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— Abstract

ESTHETIC TREATMENT OF AMELOGENESIS IMPERFECTA
USING RESIN JACKET CROWN: CASE REPORT

Jun-Haeng Lee D.D.S., Jun-Seok Lee* D.D.S.,
Jong-Soo Kim D.D.S., ph.D., Yong-Kee Kim D.D.S., ph.D.

Dept. of Pediatric Dentistry, Dept. of Prosthetic Dentistry™,
School of Dentistry, Dankook University

Amelogenesis imperfecta represents a group of hereditary conditions that manifest
enamel defects without evidence of generalized or systemic disorders. These enamel disorders
are apparently heterogeneous in the basic chemical structure, resulting in a diverse pre-
sentation of clinical characteristics. The reported prevalence of amelogenesis imperfecta varies
from 1 in 14,000-16,000 to 14 in 1,000 depending on specific population studied with the
autosomal dominant hypocalcification type of amelogenesis imperfecta believed to be the least
prevalent.

The most widely accepted current classification system for delineating the amelogenesis
imperfecta types considers the mode of inheritance and clinical manifestations, Three ma-
jor groups are recognized: hypoplastic, hypocalcified, and hypomaturation types. Delineating
specific types of amelogenesis imperfecta can be confusing due to the phenotypical simi-
larity of many forms and that the most recent classification lists 14 different types.

A 12 year-old female patient came to our pediatric dentistry clinic complaining of the ug-
ly shape and color of her teeth, especially the upper front area. Although the goal of the
treatment was mainly focused on the improvement of patient’ s esthetics, longevity of the
restorations was also considered in selecting the appropriate restorative system, resin jack-
et crown, which can satisfy the both aspects.
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Table 1. Targis® System2| 22| HZ&

Flexural strength 170+=20MPa
Flexural modulus 12300 £900MPa
Ball indentation 5601+40MPa
Vickers hardness 170+20MPa
Water absorption 165+1.2um/ md
Water solubility 2.02£0.8um/mid
Depth of cure > 2

Filler content 762

(Weight %)

Hol AZAT g} AR FEA AnF
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