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collected from the infants and stored at -700 C. The H. 
pylori antigen was detected by HPAT kit (Diagnostic 
Bioprobes srI company, Italy). Maternal serum also was 
studied for H.pylori IgG antibody by ELISA. The rate of 
H.pylori infection in breast fed infants was 32% and in 
formula fed infants was 60% (p=0.006). The rate of 
H. pylori antibody in mothers of both groups (breast 
milk and formula fed) was similar and 70%. 

We found that the incidence of H.pylori infection is 
significantly lower in the infants who are exclusively 
breast fed. 
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A RARE CASE OF KINGELLA KINGAE OSTEOMYELITIS OF LEFT FEMUR IN A NEWBORN

Rahul Sinha

LETTER TO EDITOR (VIEWERS CHOICE)

A 3.5kg term female neonate was delivered to 24 
yrs old primigravida by emergency cesarean section 
(for breech with meconiun stained liquor). Baby was 
well till day 4 of life when she developed high grade 
fever, lethargy, poor feeding and swelling over left 
upper third of thigh. She was shifted to neonatal 
intensive care unit (NICU) and detailed examination 
revealed unhealthy umbilicus with marked swelling, 
tenderness and fluctuation of left upper third of thigh 
with marked restriction of movements at left hip joint. 
Investigations revealed hemoglobin of 15gm%, white 
cell count of 34,000/cmm with polymorphs 76% and 
platelets of 2,80,000/cmm. Peripheral smear showed 
toxic granules, CRP was 24 mg/dl, ESR 40 mm at 
end of 1hour. X ray of left femur showed a significant 
periosteal reaction in the proximal humerus, along 
with an irregularity at the proximal metaphysis. The 
umbilical swab and local aspirate grew  kingella kingae. 
She was treated meropenem and vancomycin for 3 
weeks and analgesics along with skin traction for 7 
days. 

Osteoarticular infections, although uncommon, 
represent a severe condition in neonates. Infections in 
newborns are largely of an acute nature, transmitted 
by haematogenous means (1). The osteomyelitic 
focus is usually found in the metaphysis of a long 
bone, although infection may spread to the contiguous 
epiphysis and joint in neonates (1,2). The intracapsular 
metaphysis of proximal femur and humerus, results 

in a high risk of concomitant septic arthritis in these 
joints (3). The most commonly affected joints are the 
hip joints (31%), knee joints (25%), and ankle joints 
(18%) (4). Affected neonates usually survive, but with 
permanent skeletal deformities (5). Etiologically, the 
most common organisms affecting the joints in the 
neonatal period are aerobes. The predominant aerobes 
causing osteomyelitis in children are Staphylococcus 
aureus, Haemophilus influenzae type-b, Gram-negative 
enteric bacteria, beta-haemolytic Streptococci, 
Streptococcus pneumoniae, Bartonella henselae and 
Borrelia burgdorferi. Anaerobes have rarely been 
reported as a cause of these infections in children. 
Many patients with osteomyelitis due to anaerobic 
bacteria have evidence of anaerobic infection elsewhere 
in the body, which is the source of the organisms 
involved in osteomyelitis (6,7). Kingella kingae often 
colonizes the oropharyngeal and respiratory tracts of 
children but infrequently causes invasive disease (7). 
K. kingae is a slow-growing, fastidious, gram-negative 
microorganism that colonizes mucous membranes of 
the upper respiratory tract (8). To our knowledge this 
is the first reported case of Kingella osteomyelitis in 
early neonatal period from India. 
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CAN RETINA BE NORMAL IN AICARDI SYNDROME?

Asok Kumar Datta, Indrajit Mondal 

LETTER TO EDITOR (VIEWERS CHOICE)

A three and half years old muslim girl, born of 
a non-consanguineous marriage was admitted with 
uncontrolled recurrent infantile spasms since 4th day 
of birth for which she was hospitalized 15 times and 
had received anticonvulsive treatment initially with 
monotherapy and then gradually polytherapy. She was 
delivered by caesarean section and cried immediately 
after birth. She had no other perinatal complications. 
There was gross developmental delay. She neither 
developed social smile nor could she sit or stand. She 
was not able to hear or see. Her mother, 29 years old 
had two successive abortions in early months, first one 
at 4 months and second one at 2 months of gestation. 
On examination the patient had spasticity. Examination 
of the fundus was normal. Other systems were normal. 
Investigations showed cortical dysrhythmia on EEG. 
MRI of brain showed partial agenesis of corpus callosum 
mainly in posterior portion of the body and splenum, 
thalamus and periventricular region. Cross sectional 
MRI study revealed mild hyper intensities in bilateral 
putamen. Thus she was diagnosed as Aicardi syndrome 
without retinal involvement. 

Aicardi syndrome is a severe neurodevelopment 
disorder initially thought to be the triad of partial 
agenesis of corpus callosum, choroidoretinal lacunae 
and infantile spasm. It is an X- linked dominant 
disorder affecting only females, usually males are 
not compatible with extrauterine life except some 
47XXY (1). Infantile spasm usually starts in earlier 
and is very difficult to control. There is global mental 
retardation, visual defects and hearing defects. Other 
features present in subsets of affected individuals 
are costovertebral anomalies, facial dysmorphism, 
hand abnormalities, hypopigmentary skin lesions, 
multiple nevi, and an increased occurrence of rare 
vascular malformations and tumors along with other 
brain malformations (2,3). Chorioretinal lacunae are 
considered one of the pathognomonic sign of Aicardi 

syndrome though in some cases it may not be present 
(4) as was seen in our patient. 
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