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Fig. 1. a. Clinical photo shows abnormalities of
lower extremities characterized by bowing of
legs. b,c. Radiographic examination of legs and
| hip bones.

Fig. 2. Radiographics of hands and feet.

Fig. 3. Clinical photos demonstrate delayed eruption of maxillary left

permanent incisor.
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Fig. 4. a. Panoramic radiograph shows impaction of the maxiilary left permanent incisor, taurodontism of the permanent
molars, large pulp chambers, absence of lamina dura around the roots, b, Periapical radiograph shows apical bony rarefaction
affecting the abscessed maxillary right lateral primary incisor. c. Dental scan demonstrates impacted and dilacerated maxillary
left permanent incisor. d. Enlarged mesial pulp horn affecting the mandibular first permanent molars are evident.
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Abstract

X-LINKED HYPOPHOSPHATEMIC RICKETS : CASE REPORT
Su-Jin Lee, Young-Jae Kim, Ki-Taeg Jang, Sang-Hoon Lee, Chong-Chul Kim, Se-Hyun Hahn, Jung-Wook Kim
Department of Pediatric Dentistry, College of Dentistry and Dental Research Institute, Seoul National U niversity

XLH(X-linked hypophosphatemic rickets) is a form of rickets which is resistant to the usual dose of vitamin D
and inherited in a X-linked dominant manner. It is also known as vitamin D-resistant rickets or familial hy-
pophosphatemic rickets.

Here we report a 6-year-and-6-month-old female patient of XLH who is diagnosed with in SNUH. She was
referred from local clinic for impaction of maxillary left permanent incisor and its treatment. She presents bow-
ing deformities of the legs, short stature, enlargement of wrist and ankles and spontaneous dental abscesses of
clinically sound teeth, delayed eruption, taurodontism, delayed apical closure, enlarged pulp chambers, and ab-
sent or poorly defined lamina dura. The purpose of this case is to review the literatures of XLH and report the
dental and medical characteristics of this patient.

Key words : X-linked hypophosphatemic rickets(XLH), Vitamin D resistant rickets, Periapical abscess,
Periapical fistula, Impacted tooth
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