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Table 1. Prevalence of the persons with congenital missing teeth

I:i —E“;‘_IE
1) 2opd £X

Z 36879 AEA F A9 AR Mg 35071H 3,
I % slet Al 2 A7 7870(22.3%) 2 71 EAEo) =9
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MNae F 180, 1 2 stef #5427}
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Table 4. Distribution of bilateral permanent congenital missing teeth

Sex No. of Subjects No. of Persons with CMT* %

Male 861 78 9.05
Female 659 57 8.64
Total 1,520 135 8.88

*CMT: Congenital Missing Teeth

Table 2. Distribution of permanent congenital missing teeth according to
the site

No. of CMT* (%)

Site Mx. Mn.

Rt Lt  Subtotal Rt Lt  Subtotal
Central Incisor 0 0 0 21 16 37(10.6)
Lateral Incisor 15 20 35(10.0) 29 23 51(14.8)
Canine 10 10 20(5.7) 6 7 153.7)
First Premolar 12 12 24(6.9) 9 1 20(5.7)
Second Premolar 26 21 47(13.4) 36 42 78(22.3)
First Molar 1 1 2(0.6) 1 1 2(0.6)
Second Molar 7 6 13(3.7) 4 3 7(2.0)
Total 71 70 141(403) 106 103 209(59.7)

*CMT: Congenital Missing Teeth

Table 3. Distribution of primary congenital missing teeth according to site
No. of CMT* (%)

No. of Bilateral CMT*

Jaw Site : %
(apair)

Mx. Central Incisor 0 0
Lateral Incisor 11 9.6
Canine 6 52
First Premolar 8 7.0
Second Premolar 15 13.0
First Molar 1 0.9
Second Molar 6 5.2

Mn, Central Incisor 13 11.3
Lateral Incisor 11 9.6
Canine 6 5.2
First Premolar 8 7.0
Second Premolar 26 22,6
First Molar 1 0.9
Second Molar 3 2.6

Total 115 100

*CMT: Congenital Missing Teeth

Table S. Distribution of primary congenital missing teeth with congenital
missing of permanent successors

Site Mx. Mn.

Rt Lt  Subtotal Rt Lt  Subtotal
Primary Central 0 0 0 1 2 3(16.7)
Incisor
Primary Lateral 0 3 3167 6 3 9(50)
Incisor
Primary Canine 0 0 0 3 0 3(16.7)
Total 0 3 3167 10 5 15(83.3)

*CMT: Congenital Missing Teeth
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No. of CMT*
Site Mx. Mn.
Rt Lt Subtotal Rt Lt Subtotal
Central Incisor 0 0 0 1 2 3
Lateral Incisor 0 2 2 5 2 7
Total 0 2 2 6 4 10

*CMT: Congenital Missing Teeth
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Table 6. Numbers of congenital missing teeth per person
Classification No. of CMT* No. of Person %
Hypodontia 1 58 433
2 46 343
3 9 6.7
4 2 0.6
5 5 14
Oligodontia 6 4 1.1
7 2 0.6
8 2 0.6
9 1 03
11 1 03
13 1 03
15 ] 0.3
19 2 0.6
Total 134

*CMT : Congenital Missing Teeth

Table 7. Assosiated dental anomalies with congenital missing teeth
Assosiated Dental

Anomalies with CMT* No. of Person %
Hyperdontia 18 13.3
Microdontia 17 12.6
Fusion teeth 9 6.6
Impaction of Mx. Canine 8 5.9
Ectopic eruption 7 52
Delayed root formation 6 44
Taurodontia 2 1.5
odontoma 1 0.7
dentinal dysplasia 1 0.7
abnormal root formation ] 0.7

*CMT : Congenital Missing Teeth
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Fig. 1. A 9-year-old boy with missing on both maxillary lateral incisors.

The panoramic radiograph shows mesiodense as well as taurodonts on
both mandibular primary second molar.
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Abstract
A CLINICAL STUDY OF CONGENITAL MISSING TEETH
Hae-Kyoung Jeong, Yeon-Mi Yang, Jae-Gon Kim, Byeong-Ju Baik, Jin-Woo Jung, Ha-Na Kim, Mi-Ah Kim
Department of Pediatric Dentistry and Institute of Oral Bioscience, School of Dentistry, Chonbuk National University

The congenital missing of teeth is common, which takes place since the proliferation and differentiation are
not allowed in that tooth bud fail to start development. The purpose of this study is to research incidence rate,
number, and missing part of congenital missing teeth, and to study whether a person who has missing teeth
has other abnormality of teeth or not.

For this study, 1,520 subjects(aged 2.9~17) who had visited pediatric dentist department of Chonbuk na-
tional university dental hospital within 2 years were examined with an panoramic radiograph : exempting third
molar missing state.

The obtained results are as follows.

1. 8.88% among total subjects show missing teeth ; male 9.05%, female 8.64%

2. The most frequently missing permanent teeth were the mandibular second premolars(22.3%). The most

frequently missing primary teeth are mandibular lateral incisors(50%).

3. 43.3% patients have one permanent missing tooth, 34.3% have two, and 10.4% have more than six, re-

spectively. In primary teeth, 86.7% patients have one missing tooth, and 13.3% have two missing teeth.

4. 18 patients(13.3%) have missing teeth as well as hyperdontia, while some patients have microdont, ectopic

eruption, and fusion teeth.

Key words : Congenital missing teeth, Hypodontia, Tooth abnormality



