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seizure during dental procedure.

DENTAL CARIES TREATMENT FOR A PATIENT WITH ANGELMAN SYNDROME : A CASE REPORT

Eun Jung Sang, Ji-Soo Song, Teo Jeon Shin, Young-Jae Kim, Jung-Wook Kim,
Ki-Taeg Jang, Sang-Hoon Lee, Hong-Keun Hyun*
Department of Pediatric Dentistry, School of Dentistry, Seoul National University

Angelman syndrome is a rare disorder caused by deletion or inactivation of genes on the maternally inher-
ited chromosome 15. This neurodevelopmental disorder is characterized by developmental and intellectual
delay, speech impairment, sleep disturbance, seizures, motor dysfunction, and frequent laughing or smiling.
Orofacial characteristics include a prominent mandible, large mouth, prominent cheeks, a tendency to rest
the tongue between the dental arches, excessive drooling, and excessive chewing behavior. Patients with
this syndrome usually require general anesthesia even in a simple operation, because of risk of perioperative

This is a case report about dental treatment of a 3-year-old female patient with Angelman syndrome under
general anesthesia. This case suggests that the dental treatment under general anesthesia can be considered a
safe component for the uncooperative, delayed developmental patients with underlying disease. Also, periodic
dental exam appointment should be made to provide the patients with preventive treatments and to make
them remain familiar with the dental environment. [J Korean Dis Oral Health Vol.13, No.2: 80-85, December 2017)
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Fig. 1. Standard growth chart and patient’ s developmental state.
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Fig. 3. Intracral periapical view radiograph before treatment.

Fig. 4. Intraoral photo before (left) and after (right) treatment.
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