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X-LINKED DOMINANT HYPOPHOSPHATAEMIC RICKETS: 13 YEARS FOLLOW-UP STUDY

Na Ha, Youngijin Kim, Hyunjung Kim, Soonhyeun Nam*
Department of Pediatric Dentistry, School of Dentistry, Kyungpook National University

X-linked dominant hypophosphataemic rickets(XLHR) is a hereditary disease generally transmitted as
an X-linked dominant trait. Oral manifestations include poorly mineralized dentin, enlarged pulp chambers
and root canals, early tooth loss. Also, spontaneous dental abscesses could occur in the absence of a history
of trauma or caries. This report describes the clinical finding and dental treatment of a child, who came to
the hospital for treatment caries but was refered to pediatrics because the child showed clinically short of
status, bow-leg and radiographically enlarged pulp chamber and canal, there as diagnosed as XLHR. After
the diagnosis, 13 years follow-up and treatment were performed. (J Korean Dis Oral Health Vol.13, No.1: 14-
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Fig. 1. Initial extra-oral photograph at 2 years and 1 month old.
The height was less when compared with average it of age-
matched child. There were frontal bossing, depressed nasal
bridge and bowed legs.

Fig. 2. Initial periapical views at 2 years and 1 month old. Note
large pulp chambers of primary teeth and pulpal homns extend
to the dentinoenamel junction(arrow).

Fig. 3. Panoramic radiograph at 4 years and 9 months old,
showing large pulp chambers and extended pulpal horns
affecting both primary and permanent molars (arrow).
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Fig. 4. Panoramic radiograph at 7 years and 4 months old
showing radiolucency under treated primary left molars. But,
normal mixed dentition was revealed without complications
such as early tooth loss, space and eruption problems, etc.

Fig. 5. Panoramic radiograph at 11 years and 7 months old
showing normal exchange to permanent dentition, but showing
large pulp chambers, incomplete root formation and prominent
pulpal horns extending up to the dentinoenamel junction.
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Fig. 6. (A) Periapical view at 12 years and 9 months old.
Mandibular right first molar was showed periradicular radiolu-
cency and performed endodontic treatment.(B) At 13 years
and 6 months old, although no dental decay was obvious,
mandibular right second molar showed periradicular radiolu-
cency and prominent mesial pulpal homn(Arrow). (C) At 14
years and 4 months old, mandibular right second molar
showed dentoalvelolar abscess(Arrow). (D) Radiograph taken
at the 9 months following up revealing that mesial marginal
bone loss healing was in progress.
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