatment: Although the use of afterload reduction with ACE inhibitors is still debatable, complete AVSD
typically requires medical management with diuretics and ACE inhibitors while waiting for surgical repair.
Failure to thrive in the majority of infants is a sign that a repair is necessary, which is often done within the
first three to six months. After diagnostic catheterization, patients with unrepaired AVSD and Eisenmenger
syndrome respond to pulmonary vasodilator treatment (Micheletti 2019). Excellent short-term survival
following AVSD repair is currently the norm. The most frequent causes of late morbidity and mortality in
postoperative AVSD patients who require reoperation are heart block, subaortic stenosis, persistent septal
abnormalities, and failure of the left AV valve (mostly regurgitation) (Najm et al. 1997).
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Patent Ductus Arteriosus

The descending aorta and the roof of the pulmonary arterial trunk are connected by a vascular structure
called the patent ductus arteriosus (PDA), which is located close to the origin of the left pulmonary artery
(Fig. 4).
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Fig. 4. Patent ductus arteriosus (https://commons.wikimedia.org/wiki/File:Patent_ductus_arteriosus.sv).

Diagnosis: A normal ECG or left ventricular hypertrophy (LVH) is seen with small to moderate PDA.
Biventricular hypertrophy is seen with large PDA and pulmonary hypertension. Classically, chest x-ray
reveals enlarged cardiac silhouette when the relative pulmonary-to-systemic flow ratio is >2:1; cardiomegaly
occurs with the enlargement of left atrium (LA) and left ventricle and ascending aorta. Pulmonary vascular
markings are increased. TTE evaluation gives accurate information about ductal anatomy and physiology
and is practically feasible in almost all infants, in children, and in many adults (Micheletti 2019).

Treatment: Even asymptomatic patients with LV volume excess should have their PDA closed, as should
patients with PAH whose PAP or PVR are less than two thirds of their systemic pressure or two thirds of their
systemic vascular resistance, respectively. Avoid closure in PDA-Eisenmenger and "silent" ducts, which are
very small and without a noise. Percutaneous closure is an option for patients who meet certain requirements
for body weight and ductal size; it is practical and safe for kids above 5 kg with a PDA diameter of 2.5- 3.0
mm. This technique is still debatable for newborns of lower birth weight although thoracotomy surgery is now
the best option for treating bigger PDAs (Backes et al. 2016, Schwartz et al. 2016).

(b) Left-Heart Congenital Heart Disease
Cor Triatriatum Sinister

A fibrous membrane separates the left atrium into two chambers in cor triatriatum sinister (CTS), a rare
congenital anomaly that affects the mitral valve and left atrial appendage. The proximal chamber gets the
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pulmonary venous drainage. CTS can happen alone (classic) or together with other congenital heart defects
(atypical), like an ASD (Fig. 5).

Fig. 5: Cor Tri-atriatum Sinister (Avari et al. 2017).

Diagnosis: Right ventricular hypertrophy (RVH) and right axis deviation are frequently seen on ECGs. On a
chest x-ray, the right heart is enlarged to varied degrees, there is significant PA, and there is evidence of
pulmonary venous congestion or pulmonary edema. To evaluate the intra-atrial membrane features and the
presence of related CHD, TTE is essential.

Treatment: Any age should be taken into consideration if there are any associated symptoms or
consequences because surgery is the only effective treatment.

Outcome: Following surgery, there is little chance of recurrence intra-atrial blockage.
Congenital Mitral Valve Stenosis

Congenital mitral stenosis (CMS) is a congenital heart malformation comprising a spectrum of
morphologically heterogeneous developmental anomalies that result in functional and anatomic obstruction of
inflow into the left ventricle of a patient (Fig. 6).

NARROWED AND BLOCKING
BLOOD FLOW COMING INTO
LEFT VENTRICLE

HEALTHY MITRAL VALVE MITRAL VALVE STENOSIS

Fig. 6: Congenital mitral valve stenosis (https://drraghu.com/services/conditions/mitral-valve-stenosis).
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Diagnosis: A normal ECG throughout infancy may change as the condition advances to LA enlargement,
RVH enlargement, and RA enlargement. Atrial arrhythmias could develop if the atrium continues to dilate.
LA, PA, and RV are dilated on a chest x-ray, and Kerley's B lines might be visible in cases of severe disease.
In terms of MV anatomical and functional aspects, TTE is diagnostic of the disease.

Treatment: To treat pulmonary venous congestions, patients may need diuretics. Surgery to repair the valve
or replace it with a prosthetic valve may be necessary in cases of severe obstruction, although doing so
bears risk of morbidity and mortality.

Congenital Mitral Valve Regurgitation

Congenital means it is present at birth and the mitral valve prolapse (MVR) can cause blood to leak
backward, a condition called mitral valve regurgitation (Fig. 7). Congenital mitral valve anomalies are
problems with the valve between the heart's two left chambers.

Diagnosis: At the apex, there is a regurgitant holosystolic murmur that radiates to the left axilla and left
back. Additionally, a strong S3 and an apical rumble could be heard. ECG and CXR results for moderate to
severe regurgitation may indicate hypertrophy and enlargement of the left chambers. Echocardiography,
which may be used for both qualitative and quantitative evaluation, is the primary method for identifying
congenital MV regurgitation.

Treatment: Diuretics and ACE inhibitors are needed for patients who have congestive heart failure in order
to lower afterload and increase cardiac output (Hayek et al. 2005).

Aortic stenosis: Aortic stenosis (AS) affects 3-6% of CHD patients overall, and males are more likely to
develop it (4:1) than females. Valvular (70%), sub-valvular (23%), or supravalvular (7%) stenosis are all
possible. Typically, a bicuspid aortic valve with a fused commissure and an eccentric orifice causes valvular
AS (Fernandes et al. 2004).

Fig. 7: Stenotic aortic valve (macroscopic appearance) (https://femedicine.medscape.com/article/150638-
overview).

Treatment: Inotropic medications and diuretics should be initiated to treat CHF in critical, newborn valvular
AS, and prostaglandin E1 infusion should be administered to reopen the arterial duct. As quickly as feasible,
relief from AS should be accomplished with either surgical valvotomy or percutaneous balloon valvuloplasty
(PBV). In many clinics, percutaneous valvuloplasty has taken over as the treatment of choice, including for
children and young adults (Maskatia et al. 2011).
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(C) Right-Heart Congenital Heart Disease
Pulmonary Valve Stenosis

Pulmonary valve stenosis (PVS) is a type of heart valve disease that involves the narrowing of the pulmonary
valve, which controls the flow of blood from the heart's right ventricle into the pulmonary artery to carry blood
to the lungs (Fig. 8). 8-12% of all CHDs are caused by pulmonary valve stenosis (PVS) with normal cardiac
connections.
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Fig. 8: Pulmonary valve stenosis (https://www.amrihospitals.in/blog/pulmonary-valve-stenosis-causes).

Diagnosis: When there is substantial stenosis, the ECG typically reveals right axis deviation, RVH, and a
strain pattern; the severity of the disease is inversely correlated with the degree of RVH. Neonatal with
significant stenosis have oligemic lungs and various degrees of cardiomegaly visible on chest x-rays. Most
children with moderate to severe PVS have normal cardiac silhouettes that will last for a very long time. As
these children age, however, major PA enlargement may become more noticeable, which is consistent with
post-stenotic dilatation. There is still limited value for CT and MRI for diagnostic purposes in this age group,
as well as cardiac catheterization, which is strictly an interventional procedure. TTE is the primary diagnostic
modality, able to assess the features of the valve, the annulus size, the RV hypertrophy and dimensions, and
the presence of interatrial shunt.

Treatment: PGE1 infusion should be started as soon as possible to increase the size of PDA and thereby
improve pulmonary blood flow (PBF). Once stabilized, neonates should undergo cardiac catheterization for
percutaneous pulmonary valve balloon dilation, which is the preferred procedure, in order to reduce mortality
in newborns with critical PVS. After successful balloon dilation, PGE1 may then be stopped, but it's important
to keep in mind that some neonates may still momentarily need another source of PBF. This can happen
when RV stiffness prevents proper diastolic ventricular filling or when infundibular muscular hypertrophy
becomes more noticeable after the procedure and obstructs antegrade PV flow. A PDA stent or a surgical
mBT Scan serve as this additional source. In critically sick patients, immediate surgical pulmonary valvotomy
is recommended if percutaneous balloon dilatation fails (Coles et al. 1984).
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(d) CHD with Anomalous Origin of Great Arteries
Truncus arteriosus

One to four percent of CHDs are truncus arteriosus (TA) cases. TA may be connected to another poly mal-
formative syndrome like CHARGE association, which includes coloboma, heart disease, choanal atresia,
retardation of growth, genitourinary abnormalities, and esophageal atresia, in approximately 35% of cases of
the other cono-truncal anomalies (TOF, TGA and DORV) (McGoon et al. 1968) (Fig. 9).

Common ‘trunk’
gives rise to
pulmonary artery

Large VED

LWV: Left wentricle ® Oxygen-rich blood
RV Right ventricle ®» Oxygen-poor blood
LA Left atrium & Mixed blood
RA: Right atrium ® Mixed blaod

AD: Aorta
PA: Pulmonary artery

Fig. 9: Truncus arteriosus (https://www.chop.edu/conditions-diseases/truncus-arteriosus).

Treatment: The Rastelli procedure involves separating the PA from the arterial trunk and connecting it to
the RV with the interposition of an RV-to-PA conduit; in this way, the truncal valve will become the
"neoaortic" valve. Surgery is typically performed within the first six months of life (McGoon et al. 1968).

Heterotaxy

Heterotaxy is a term used to describe a variety of cardiac and systemic defects that result from an
embryological failure to differentiate and are defined by an aberrant arrangement of the internal thoracic and
abdominal organs along the left-right axis of the body. The primary characteristic of heterotaxy is the mirror-
image duplication of typically unilateral structures; some individuals appear to have left isomerism (bilateral
left-sidedness), while others appear to have right isomerism (bilateral right-sidedness). At the cardiac level,
atrial appendages may show isomerism of the pectinate muscles, and bronchial morphology, the lungs, and
atrial appendages are all strongly correlated. The appendages are the most consistent elements within the
atrium; their shape and the unique morphology of their junction with the remainder of the atrium allow them to
be identified as being morphologically right or left. CHDs are typically present in heterotaxy and range in
complexity from mild to severe; some CHDs, like AVSD, can be observed in both forms of isomerism but are
more common in the right one (approximately two-thirds of cases) than the left (about half of cases). Other
CHDs, like pulmonary stenosis, TGA, and TAPVC, are substantially more prevalent in right isomerism
(Micheletti 2019).
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Quality of Life of Children with Congenital Heart Disease

A previous study showed overall, 52% of the kids who died from non-cardiac causes between the years 1954
and 1979 and had a congenital heart condition. In 1984, we added a prospective study to this retrospective
investigation. We discovered that 39% of the kids most likely passed away for reasons unrelated to the heart,
and another 5% most likely did as well. In other words, it's likely that 44% of newborns with heart problems
who passed away did not do so as a result of a heart issue (Samanek et al. 1986).

A previous study showed Both parents and children with CHD had their TNO-AZL Child Quality of Life
Questionnaire (TACQOL) results compared to those of a reference group of children who were the same
age. The whole sample of ConHD children (n = 113, 8-15 years old) had significantly lower mean scores on
positive emotional functioning, motor functioning, and cognitive functioning than reference peers, indicating
that they were functioning poorer than their reference peers. Aged 8 to 11 years, CHD children had poorer
mean scores on 5 of the 7 TACQOL scaled than reference peers. In comparison to 12- to 15-year-old CHD
children, they also scored lower on positive emotional functioning. There were no noticeable differences in
health-related quality of life between CHD boys and girls or between other diagnostic categories (Spijkerboer
etal. 2006).

Congenital Heart Disease - Bangladesh Perspective

A prospective hospital-based study was carried out in the pediatric cardiology department of the Combined
Military Hospital (CMH) Dhaka over the course of three years, from January 2006 to December 2008. The
study's data set consisted of all 5,658 live births that were delivered at CMH Dhaka between January 2006
and December 2008. The study's claimed incidence, which is 25/1000 live births, is significantly greater than
any previous study carried out to date (Fatema et al. 2008).

Another study was carried out in Dhaka Shishu Hospital for a period of 2 years, from January 2008 to
December 2009 prospectively, and another 2 years, from January 1998 to December 1999 retrospectively,
data were acquired from hospital records. In the study, patients ranging in age from the first day of life to 12
years old were enrolled. In total, 539 people received a CHD diagnosis between January 2008 and
December 2009. Only 11.9% of the 312 patients with CHD diagnosed between January 1998 and December
1999 were doing so during the newborn era. However, from January 2008 to December 2009, 27.5% of CHD
cases were discovered at the neonatal stage (Hussain et al. 2010). Another prospective study (Sharmin et al.
2008) was conducted among the infants through 12-year-olds admitted to the pediatrics department of
Rajshahi Medical College & Hospital over the course of a year. Ventricular septal defect was the most
prevalent form of congenital cardiac disease in this investigation. This is consistent with much other research
(Mitchell et al. 1971, Bound and Logan 1977, Jullen et al. 2002, Bernstein 2008).

Conclusion

The epidemiology and etiology of CHD also aid in prioritizing the regions that require intervention and any
new rules that public health officials may enact. Patients and the parents of infants with CHD must recognize
the value of routine medical exams, which can be done with the help of successful transition program and
provider teamwork. Early diagnosis and effective management of congenital heart disease (CHD) in children
are crucial for enhancing outcomes. Comprehensive care requires the collaboration of pediatric cardiologists,
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surgeons, and various healthcare professionals. Ongoing research and advancements in medical technology
are essential and offer hope for further improving the prognosis and quality of life for children with CHD.
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