Efet2ofx|Thets(X] 38(2) 2011

M1 AEHREZS =tole] M x|gs|
OITHS - ofodn] - 2T - sz - 252
Anojetn A sheje} 2obxaetaa @ A Ta
r— =SoxE
A3 /+F% (neurofibromatosis) & S5, A4, A5z, 55 2 YR ol 2 subsln] Az 942 Ko
= PARROR ATH AAA ] Aol AN FF A HAAR] WA & BT AR ke £eY HE
SAAA 248 F 7MY $83 AL AAA5Z (neurofibroma) el 31 1 9] W ARG wi= W A1 M ubA (cafe-
au-lait spot) ¥, &H24d (Lisch nodule)o] it} AR FFZ0] v)wa 77 o] Leshe v go vjud Yo Aoa
SR AL, R A 9E Te v AR R0 EAEts 27 Wake} BaE o] 9
T ARG YdollA A13 AAHFEFoR Aehtn, Xob$A% 2 98 B Lolx ] WAE w442
woteh 9] oA AM A 18 AN FETY BAR A HH 27 WA ol M7 AT} 3| Hashs v}
FRU: WBHREE, AANRE, U3 A9 0 A 34 AA
[.M E AFFola 1 oo WA AuA vy ZAE ANADE
HEEws, AN, FRBEARE, 2l AnE 5
VBEARESL AEAA $49& Hols ANARO T ney- o] A7 A1 AdH B 7)F F AAHE S o Al
rofibroming AB48te 1794 JA8A49 Feh17q11.2) 9 Zhko] TR EAstn] £k Ulo] Sk A% vug
A8 FF A FARke] WA o8 WA s e AlAA EF Ao delA Yo,
5T A F 50%% A QeiAr) o bR o w = sille AEdgtn Bl A1y AR FFFer
dofif= 2§ EdWolo olaix] MAE Aoz ure A2, g W ol $41F X EE Y] B Aobx| Tl e vk
73552 Tileus Von Tilenadl 9J3] H&og 714% 4A419] Folel 19 opHA ZRE A1 AANFEFY EAF
211” von Recklinghausendl 2]8] M3 =g on® o] 3 of ol A 7A AL WA 7] Hudhs uholt)
Szt ofsf B Bl JAE? AANSEZe I A1
g} AP o PRI A1RE F2 DA Foo] I. & 21
Bo] AE] o] HxAGYolgne s 2307479
HALS gAY ekttt WA BRle] 85%7) o Hd| Loy gk 4A1e] gt ofo] 2 20099 62 199 FAABE F4R
1:2,500-1:3,3009] ¥l== vehlz 44 o], mZe] z}o) 7RI el Aot F 3555 HEE o|fF 2 HalwH el A
© $iTh. A28 A thby T AN O 2ol Mg HA 85 W] Adte] AENEY Lol o) A}
W FEoR A13 37 gl 93 Flo] o] e Fo) EA) A BA] Fote] 71+ 91 em, HMFL 18 kgl 2 Y AHY <
olt}. ¢k 40,0007 2] AlMo} S 19l HlE T JehH g ofol & Hla) el Hrx F5-& BthFig. 1). ¢leH4
Taste S AY 24 2y 7% Ao, oA A4 o), HEe A8, A, HeTs, addy sie AR sEe
22| AR AT A ol 58 5 S 9o, 2 4993, ALY, Loty soleFol M a2 N gE
WdHor A1 A =28 FE EYHQ 2AE = e FYdon, A1y AAMNFESoR AF Aghigitt
7P F28 AL o] Qe Folw olg A} walE= A7 g o oo} AU AN FFFToR Aghre A
MM g o o)
85 MFA AT F2t&E 634-18 / MELHEHM x| TS 2~0fx|Dfstmal U TZHMAMDEII AL / 063-250-2128 )/ pedodent@chonbuk.ac.kr

_,Ej_‘_/_K-I/\OI

=HT =" oAb el

oTo=-

20104 128 109 / g0F %

20114 038 079 / /11

187

AENY: 20114 038 212



J Korean Acad Pediatr Dent 38(2) 2011

EE

] Male <> Female O @ NF

Fig. 2. Genealogical chart (NF=neurofibromatosis).

Fig. 1. Facial view.

Fig. 3. Cafe au lait spots. Fig. 4. Neurofibroma on the finger. Fig. 5. Inguinal freckling.

Fig. 6. Pre-treatment: In the intra-oral ﬁndmgs mu1t1p1e caries, enlarged funglform papillae and overall gmglval tissue enlargement were found
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Flg 7. Initial Panoramic view : There were mulllple caries and enlarged
pulp space, increase of mandibular angle, coronoid notch, and length of
condylar neck noticed.

Fig. 8. Lateral cephalometric view showed a cervical curvature,
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Fig. 10. Panoramic view (10 months after treatment): rampant caries were
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Fig. 11. Neurofibroma of left leg (Father).

Fig. 13. Panoramic view (Father): There were increase of mandibular
angle, coronoid notch, and length of condylar neck noticed.
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Table 1. Diagnostic criteria of neurofibromatosis type 19

A diagnosis is established if any two of the following features exist :

1six café au lait macules more than 5 mm in greatest diameter if, pre
pubertal, or more than 15 mm if post pubertal

2 two or more neurofibromas of any type, or one plexiform neurofibroma

3 axillary or inguinal freckling

4 distinctive osseous lesion, such as sphenoid dysplasia, congenital bow-
ing, or thining of long bone cortex, with or without psedarthrosis

5 bilateral optic nerve gliomas

6 two or more iris risch nodules
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Abstract

CLINICAL REPORT OF NEUROFIBROMATOSIS TYPE 1 PATIENT
Dae-Woo Lee, Yeon-Mi Yang, Jae-Gon Kim, Byeong-Ju Baik, Yu-Ryeo So
Department of Pediatric Dentistry and Institute of Oral Bioscience, School of Dentistry, Chonbuk National University

Neurofibromatosis is known as an autosomal dominant disorder caused by a mutation of a tumor suppressor
gene on the long arm of chromosome 17 that affects the bone, nervous system, soft tissue, skin, and endocrine
system. The most characteristic finding, which is helpful for clinical diagnosis as well, is the neurofibroma.
Likewise brown macules called Cafe-au-lait spots with color of caffee latte, and Lisch nodules found around iris
are useful to diagnose the disease. As known, the possibility of the neurofibromatosis occurred in oral cavity is
relatively rare, and in most of cases it is related to soft tissue changes with single or multiple neurofibromatosis.

The purpose of this report is to present characteristic dental findings which were found in a 4-year-old male
and his father, both diagnosed as neurofibromatosis at Chonbuk National University Hospital before visiting our
department, pediatric dentistry.

Key words : Neurofibromatosis, Neurofibroma, Cafe-au-lait spot, Lisch nodules
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