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Introduction:
Normally symptoms of congenital malaria appears
between 10 to 30 days of neonatal life at the post
partum period1. However the disese may appears in
first day of life or after one month. Congenital Malaria
is a rare event in endemic zone2 like Afganistan, India,
Iraq, Bangladesh3 where maternal antibody against
malaria protect the child’. But in rare occasion it may
developed in endemic zone in new born babies. In
this case fever is not subsided by antibiotic therapy
and the child developed anaemia, fever and
splenomegaly. Jaundice, hepatomegaly are the
associated features of congenital malaria4-6. In Addin hospital, we managed a 20 days old new born
baby with these features, who was later diagnosed
as a case of congenital malaria. Due to rarity of
presentation of congenital malaria in our setup, we
are reporting this case.
Case Report
A 20 days male neonate of a non-consanguineous
parent, hailing from Gazipur, a low malarial risk area,
born at term by normal vaginal delivery at a local
clinic. Antenatal and natal history was uneventful,
on physical examination baby was normal after birth
and sent back home with advise for normal newborn
care. At the age of 20 days, baby was admitted at
neonatal unit of Ad-din women’s medical college
hospital with the history of high fever ( 1050 F) which
was continuous in nature for one day, and abdominal
distension, without any feeding problem. On
examination the baby was mildly pale, mildly icteric,
huge splenomegaly about 6 cm at the long axis with
mild hepatomegaly about 3 cm below the right costal
margin. Admission weight was 3 kg,(25 th
percentiles),OFC was 34.5 cm (50th percentiles),
length 50cm (50th percentiles) and provisionally was
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diagnosed as septicemia. On admission baby’s Hb%;
was 11.8gm/dl, total count were 18,000/cmm and
differential count were lymphocyte 66%, polymorphs
22%, eosinophil 4%, monocyte 8%, basophil 0%,
platelet count was 1,20,000/ cmm. Random blood
sugar was 4.4mmol/L, Serum bilirubin was 9.2mg/dl,
serum electrolytes and serum calcium were within
normal limit. Peripheral blood film showed mature white
cells with above distribution with thrombocytopenia.
Blood culture showed no growth of bacteria. On
admission baby was given parental antibiotics,
antipyretic, was kept nothing per oral and an
intravenous fluid 10% baby saline 150ml/kg/day was
started.
At the same time there was maternal history of fever,
around 103o F to 104o F which was intermittent in
nature, associated with chills and rigor, headache and
body ache, also had same type of illness during 1st
and 3rd trimester of this pregnancy, for which no
investigation was done but treated with quinine
sulphate 2 tablets 3 times daily for 5 days on both
occasion with paracetamol and became afebrile.
Primaquine was not prescribed due to its
contraindication during pregnancy. As there was a
maternal history of high grade intermittent fever during
antenatal period and responded well with anti-malarial
drug and had same type of illness during post partum
period, for that reason, we send baby’s blood for ICT
malaria, blood film for malarial parasite, which showed
malarial parasite of plasmodium vivax, ICT for malaria
was positive. During postpartum period, mother was
found positive ICT for malaria and plasmodium vivax
in blood film. After getting investigation reports ,we
added anti-malarial drug for the baby, chloroquine,
10mg base/kg at first then 5mg base/kg after 6, 24
and 48 hours of the first dose. Primaquine is not
required for treatment as tissue phase (liver phase) is
absent in congenital malaria. Anti-malarial drug,
sulphadoxine(500mg), pyrimethamine( 25mg), 3
tablets single dose was also given to the mother
and referred to a medicine specialist for further
evaluation and management. On 3rd day after getting
the report of blood culture we stopped the parental
antibiotics and breast feeding was started, intravenous
fluid was stopped as the baby was feeding well and
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also voiding well. Baby completed the full course of
anti-malarial drug at hospital and the baby became
afebrile on 2nd day of anti-malarial drug. Baby was
discharged on 5th day with exclusive breastfeeding,
folic acid, iron and multivitamin supplementation for 1
month and advised for follow up after 1 month or
whenever there is any problem within 1 month. During
follow up after 36 days, baby’s general condition was
good, feeding well, afebrile, but hepatosplenomegaly
were still present but size was reduced, no other
signs of illness was there, blood film showed no
malarial parasite, body weight increased 435 grams.
Discussion
Congenital malaria is a rare disorder which is difficult
to interpret as most of the clinical features are similar
to other diseases e,g, congenital sepsis. This disease
is rare with occurrence rate of 0.3% in immune
mothers and 7.4% in non-immune mothers.7,8,9, In
areas of high endemicity, it is common for pregnant
women to be parasitemic and the rate of placental
infection range from 16% to 34%.10 Parasite may
also appear in the cord blood at delivery, but it is very
unusual for neonate to sustain parasitemia or suffer
disease. 11 Babies born to non –immune mothers
are more likely to suffer disease.12 Congenital malaria
is not uncommon in many parts of the world but rare
in areas with high endemicity.7 Congenital malaria
has been reported as sporadic cases in different parts
of the world though declared malaria free by the WHO,
like in Singapore, reported a case 2 months old young
infant of a Pakistani ethnic origin13. Also a review
from 1966-2005, 81 cases of congenital malaria
reported in USA. Predominant infecting species was
Plasmodium vivax (81%) and most mothers were
(96%) immigrant.14
Malaria during pregnancy in malaria endemic area may
account for 2-15%of maternal anemia, 5 -14% of low
birth weight newborn and 3-5% of newborn deaths.15
Effects on fetus are as follows, parasite hide in
placenta , interfere with the transfer of oxygen and
nutrients to the baby, and increasing the risk of
spontaneous abortion, preterm birth, low birth weight
baby, the single greatest risk factor for death during
first month of life and still birth. Maternal transfusion
of parasite into the fetal circulation occurs either
during pregnancy or at the time of delivery, by direct
penetration through the chorionic villi or through
premature separation of placenta. Malarial infection
of the placenta may be accompanied by intervillous
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infiltrates of mononuclear cells. Intervillous
mononuclear inflammation (IVMI) is specially severe
in first trimester and it is associated with anemia and
low birth weight. IVMI induces an alteration in the
cytokine balance and may cause pathological changes
in trophoblasts that can damage syncyto-trophoblastic
membrane, subsequently leading to all fetal
problems.16,17
Congenital malaria most commonly presents in 8
weeks of life with fever, vomiting, anemia,
hepatomegaly, jaundice and mild diarrhea.12,18,19
Major diagnostic criteria is to find P vivax in blood
smears in thick and thin films.20 that we did and
also ICT for malaria. The newborn was successfully
treated with chloroquine for plasmodium vivax.
Primaquine is not required for treatment as tissue
phase (liver phase) is absent in congenital malaria.21
As mentioned earlier, his mother had two episodes of
high grade intermittent fever, treated with quinine
sulphate for 5 days, but not with primaquine as it is
contraindicated during pregnancy22,23 because it may
cross the placenta and may cause hemolytic anemia
in utero in D6PD- deficient fetuses. During postnatal
period mother developed intermittent fever, associated
with chill, rigor, head ache and body ache due to
relapse of malaria confirmed by investigations, mother
was treated with Anti-malarial drug sulphadoxine
(500mg), pyrimethamine (25mg), 3 tablets single
dose and referred to a medicine specialist for further
evaluation and management. During follow up, the baby
was found free from parasite in thick film, and was
thriving well.
Conclusion
This case highlights the fact that even in endemic
regions malaria can affect the neonate with its various
presentation. In this case our working diagnosis was
septicaemia, intrauterine infection and hematological
malignancy. High index of suspicion, details history
taking specially ante-natal history is very important
to diagnose malaria in neonate and early infancy in a
malaria endemic areas. Prompt treatment should be
initiated to avoid malaria associated morbidity and
mortality in a neonate.
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