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Case Report:

Pseudohypoparathyroidism Presenting as Congestive Cardiac Failure.
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Abstract: Hypocalcaemia can have a
manifestations including cardiovascular changes.
Hypocalcemic cardiomyopathy has been reported in
hypoparathyroidism and vitamin D deficiency but association
of  hypocalcemic  cardiomyopathy in  pseudohypo-
parathyroidism has been reported scarcely in literature. We
describe here a case of PHP presenting as congestive cardiac
failure.
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variety of

Introduction:

Plasma calcium level may be decreased due to insufficient
Parathormone production by the parathyroids
(hypoparathyroidism), or a resistance against its action in
target tissues (pseudohypoparathyroidism). In both cases,
there are significant reduced levels of plasma calcium
associated with hyperphosphatemia. Hypocalcaemia can have
a variety of manifestations including cardiovascular
changes.!

We describe here a case of Pseudohypoparathyroidism (PHP)
presenting as congestive cardiac failure.

Case Report

A 24 years old female presented with insidious and gradually
progressive shortness of breath for 28 days with orthopnea
and paroxysmal nocturnal dyspnoea for last few days and
breathlessness even at rest for 1 day. She was taking
carbamazepine for seizure control for last eight years. She
had developmental delay with poor scholastic performance at
school. She was married and had a 2 years male healthy

child. Her both parents and younger sister were healthy but
her younger brother was a diagnosed patient of
pseudohypoparathyroidism.

On general physical examination her respiratory rate was
30/min., pulse rate was 100/min., BP 100/70 mm Hg. and she
had cyanosis. She developed severe carpopedal spasm during
examination (Figure 1) and attendant told that she was taking
carbamazepine for these episodes. Chvostek’s sign was also
present. There was LV S3 gallop and bilateral basal
crepitations. Her Mini mental score was 15/30 and deep
tendons jerks were brisk. On investigation, X-ray chest
showed bilateral non homogenous opacity in middle and
lower zones. Echocardiography showed LV enlargement with
severe LV systolic dysfunction (EF = 22 %) (Figure 2). Her
serum Ca™ was 4.40 mg/dl (Normal range 8.7-10.2 mg/dL),
Phosphorus 5.6 mg/dl (Normal range 2.5-4.3 mg/dL with
marked elevation of serum PTH 201.30 pg/mL (Normal
range 15.00 — 68.00 pg/ml). Her serum albumin was 4.3 g/dl.
Alkaline phosphatase was 78 U/L (38 -94 U/L), 25 hydroxy
Vit. D was 20.12 nmol/L (< 25 nmol /L deficient). Renal and
liver function tests were normal. ECG revealed a prolonged
QT interval (QTc 620 ms) (Figure 3). CT scan head showed
calcification of basal ganglia bilaterally (Figure 4).
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Figure

Figure 1: Photograph showing carpal spasm on

Figure 2: Echocardiography showing LV Dysfunction in

compression of forearm.

hypocalcemia.

: CT Scan head showing bilateral calcification in

basal ganglia.

Figure 5: Echocardiography after correction of
hypocalcemia.

Diagnosis of Pseudohypoparathyroidism and Vitamin D
deficiency was considered. She was managed with calcium
gluconate infusion for 24 hours and injection cholecalciferol
6 lakh U intramuscular was given. After that oral calcium
and 1, 25(0OH) 2D supplements were started. Carbamazepine
was tapered off. After 2 weeks her serum Ca*™ was 8 mg/dl
and Phosphorus was 4.6 mg/dl and Echocardiography
parameters of LV function along with LV dimensions
showed improvement and left ventricular ejection fraction
was 25%. Chest X ray showed clearing of the opacities. QTc
improved to 472 milliseconds. Patient came for follow up
after 4month. She was asymptomatic and her serum calcium
was 9.4 mg/dl and phosphate was 4.5mg/dl. she never
developed any seizure or tetany after treatment. Her echo was
normal and ejection fraction was 60% (Figure 5). She was
advised to continue the same treatment and to follow up after
6 months.

Discussion
Hypocalcaemia characteristically causes prolongation of the
QT interval in the electrocardiogram.? Torsades de pointes
can potentially be triggered by hypocalcaemia but is much
less common than with hypokalemia or hypomagnesemia. In
addition, decreased myocardial performance and even
congestive heart failure have been reported.>’ Myocardial
dysfunction is reversible with calcium
repletion.>® Hypocalcemic cardiomyopathy in PHP has been
reported scarcely in literature.®
Our patient had PHP along with vitamin D deficiency
causing hypocalcemia leading to QTc prolongation along
with congestive cardiac failure which improved with
restoration of calcium level and calcitriol supplementation. In
this patient, vitamin D deficiency can be due to prolonged
carbamazepine use and moreover deficiency of Vitamin D is
very common in India.’® Furthermore, conversion of 25-
hydroxy vitamin D to 1, 25(0OH),D is impaired in PHP due to
parathormone resistance.
This case demonstrates that hypocalcemic cardiomyopathy
should be considered in the differential diagnosis of
congestive cardiac failure in PHP who do not respond
adequately to the usual treatment. Recognition of the
condition is important as myocardial impairment is reversible
after administration of calcium.
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