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FEo] tl 535 (macrocephaly) = 7HA3L AATHFig. 1). A}

Fig. 3. Tonic paralysis in the arms and legs.

Hydrocephalus also caused abnormalities in nerve fibers that navigate to
the extremities. As a result, the patient showed tonic paralysis in his arms
and legs.

Fig. 1. Extra-oral photos.

Due to the accumulation of glycosaminoglycans in soft tissues, the patient
showed hardened and thickened cheeks, coarse facial features, and
macrocephaly.

lax 97 OMC » lax 13

MAGNETOM VISION MAGNETOM VISION
S 6 ~ 2

Fig. 4. Intra-oral photo before treatment.
Dental caries and anterior teeth's labioversion were discovered; and con-

Fig. 2. MRI images revealing hydrocephalus. sidering the age of the patient, insufficient number of permanent teeth was
Hydrocephalus expanded the head and increased intracranial pressure. erupted.
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Fig. 5. Intra-oral panorama.

Panorama revealed dental caries, overall wide pulp canals, and dental
problems such as delayed apical closure, root curvature of #36 and #46
that have taurodontism, ectopic eruption of #13 and #23, retromolar in left
and right parts of the upper jaw, bone loss of posterior areas of maxilla
and mandible, and atypia in both condyles.
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Fig. 7. Intra-oral photo after treatments.
Majority of dental caries were restored with glass ionomer and stainless
steel crown under sedation due to patient's incompliance.

Fig. 6. Cone-beam CT images of patient.

(2) Bone losses in #46, #47, and #48 are caused by pericoronitis that expanded into buccal and lingual sides. (b) As

seen in (a), bone losses in #36, #37, and #38 are caused by pericoronitis that expanded into buccal and lingual sides.
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Abstract

DENTAL MANAGEMENT OF PATIENT WITH HUNTER SYNDROME
(MUCOPOLYSACCHARIDOSIS TYPE Il) : A CASE REPORT

Min-Jeong Lee, Jae-Gon Kim, Yeon-Mi Yang, Byeong-Ju Baik, Hee-Jeong Song
Department of Pediatric Dentistry and Institute of Oral Bioscience, School of Dentistry, Chonbuk National University

Mucopolysaccharidosis (MPS) is a disorder which is caused by the defect of the lysosomal enzyme that is es-
sentially needed for resolution of glycosaminoglycans (GAGs). Metabolite of GAGs will accumulate in the lyso-
some of cells and will result in the dysfunction of cells, tissues, and organs. Eventually, patients will manifest
both mental retardation and physical disorders. In worst cases, mucopolysaccharidosis can cause premature
death. The current clinical types have been classified as MPS from type I to type IX according to the defect of
certain enzyme. The dental complications have been reported as delay of eruption, enamel hypoplasia, mi-
crodontia, malocclusion, condylar defects, gingival hyperplasia and dentigerous cystlike follicle. This clinical re-
port presents the case of a boy with MPS type II, Hunter Syndrome which has various dental complications.

Key words : Hunter syndrome, Mucopolysaccharoidosis (MPS) type II, Dental complications, Dental management
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