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Fig. 1. Facial photo. Fig. 2. Left hand and right hand.

Fig. 3. Occlusal view of mandible. Fig. 4. Frontal view. Fig. 5. Occlusal view of maxilla.
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Fig. 6. Panoramic view.

Fig. 7. Pathologic root resorption.
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Abstract

PSEUDOHYPOPARATHYROIDISM : CASE REPORT

Seong-Oh Kim, D.D.S., Ph.D., Eun-Kyoung Hong, D.D.S, Hyung-Joon Choi, D.D.S., Ph.D.,
Jae-Ho Lee, D.D.S,, Ph. D., Heung-Kyu Son, D.D.S., Ph.D.

Department of Pediatric Dentistry, College of Dentistry and Oral science Research Center, Yonse University

The parathyroid hormone plays a major role in the metabolism of calcium and phosphorus. In
hypoparathyroidism the parathyroid glands are atrophied or absent associated with autoantibodies against
parathyroid tissue. Pseudohypoparathyroidism is a metabolic disease caused by the disturbance in peripheral ac-
tion of parathormone, but parathormone level is normal. In general, patients with pseudohypoparathyroidism
have short stature, round face, brachydactylia, obesity, mental retardation, cataracts & ectopic calcifications on
soft tissues. Dental manifestations are enamel hypoplasia, delayed eruption, blunting of root apex, hypodontia,
pulp calcification, thickened lamina dura, excessive caries & malocclusion.

In this case, intraoral examination showed enamel hypoplasia on the erupted permanent teeth & hypermobili-
ty on the remaining deciduous teeth. From the radiographic view, severe dental anomalies were observed on ca-
nines and shortening and blunting of root apex was observed on mandibular incisors. Pathologic root resorption
was also observed on deciduous teeth.
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