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( ABSTRACT ) Jaundice is often found in the newborn. The yellow coloured skin often causes anxiety in the parents. It is caused by the

accumulation of bilirubin in the blood. It can be caused by a plethora of causes. Some conditions can be serious where as
others can be self— limiting. This study puts in an effort to study the jaundice of the newborn.
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INTRODUCTION:

Jaundice is often found in the newborn. The yellow coloured skin often
causes anxiety in the parents. It is caused by the accumulation of
bilirubin in the blood. It can be caused by a plethora of causes. Some
conditions can be serious where as others can be self — limiting. The
cause can be as a matter of fact can be linked to over- production or
inefficiency of the liver to metabolise the bile. The incidence of
infantile jaundice is 2 to 5 thousand ' * with a variety of underlying
diagnoses ranging from self-limiting breast milk jaundice to
aggressive life-threatening diseases such as biliary atresia (BA) and
liver failure. Although the clinical features of certain diseases are
obvious, some may have more subtle presentations that necessitate a
high index of suspicion for diagnosis. In general, the differential
diagnoses of jaundice in infancy follow those of adults and can broadly
be divided into pre-hepatic, hepatic, and post-hepatic causes. In some
cases, specific treatment may not be necessary but more often timely
management is required for an optimal outcome. This study puts in an
effort to study the jaundice of the newborn.

AIMSAND OBJECTIVES:
To study the jaundice of the newborn.

MATERIALSAND METHODS:

This study was done in the Department of pediatrics, Kannur Medical
College.

This study was done from Feb 2017 to Jan2018.

The study was done in 323 cases that were delivered and a reference
had been sought from the Department of Pediatrics.

Inclusion Criteria:
Confirmed cases of jaundice were considered as a case.

Exclusion Criteria:
Maternal Infections
RESULTS:
Table 1: Percentage of positivity
Total Positive
323 60
Percentage

nTotal

= Confirmed

Graph 1: Percentage of positivity

Table 2: Frequency

Factors Frequency
Breast Feeding 51

Viral (Hepatitis) 06
Surgical (Atresia) 03

Frequency

Breast Feeding
mvial

surgical (Atresia)

Graph 2: Frequency

DISCUSSION:

Breast milk jaundice was first described more than 50 years ago, with
benign unconjugated hyperbilirubinaemia associated with
breastfeeding.’*’ It is the most common cause of prolonged jaundice in
an otherwise healthy breastfed infant born at term. It usually presents
in the first 2 to 3 weeks of life (incidence has been reported as 34%),’
and can persist for as long as 12 weeks before spontaneous resolution.
Total serum bilirubin levels in breast milk jaundice alone do not exceed
200 pumol/L. Diagnosis of breast milk jaundice requires the exclusion
of other possible pathological causes. breast milk may enhance
bilirubin uptake in the gastrointestinal tract, thus increasing
enterohepatic circulation and unconjugated bilirubin levels.” * Higher
levels of epidermal growth factor both in the serum and breast milk of
affected infants may offer a plausible mechanism for breast milk
jaundice in the same way.” Activity of beta-glucuronidase (which
deconjugates intestinal bilirubin) that is higher in human milk than
formula milk will again increase the serum bilirubin level by
increasing enterohepatic circulation."  Glucose-6-phosphate
dehydrogenase deficiency is a genetic condition with an X-linked
recessive inheritance. Males are more likely to be affected. In Hong
Kong, there is routine cord blood screening for G-6-PD deficiency and
an incidence of around 4.5% in males and 0.5% in females."

Glucose-6-phosphate dehydrogenase deficiency— associated neonatal
hyperbilirubinaemia can manifest in two forms: severe jaundice
resulting from acute haemolysis or gradual onset jaundice. Some G-6-
PD-—deficient neonates may develop severe haemolysis that results in
rapidly rising serum total bilirubin levels, with the potential to develop
kernicterus, with or without the identification of a known trigger of
haemolysis.” " Apart from haemolysis (as evidenced by a falling
haemoglobin with elevated reticulocyte count), diminished bilirubin
clearance plays a role in the pathogenesis of jaundice in G-6-PD
deficiency infants. Serum conjugated bilirubin studies indicate
diminished bilirubin conjugation in G-6-PD—deficient neonates, **

Hepatitis A virus infection resulting in PALF is uncommon in
developed countries (2.5% in a PALF registry in North America and
United Kingdom)."” Nonetheless acute hepatitis A virus infection
accounts for up to 80% of PALF cases in developing countries."”
Similarly, acute hepatitis B virus (HBV) infection causing PALF is
uncommon in the West where HBV is not endemic. On the contrary, in
areas where HBV is endemic, it accounts for up to 46% of PALF."

The first description in the English language of a condition similar to
BA appeared in a textbook written by Dr John Burns from the
University of Glasgow in 1817.” Nonetheless it was more than a
century later before the first operation was performed by Dr William
Ladd from Boston in an attempt to correct BA.” Unfortunately, his
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surgery did not improve the outcome of this condition and BA was at
this time regarded as 'the darkest chapter in paediatric surgery'. In
1959, Dr Morio Kasai from Japan reported his radical surgery for BA
with a higher success rate.”

Even though other causes are there like G-6PD and Gilberts Syndrome
they are very uncommon and have not been found in the study. Other
viral cause that are known to cause the Hepatitis were also not seen.

CONCLUSION:
The most common cause is the breast milk associated Jaundice. Other
causes were not seen in the present population.

REFERENCES:

1. Suchy FJ. Neonatal cholestasis. Pediatr Rev 2004;25:388-96.

2. Wang JS, Tan N, Dhawan A. Significance of low or normal serum gamma glutamyl
transferase level in infants with idiopathic neonatal hepatitis. Eur J Pediatr
2006;165:795-801. Crossref

3. Gartner LM, Arias IM. Studies of prolonged neonatal jaundice in the breast-fed infant. J
Pediatr 1966;68:54-66. Crossref

4, Newman AJ, Gross S. Hyperbilirubinemia in breast-fed infants. Pediatrics 1963;32:995-
1001.

5. Stiechm ER, Ryan J. Breast-milk jaundice. Report of eight cases and effect of breast
feeding on incidence and severity of unexplained hyperbilirubinemia. Am J Dis Child
1965;109:212-6. Crossref

6. Maisels MJ, Clune S, Coleman K, et al. The natural history of jaundice in predominantly
breastfed infants. Pediatrics 2014;134:¢340-5. Crossref

7. Alonso EM, Whitington PF, Whitington SH, Rivard WA, Given G. Enterohepatic
circulation of nonconjugated bilirubin in rats fed with human milk. J Pediatr
1991;118:425-30. Crossref

8. Gartner LM, Lee KS, Moscioni AD. Effect of milk feeding on intestinal bilirubin
absorptionin therat. J Pediatr 1983;103:464-71. Crossref

9. Kumral A, Ozkan H, Duman N, Yesilirmak DC, Islekel H, Ozalp Y. Breast milk jaundice
correlates with high levels of epidermal growth factor. Pediatr Res 2009;66:218-21.
Crossref

10.  Gourley GR, Arend RA. beta-Glucuronidase and hyperbilirubinaemia in breast-fed and
formula-fed babies. Lancet 1986;1:644-6. Crossref

11.  Glucose-6-Phosphate Dehydrogenase (G6PD) Deficiency. DH2289, Clinical Genetic
Service, Department of Health, Hong Kong. 2016. Available from:
http://www.dh.gov.hk/english/main/main_cgs/files/DH2289E%20G6PD%20English.
pdf. Accessed 1 Nov2017.

12.  ValaesT. Severe neonatal jaundice associated with glucose-6-phosphate dehydrogenase
deficiency: pathogenesis and global epidemiology. Acta Paediatr Suppl 1994;394:58-
76. Crossref

13. Kaplan M, Hammerman C. Severe neonatal hyperbilirubinemia. A potential
complication of glucose-6-phosphate dehydrogenase deficiency. Clin Perinatol
1998;25:575-90, viii. Crossref

14.  Kaplan M, Rubaltelli FF, Hammerman C, et al. Conjugated bilirubin in neonates with
glucose-6-phosphate dehydrogenase deficiency. J Pediatr 1996;128:695-7. Crossref

15.  American Academy of Pediatrics Subcommittee on Hyperbilirubinemia. Management
of hyperbilirubinemia in the newborn infant 35 or more weeks of gestation. Pediatrics
2004;114:297-316. Crossref

16.  Schwarz KB, Dell Olio D, Lobritto SJ, et al. Analysis of viral testing in
nonacetaminophen pediatric acute liver failure. J Pediatr Gastroenterol Nutr
2014;59:616-23. Crossref

17.  Moreira-Silva SF, Frauches DO, Almeida AL, Mendonga HF, Pereira FE. Acute liver
failure in children: observations in Vitoria, Espirito Santo State, Brazil. Rev Soc Bras
Med Trop 2002;35:483-6. Crossref

18.  Chen HL, Chang CJ, Kong MS, et al. Pediatric fulminant hepatic failure in endemic
areas of hepatitis B infection: 15 years after universal hepatitis B vaccination.
Hepatology 2004;39:58-63. Crossref

19.  Burns J. The Principals of Midwifery: Including the Disease of Women and Children.
London: Longman; 1817.

20. Ladd WE. Congenital atresia and stenosis of the bile ducts. JAMA 1928;91:1082-5.
Crossref

21. Kasai M, Suzuki S. A new operation for “non-correctable” biliary atresia: hepatic
portoenterostomy. Shujutsu 1959;(13):733-9.

| INDIAN JOURNAL OF APPLIED RESEARCH ] 21




