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A Case Report of Treatment of Heterotrophic
Calcification in Pseudohypoparathyroidism
Sung Won Yoon, M.D., Jea Yong Song, M.D.,
Chung Hun Kim, M.D.

Department of Plastic and Reconstruction Surgery, School of
Medicine, CHA University, Gyeonggi-do, Korea

Purpose: Pseudohypoparathyroidism is a hereditary
disorder characterized by symptoms and signs of hypo-
parathyroidism, typically in association with distinctive
skeletal and developmental defects. Hypoparathyroidism
is caused by a insufficient end-organ response to PTH
(parathyroid hormone). Hypoparathyroidism consists of
four types in which the most common form, pseudohypo-
parathyroidism-la, accompany with Albright's hereditary
osteodystrophy. We experienced a case of a woman who
had been suffering from calcified mass on left foot,
diagnosed Albright's hereditary osteodystrophy.

Methods: We present a case of a 24-year-old Korean
female who visited plastic surgery department with a
painful mass on dorsum of the left foot. On the physical
exam, bony hard and painful mass, fixed to dermis, was
noted. Plain X-ray films demonstrate suspicious calcifica-
tion on subcutaneous tissue of dorsum of the left foot. The
patient was diagnosed pseudohypoparathyroidism 2 years
ago at the plastic surgery department. At the visiting time,
the laboratory results were within normal range even
though the patient actually had a disease. The reason is
because the patient has been treated with Vit.D, calcium
replacement therapy and thyroid hormone therapy.
Moreover, the patient has been treated with anticonvulsant
agents due to epilepsy. On the brain computer tomography
(CT), calcification was noted on the basal ganglia and
dentate nucleus. So we decided the total excision of entire
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mass from the left foot.

Results: We excised main mass with numerous
pinhead sized masses which were scattered around the
main mass. The 6.0 x 4.0 x 0.5 cm sized main mass was
bony hard, and its surface was flat and margin was
irregular. The permanent biopsy was confirmed that the
main mass and all the scattered tiny masses were
heterotopic calcification. The patient did not suffer from the
pain after the mass excision. The wound has been healed
without any problem.

Conclusions: Heterotrophic calcification is often accom-
panied with pseudohypoparathyroidism, but such a huge
one is uncommon. We report a case of pseudohypo-
parathyroidism with heterotrophic calcification developed
in dorsum of left foot who was diagnosed by excisional
biopsy.

Key Words: Pseudohypoparathyroidism, Heterotrophic calcifica-
tion
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Fig. 1. Preoperative findings. Bony hard mass, which fixed
to skin was noted on dorsum of left foot.
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Fig. 2. Preoperative X-ray. Soft tissue calcification was
noted on the dorsum of left foot and no bony abnormality
was identified.
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Fig. 3. Preoperative brain computer tomography (CT). Mul-
tiple calcifications were noted at basal ganglia and dentate
nucleus.
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Fig. 4. Intraoperative findings. Hard and fixed mass was
noted on the dorsum of left foot.
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Fig. 5. Photograph of specimen. 6 x 4 x 0.5 cm sized bony
hard mass was excised.
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