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ABSTRACT

Objective: The objective of this study was to compare the frequency of adverse events (hypoglycemia and hypocal-
caemia) in Jaundiced Neonates (having bilirubin level of >20mg/dL) with and without co-morbid conditions (anemia
(Hb<10mg/dl) and sepsis (culture proven)

Material and Methods: This study was conducted at Special Care Baby Unit Khyber Teaching Hospital, Peshawar.
Duration of study was one year and study design was prospective observational study. Patients without co-morbid
conditions were included in group “A” and those with co-morbidity were in group “B”. 62 patients in each group were
enrolled. Inclusion criteria of the study was Jaundiced neonates having total serum bilirubin >20mg/dl and Jaundiced
neonates with and without comorbid condition while exclusion criteria was exchange transfusion for polycythemia and
birth asphyxia grade IIl.

Results: Hypocalcaemia was analyzed showing that in Group “A” out of n=38(61.29%) male neonates, only n=13(34%)
had Hypocalcaemia which ranged from 6.5-8.9 mg/dl with a mean Hypocalcaemia level of 7mg/dl with SD+0.81mg/dI
while out of n=24(38.71%) female neonates only 5(20%) had Hypocalcaemia ranging from 6.2-8.8 mg/dl with a mean
Hypocalcaemia level of 7mg/dl with a SD =0.76 mg/dl. Where as in Group “B” out of 30(48.38%) male neonates only
3(10%) had Hypocalcaemia ranging from 6.6-8.8 mg/dl with a mean hypocalcaemia level of 7mg/dl with a SD +0.68
mg/dl while n=32(51.61%) female neonates only 3(9%) had hypocalcaemia which ranged from 6.1-8.9 mg/dl with a
mean hypocalcaemia level of 7mg/dl with a SD =0.69 mg/dl.

Hypoglycemia among two groups was analysis as in Group “A’ n=38(61.29%) male neonates only 13 had Hypoglycemia
which ranged from 18-45 mg/dl with a mean Hypoglycemia level of 33mg/dI with a SD+5.23 mg/dl while n=24(38.71%)
female neonates only 10 had hypoglycemia which ranged from 16.2-44.5 mg/dl with a mean Hypoglycemia level of
31mg/dl with a SD =6.01 mg/dl. Where as in Group “B” n=30(48.38%) male neonates only 5 had Hypoglycemia which
ranged from 20-44.6 mg/dl with a mean hypoglycemia level of 33mg/dl with a SD £6.22 mg/dl while 32(51.61%) female
neonates only 4 had Hypoglycemia which ranged from 19-45 mg/dl with a mean Hypoglycemia level of 30mg/dl with
a SD +6.39 mg/dl.

Conclusion: It was concluded from the study that adverse events of hypocalcemia and hypoglycemia are significantly
higher in neonates with comorbid conditions relative to ones without comorbid conditions. Moreover number of fe-
male neonates suffering from these conditions is higher than male neonates, in our study which is irrespective of the
comorbid conditions.

Key Words: Exchange transfusion, Neonatal jaundice, hypocalcemia, hypoglycemia

INTRODUCTION

Cutaneous leishmaniasis is a protozoal disease
caused by Leishmanial parasite.! It is transmitted by
bite of Sandfly. Presentation of this disease ranges
from asymptomatic nodule to multiorgan fatal disease.
It is a rapidly emerging disease & constitutes a public

20% of cutaneous leishmaniasis.® We report case of a
patient presenting with chronic disseminated lesions.

CASE PRESENTATION

A 60 years old lady from Afghanistan, farmer by
occupation presented to outpatient department of Der-

health problem in endemic areas. Diffuse cutaneous
leishmaniasis is a disseminated variant of cutaneous
leishmaniasis which is chronic, progressive and has
treatment-refractory nature.? It constitutes approximately
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matology unit Hayatabad Medical Complex Peshawar
on 1st April 2016 with three years history of slowly pro-
gressive erythematosus Infiltrated plaques and nodules
involving forehead, cheeks, nose right ear lobe and
upper and lower limbs asymmetrically. These lesions

started as erythematosus nodule on forehead
gradually increased in size leading to erythematosus
infiltrated plaques without developing any ulceration
and extending to involve the above mentioned sites
over a period of three years. It was associated with mild
pruritus otherwise no cutaneous or systemic symptoms.
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Before treatment

Mucosae were spared and she was not having any
visceral abnormality. Her personal and family history
was negative for tuberculosis. She has used injection
sodium stibogluconate intramuscularly for 3 weeks
without any response. Her bacteriological index was
negative. HIV serology was negative and smear from
lesion for LD (leishmen donovan) bodies was positive.
Biopsy taken from involved skin showed foamy mac-
rophages full of amastigotes with normal epidermis.
Clinical and histopathological evidence was suggestive
of diffuse cutaneous leishmeniasis. She was started on
low dose (50mg BD) Meltifosine after doing baseline
investigations including Full blood count, liver and renal
function tests. She was followed for 2 months she was
lesion and symptoms free after using Meltifosine for 2
months.

DISCUSSION

Cutaneous leishmaniasis is a protozoal disease
transmitted by sandfly vectors. There are many different
species of Leishmania, each confined to a geographical
region of the world and transmitted by the bite of the
female sand fly vector. 2 Bites usually occur at night on
exposed skin and are not normally painful, therefore
patients rarely recall being bitten. Clinical manifestations
of leishmaniasis ranges from non aggressive cutaneous
ulcers to systemic multiorgan disease. There are 3
types of leishmaniasis, cutaneous mucocutaneous and
visceral leishmaniasis. Different clinical presentations
of leishmaniasis depend on Immune status of person.
Leishmania-specific anergy leads to developmentof
DCL. Poor immune response or immunosuppression
(HIV/AIDS) leads to visceral leishmaniasis. Hyperergic
variant: Leishmaniasis recidivans is caused by L.tropi-
ca’

Estimated prevalence of CL is upto12 million peo-
ple infected worldwide with annual incidence of about
2 million. * Disease is endemic in 90 countries mostly
developing countries"More than 80% of cases of CL
occur in Afghanistan, Algeria, Iran, Iraq, Saudi Arabia,
Syria, Brazil, Peru. Climate in these countries range from
deserts to rain forests, rural to urban. ' The number of
DCL cases has shown a statistically significant increase
in the past 20 years. 567
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Diffuse cutaneous leishmaniasis(DCL) occurs in
approximately 20%of individuals with widespread skin
involvement resembling lepromatous leprosy.It occurs
in immunocompetent individuals in which cellular im-
munity fails to clear Leishmania parasite. It is caused by
L. aethiopica & is characterised by small initial lesion,
spreading locally, disseminating to larger areas of
skin without involving internal organs. Llesions do not
ulcerate & have superabundance of parasites in the
lesions.® Histology shows masses of macrophages full
of amastigotes , with little or no lymphocytic infiltrate, a
normal or attenuated epidermis. The leishmanin test and
other tests of specific cellular immunity are negative.
The disease has chronic progressive course with slow
and poor response and relapse is the rule. '

Lesions of DCL commonly involve central on the
face. Satellite papules aggregates to form into a large
non ulcerating seldom inflammed nodules and plaques.
Mucocutaneous leishmaniasis may develop if bite is on
mucocutaneous junction. '

Currently, first-choice treatment for cutaneous
leishmaniasis is pentavalent antimony compounds me-
glumineantimoniate or sodium stibogluconate®®. Drugs
like miltefosine ,amphotericin B and Ketoconazole can
be used as second line."®'"'2The dose of pentavalent
antimonial for all forms of leishmaniasis is 20 mg/kg/
day."® DCL treatment is associated with worse prognosis
owing to a high probability of recurrence. *

CONCLUSION

DCL appears to be increasingly occurring be-
cause the causative agent along with vector are freely
available in endemic areas. We consider the diffuse
cutaneous leishmaniasis is under reported.

REFERENCES

1. Rook’s textbook of dermatologyninth edition. (2016)
london, UK, Blackwell

2. RachelM Jones, 100cases in dermatology edition
(2011)UK, Hodder Arnold

3. Fitzpatrick clinical atlas and synopsis of dermatology
6th edition (2009), Mac Graw Hill, Sydney Toronto.

4. WHO. Magnitude of the problem. World Health Or-
ganization.(Consultado el 21/7/2015.)Disponibleen:
http://www.who.int/leishmaniasis/burden/ magni-
tude/burden_magnitude/en/

10.

11.

12.

13.

14.

Calvopina M, Armijos RX, Hashiguchi Y. Epidemi-
ology of leishmaniasis in Ecuador: current status
of knowledge — a review. Mem Inst Oswaldo Cruz.
Fundacéo Oswaldo Cruz; 2004;99:663-72.

Couppie P, Clyti E, Sainte-Marie D, Dedet JP,
Carme B, Pradinaud R. Disseminated cutaneous
leishmaniasis due to LeishmaniaGuyanensis: case
of a patient with 425 lesions. Am J Trop Med Hyg.
2004;71:558-60.

Turetz ML, Machado PR, Ko Al, Alves F, Bittencourt
A, Almeida RP, et al. Disseminated leishmaniasis: a
new and emerging form of leishmaniasis observed in
northeastern Brazil. J Infect Dis. 2002;186:1829-34.

Ameen M. Cutaneous leishmaniasis: advances in
disease pathogenesis, diagnostics and therapeutics.
ClinExpDermatol. 2010;35:699-705.

Ministeriode Salud, Colombia, 2010. Guia de
AtencionClinica Integral del Paciente con Leishman-
iasis. Disponibleen: https://www.minsalud. gov.co/
Documents/.../Clinica%20Leishmaniasis.pdf .

Ordaz-Farias A, Munoz-Garza FZ, Sevilla-Gonzdlez
FK, Arana-Guajardo A, Ocampo-Candiani J, Trev-
ino-Garza N, et al. Case report: transient success
using prolonged treatment with miltefosine for a
patient with diffuse cutaneous leishmaniasis infected
with Leishmaniamexicanamexicana. Am J Trop Med
Hyg. 2013;88:153-6.

Morrison B, Mendoza |, Delgado D, Reyes Jaimes
O, Aranzazu N, PanizMondolfi AE. Diffuse (anergic)
cutaneous leishmaniasis responding to amphoteri-
cin B: clinical dermatology concise report. ClinExp-
Dermatol. 2010;35:116-20.

Salmanpour R, Handjani F, Nouhpisheh MK. Com-
parative study of the efficacy of oral ketoconazole
with intra-lesionalmeglumineantimoniate (Glucan-
time) for the treatment of cutaneous leishmaniasis.
J Dermatolog Treat. 2001;12:159-62.

Béfica A, Oliveira F, Freitas L a R, Nascimento EG,
Barral A. American cutaneous leishmaniasis unre-
sponsive to antimonial drugs: successful treatment
using combination of N-methilglucamineantimoniate
plus pentoxifylline. Int JDermatol. 2003;42:203-7.

Eiras DP, Kirkman LA, Murray HW. Cutaneous leish-
maniasis: current treatment practices in the USA
for returning travelers. CurrTreat Options Infect Dis.
2015;7:52-62.

324

KJMS May-August, 2018, Vol. 11, No. 2



