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cupping seen in their wrist X- ray. 

About eighty percent of calcium and phosphorus is 
transferred from mother to fetus through the placenta 
in the third trimester. Thus maternal deficiency of 
Vitamin D can lead to Vitamin D deficiency in the 
fetus and rickets in the newborn (1, 2). The seeds of 
osteoporosis are sown early in life. Lack of intake of 
calcium and vitamin D in adequate quantities and an 
insufficient amount of weight bearing exercise (walking 
and running but not swimming) leads to failure in 
achieving peak bone mass in late adolescence and early 
adulthood. Adequate amounts of vitamin D throughout 
life (in conjunction with exercise, proper nutrition, 
calcium, and magnesium) are necessary for preventing 
bone loss. Low levels of vitamin D and insufficient 
sunlight exposure (less than 20 minutes per day) are 
associated with osteoporosis. Vitamin D is needed to 
properly absorb calcium from small intestine, can help 
heal bone fractures, and decrease the risk of future 
bone breaks. Thus, 25 (OH) D should be done routinely 
as a screening test during antenatal period in all the 

mothers and in newborns at birth as it is possible that 
these newborns may suffer from Osteoporosis, silent 
killer disease later in life. 
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SUBCUTANEOUS FAT NECROSIS 

Amar Surjushe, Vinayak Kulkarni*, Ravindranath Chavan, Minal Thakre**

A two month old infant presented with multiple 
swellings on the body. He was full term at birth. 
There was history of obstructed labour at birth for 
which forceps were applied. After that the post natal 
period was uneventful. The swellings were noticed 10 
days after birth, had gradually increased in size and 
were bilaterally in the neck, shoulders and back. They 
ranged from 1.5 to 4cm and were mobile, firm, non-
tender, indurated and not attached to the underlying 
structures. His hemogram, serum calcium levels were 
normal. Parents were not ready for invasive procedures 
like fine needle aspiration cytology or biopsy. The 
patient is under follow up with monitoring of serum 
calcium level monthly. 

Subcutaneous fat necrosis or adiponecrosis is 
a rare, benign, temporary, self-limited pathology 
affecting adipose tissue of full-term or postmature 
neonates, usually occurs in the first weeks following 
a fetal distress [1, 2]. It is characterized by rubbery 
firm, mobile nodules and erythematous violaceous 
plaques. The nodules tend to be symmetrically 
distributed and show a predilection for buttocks, thighs, 
shoulders, back, cheeks and arms. Histopathologically, 
it is a variant of lobular panniculitis characterized 
by focal areas of fat necrosis and a granulomatous 
infiltrate composed of lymphocytes, histiocytes and 
multinucleated giant cells.[3] A variety of insults 
appear to have contributed in individual cases such 

as maternal pre-eclampsia [4], maternal diabetes 
[5], obstetric trauma [6], neonatal hypoxia [1,2] and 
hypothermia [7]. In many cases there is no convincing 
history of theses putative predisposing causes. Though 
most cases of subcutaneous fat necrosis are self-
limiting, a small but significant percentage of cases 
develop hypercalcemia. If detected, hypercalcemia 
must be treated with fluid loading, calcium wasting 
diuretics and low calcium/ vitamin D diet with 
monitoring of serum calcium. The differential diagnosis 
includes erythema nodosum and sclerema neonatorum. 
[8, 9] The diagnosis is mainly made depending upon 
the clinical presentation. When the clinical diagnosis is 
not typical, the histopathological features are helpful 
[2]. Spontaneous resolution without sequelae is the 
norm. The patients should be followed for development 
of late complications, especially hypercalcemia for upto 
6 months. [10]  
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A 7 yrs old Hindu female child, first born to a non-
consanguineous marriage, presented with increasing 
pallor first noticed 6-7 days previously, intermittent 
fever with chills and rigor for 4 days. There was 
no history of prolonged or profuse bleeding after 
cuts or injury, bleeding from sites other than nose, 
petechiae, ecchymoses, bruising. No family history 
suggestive of any bleeding disorder. Child was on 
Carbamazepine at a daily dose of 11mg/kg for the 
last three and half months for generalized tonic clonic 
seizure due to multiple Neurocysticercosis (NCC) (left 
frontal and right parietal region). Child received full 
course of steroids and Albendazole as per protocol. At 
presentation, liver was 1.5cms below coastal margin, 
soft and non tender, spleen was palpable by 2 cms in 
its axis below coastal margin. Rest of the systemic 
examination was unremarkable. Her initial hemogram 
is depicted in Table 1. Peripheral blood smear 
showed anisocytosis, poikilocytosis, polychromasia 
and leukocytosis. . Patient was started on Injection 
Artesunate (4mg/kg/day for 3 days) started keeping 
a possibility of malaria and transfused with packed 
cells. But tests for malarial parasite were negative. 
Injection Ceftriaxone (75mg/kg/day) was also added 
keeping possibility of sepsis and completed a course 
for seven days though the sepsis screen was negative. 
Post blood transfusion hemogram is depicted in Table 
1. Since the total leucocyte count was low, so a repeat 
hemogram was done, which revealed a total leucocyte 
count- 5700 (neutrophil 28, lymphocyte 62, monocyte 

5, eosinophil 5); other parameters were same as 
that of the previous hemogram. Liver function test 
was normal. Stool occult blood- negative; no ova, 
cyst. Serum iron studies done, which revealed iron- 
152, Total iron binding capacity- 306, ferritin- 454.7 
(iron overload state). A possibility of Carbamazepine 
induced pure red cell aplasia was kept in mind and 
carbamazepine stopped on day 3 of hospitalization. 
Computed tomography scan of head showed complete 
disappearance of NCC. Electroencephalography showed 
generalized epileptogenic activity. The child was started 
on Sodium Valproate and discharged from hospital. A 
follow up Complete blood count was done after 10 days 
of stoppage of Carbamazepine and is depicted in Table 
1. Smear showed anisocytosis, lymphocytosis. 

Pure red cell aplasia (PRCA) is a relatively 
rare disease although multiple factors are implied 
in the pathogenesis of its development. A slow 
progressive normocytic-normochromic anemia 
and reticulocytopenia, without leukopenia and 
thrombocytopenia in a patient who, except pallor, 
does not generally show abnormal findings on physical 
examination, should arise the suspicion that he has 
PRCA. (1) Acquired pure red-cell aplasia is usually 
transient in nature in contrast to the congenital variety. 
The former has been associated with malnutrition and a 
variety of drugs, toxins and infectious agents or it may 
result from unknown causes. Carbamazepine is one of 
the drugs known to cause pure red-cell aplasia. The 
aplasia may be associated with splenomegaly (2). The 
patient described developed isolated failure of red cell 
production. A bone marrow examination would have 


