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Acute stridor and wheeze 
as an initial manifestation 
of hypocalcemia in an 
infant
Sir,
A 4-month-old male infant who was delivered at term with 
a normal birth weight and uneventful neonatal period was 
brought with history of  cough and noisy breathing of  1-day 
duration. The baby had been on cow’s milk since birth. On 
examination, the infant was afebrile, alert and interacting 
with his mother. The heart rate was 130/min, respiratory 
rate was 36/min and oxygen saturation was 98% in room 
air. Stridor was present while crying and the infant had a 
barking cough and occasional wheeze. Other systems were 
normal. Investigations revealed normal hemoglobin, total 
and differential counts and normal c-reactive protein. Chest 
and soft tissue neck X-ray were normal. The child was 
treated with nebulized adrenaline followed by salbutamol.

While on treatment, child had an episode of  multifocal clonic 
movements involving all four limbs lasting for 2 minutes. 
Blood sugar checked at that time was normal. Serum calcium 
was 7.5 mg/dl. In view of  hypocalcemia, the child was 
treated with 2 ml/kg of  10% calcium gluconate followed by 
maintenance calcium, following which the stridor disappeared 
and there were no further seizures. Cranial ultrasound was 
done following the seizures and was reported as normal. Serum 
vitamin D3 level was found to be low (4.7 ng/ml). There was 
no evidence of  rickets both clinically and radiologically. The 
child was treated with 600,000 IU of  oral vitamin D and 
discharged on maintenance doses of  calcium gluconate and 
800 IU of  oral vitamin D daily for 3 months. 

Hypocalcemia is common in preterm infants, infants born 
to gestational diabetic mothers and infants on cow’s milk. 
Hypocalcemia has also been shown to occur in exclusively 
breast fed babies not exposed to sunlight and in infants 
whose mothers are deficient in vitamin D.[1] Symptoms 
of  hypocalcemia in children include lethargy, recurrent 
respiratory tract infections, focal clonic seizures, jitteriness, 
carpopedal spasm and rarely stridor due to laryngospasm. 

Stridor occurring as a consequence of  nutritional rickets is 
reported in literature.[2] Hypocalcemic laryngospasm causing 
stridor and tetany in a child with renal dysplasia has also been 
described.[3] A fatal case of  biphasic wheezing in an infant 
attributed to hypocalcemia has been described in literature. [4] 
Vitamin D by itself  has been shown to have beneficial effects 
in children who wheeze by up regulating antimicrobial 
proteins or through multiple immune effects. Higher prenatal 
vitamin D levels are shown to have a protective role against 
wheezing in young children in epidemiological studies.[5] The 
above observations highlight the fact that vitamin D has a 
key role to play in the pathogenesis of  wheezing/asthma.

The infant reported here was managed as a case of  acute 
laryngotracheobronchitis initially as there was no evidence 
of  rickets and the diagnosis of  hypocalcemia was made only 
after he had convulsions. This case report highlights the 
importance of  measuring serum calcium levels in infants 
with acute stridor and or wheeze. Management consists 
of  correcting hypocalcemia and determining the cause 
of  hypocalcemia and treating it. Prompt resolution of  
symptoms on correction of  hypocalcemia as had happened 
in our case has also been reported in literature.[6]

While treating young infants with acute stridor and or wheeze, 
it would be prudent to consider hypocalcemia especially when 
one or several risk factors are present. Treatment with calcium 
usually reverses the symptoms rapidly. Vitamin D therapy 
may be of  benefit in wheezing children.
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Coexistence of pituitary 
macroadenoma 
with systemic lupus 
erythematosus and 
antiphospholipid 
syndrome
Sir,
Prolactin is a cytokine like hormone that is associated with 
autoimmune diseases such as systemic lupus erythematosus 
(SLE) and celiac disease.[1] It causes proliferation of  
immune cells and cytokine release.[1] Hyperprolactinemia 
is seen in 20–30% of  SLE patients.[2] Some case reports 
of  SLE associated with prolactinoma are found in the 
literature, but there is no cause and effect relationship 
between them.[2,3] The degree of  hyperprolactinemia may 
be associated with SLE activity and this finding may have a 
therapeutic role in the management of  patients. [3,4] Elevated 
prolactin levels in SLE may result from a nonfunctioning 
pituitary tumor.

A 35-year-old woman presented with hemiplegia of  
left upper limb and dysarthria. Dysarthria was resolved 
spontaneously after half  an hour. Past medical history 
was positive for three spontaneous abortions, Bell’s palsy, 
appendicectomy and one episode of  seizure. Her menstrual 
cycle was regular. She had reduced force of  proximal and 
distal muscles of  left upper limb, increased deep tendon 
reflexes (DTR) of  the same limb and right side Bell’s palsy 
on examination. Vital signs were normal. Consciousness, 
sensation, Romberg, vibration, and cerebellar tests were all 
intact, but cognition was minimally impaired. Brain magnetic 
resonance imaging (MRI) revealed mild hydrocephaly with 
abnormal hyperintense lesions in periventricular white 
matter, centrum semioval, precentral and postcentral 
gyrus in T2-weighted images [Figure 1]. Cerebellar white 
matter was also involved and an abnormal mass in pituitary 
fossa was discovered. MRI of  sella turcica in sagittal and 
coronal views demonstrated pituitary macroadenoma with 
chiasmatic compression [Figure 2a and b]. The findings 
on brain magnetic resonance angiography and magnetic 

resonance venography (MRA and MRV) were normal. 
Electromyography and nerve conduction velocity (EMG-
NCV) showed upper motor lesion in left side upper 
extremity.

Laboratory results showed the following: WBC 3300/ μl 
[72% polymorphonuclear leukocytes (PMN) and 18.7% 
lymphocytes], lymphocytes 617/μl, hemoglobin (Hb) 
8.9 g/dl, mean cell volume (MCV) 75, hematocrit (HCT) 
26.4%, platelet (Plt) 46,000/μl, reticulocyte count 
(Ret C) 0.3%, erythrocyte sedimentation rate (ESR) 
55 mm/ hour, C-reactive protein (CRP) +1, ferritin 64 
ng/ml (normal level 7.4–73), fibrinogen degradation 
products (FDP) 0.18 mg/ dl (up to 0.2) and lactate 
dehydrogenase (LDH) 802 U/l (normal level <480). 
Blood sugar, calcium, magnesium, urine SG, renal and 

Figure 1: Brain MRI T2-weighted images showing hyperintense lesions in 
periventricular white matter, centrum semioval, precentral and postcentral 
gyrus and cerebellar white matter involvement

Figure 2: MRI of sella turcica. Sagittal (a) and coronal (b) T1-weighted 
images demonstrating pituitary macroadenoma with chiasmatic compression
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