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Table 1. Cephalometric analysis
Clinical norm at age 9 Measurement ~ SD

Mx. height (N-CF-A) 59+ 2.0° 65.81° +3.4
Mx. depth (FH-NA) 91+ 2.9° 70.82° -6.96
SNA 81+ 2.7° 63.67° -6.42
SNB 785+ 2.7 67.45° -4.09
Convexity 4+ 2mm 3.26mm -3.63
Mc-A 1+ 2mm 18.18mm  -9.59
Effective mx. length 85+ 3.4mm 65.0mm -5.88
Effective mn. length 105 3.9mm 98.0mm -1.79

49+ 4.0° 66.73° +4.43
63+ 3.0mm 57.98mm -1.69

Lower facial height
Corpus length
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Fig. 1. Extraoral photos show exophthalmos outer strabis-
mus, hypertelorism and underdeveloped maxilla.

Fig. 2. Intraoral photos show anterior and posterior crossbite due to maxillary hypoplasia, severe openbite, highly narrow palate and delayed eruption of
maxillary permanent first molars.



Fig. 3. Panoramic view shows delayed eruption of maxillary permanent
first molars. It also presents ectopic eruption of upper first molars and root
resorption of upper primary second molars.
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Fig. 4. Lateral cephalometric radiograph demonstrates maxil-
lary retrusion and severe openbite. Note the copper beaten
appearance of calvaria.
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Abstract

CROUZON SYNDROME : CASE REPORT

Su-Jin Lee, Young-Jae Kim, Ki-Taek 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 University

Crouzon syndrome is a rare disease, first decribed by Crouzon in 1912. This syndrome is cuased by mutations
in the FGFRZ2 gene, which is mapped to chromosome locus 10g25-10g26. The condition occurs in about 1 of
every 25,000 birth and is inherited as an autosomal dominant trait.

We experienced a case of Crouzon' s disease in a 9-year-old-female child. Physical examination revealed cran-
iosynostosis, hypertelorism, exophthalmos, hypoplastic maxilla and a relative mandibular prognathism. The pur-

pose of this study is to report the dental and medical characteristics of the patient and review the literatures of
Crouzon syndrome.

Key words : Crouzon syndrome, Craniosynostosis, Maxillary hypoplasia, Hypertelorism, Exophthalmos
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