J Korean Acad Pediatr Dent 33(1) 2006

Familial hypophosphatemia &0}2] &

L=

x2S 28y YU - e
7 SeNe X2t eobx| el

— RexE

7FEA4 A 912+ 3 (famiial hypophosphatemia)2 <9
U 83 QA Frt vold AR S-S YehlE 7Y
9] Q14 2ol
ofE Tt QM S °] d O}E‘r
Ao
o 3lutsl 2o et
2 Sl 73 2 ARE Y9 L Solrt I
o] #AE o] Loldtol ofF G u} 715G AQNEF LR
D7 A QA

p83

AhE
2

f>lN

Ao wF

Z7190 9l 83 DB A B fhol

[le) £2, 421 vlel, e 71, 2 el vehdel, A3kd &
3} 2%, AT I A% $U B TYE, 2A8Y

]
+4

g2

3 frdoln He ‘)'0}01]*1 o

719} 8 the], Wb Ao Wo| B4E Aty 2%
AR 2743 X3 A g gel] Hudhe vlelot,

.M 2
7VE24d A1 914¥8 2 (familial hypophosphatemia)&- 714 &

3 A FEEoR, 19374 Albraight”ol] 2isl Bge] H]
B D A 5% WAdE Ze 77389 ¢ = Vitaminin
D-resistant ricketsZ A+ HuHA o™, 1 9 refractory
rickets, XFAA 4 A Folgnr LA vk 24
Ao QA AFT 71X AHeg 5718 At A
Fr7F Ahdowy 84 Zeshe Aoy kst &

Ad o ¥4 9geld Aaaae BAE Sheel U,
F2 0 P02 HANE BE dollA clolut 933
Aol 3k,

HMXA  H e

7 S ArY 271 boH A|
ZErystnE e 1o}

Tel : 053-420-5961

E-mail : shnam@mail.knu.ac.kr

116

ANA ahog gl A7) AlFske A7l vehde A
2 (bow-leg) 7k §A AW 22 7], golnte] &2, AZHY ™
27} gaEc. A, 8 A&A] dEG HFe
27 g Adute] Wyo] Y, &5
ANA Het M EA Pl &) TAHR
o Zg7)7h vepde wlgRl D 924 7%
R 28 NFEE FAGP

;‘q:q.;@ Ao R _I__/\]O] o3
Aot 4QE uﬂ,] XA E9ko|

T4, B&3 AdAE] A&

7 s Y
F9 25

3k

A °}°ﬂ/‘1 ==

)

ATZ
=
EAA

Aom G 4o neA

t A (interglobular dentin)®| &7},

w9E Q& F7 AeEF9

A8E Y3 2L ydsiivit 79 98

7 gl HWW AR )M Bolo] Wrs|o] o A}

g A3} 715 ALAE Folgta e Folo] ¢
73} X127 X g8 vhal Kt vo|tt.



[.&32x

%24 VIEE 94 Bolz 34 423
T eaisict set A2 $3309 A2 29ld) qum
boil} glet £3 A 1577 Ao Hobs-4 o] s el %
A ghote] o] 3 g Solg A3} geloly} o)) ey
& Qe 79 9% 2oz Bole) Yolo| vldh 2& 7], &

€ Qolel, A Fig. 1), A3 B A4 Ao A
How B8 X573 2(Fig. 20| B0 ol 9
%4 AN 2 Ao Y AdaEFen Aug,

29l 2o}y

F],.Ijg
o

HEFoRE ofr Ut Uik S BukslA ke xw%% et
Il 9\)\311:]. A§§].z‘ﬂ-z4 27 Oi 3‘3_

Cistaofx|ntats x| 33(1) 2006

ot 13 8712 i th(Fig. 3).

1870 F AR A] ket 35 fr5EA 9ol A& o]
A2 A AT F AU Fig. 4a). WY 24 2 94 AA
ol e} Agholu Aok et Ak Al &

b 2|2k Fojel WA FaA WAE e £ 9} A
FAAEE BT F X Fo] 2HEAHFig. 4-b).

24708 3 AR A Ztoly} & g7 Boo oM 2=

Aot ddH oz A

AR Gokok WhAbA AbAl &g 4

ot +5 A2fr7A ol 22T Fdol A AN Fig. 5).

ApdrE A F Shole] BFo] Algtxlon A¢AE 98

F 450 FHALD(Fig. 6). A FE f7A0) 193
B 4% AR Fo

Fig. 1. Initial extra-oral photograph.

Fig. 2. Initial periapical views.
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Fig. 3. Sealant application on primary molars. Fig. 4. Follow-up after 18 months.
a. gingival swelling on #72 area
b. swelling subside after pulpectomy

Fig. 6. Follow-up after 27 months.
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Abstract

FAMILIAL HYPOPHOSPHATEMIA: A CASE REPORT

Yun-Jung Cho, Eun-Jung Kim, Hyun-Jung Kim, Young-Jin Kim, Soon-Hyeun Nam

Department of Pediatric Dentistry, College of Dentistry, Kyungpook National University

Familial hypophosphatemia is the most common hereditary rickets which occur hypophosphatemia as the cal-
cium concentration in the blood serum is normal but the phosphate concentration in the blood serum decreases
by dysfunction of renaltubular phosphorus reabsorption. In spite of the low concentration of phosphate in the
blood serum discharge of phosphate by urine and alkaline phosphatase increases remarkably. It is a sex-linked
and normally male show severe clinical symptoms than female.

This kind of familial hypophosphatemia patients show frontal bossing, square head, short of status for general
finding, and for dental finding, thinning of limina dura and dental follicle, thin and hypoplastic enamel, enlarged
pulp chamber and canal, high occurance rate of periapical and periodontal abscess and unknown cause of rarefy-
ing osteitis.

This case is to report about the clinical finging and dental treatment of a child patient, who came to the hospi-
tal for treatment of deciduous teeth caries but was refered to pediatrics because the child showed clinically short

of status, bow-leg and radiographically enlarged pulp chamber and canal, there as diagnosed as familial hy-
pophosphatemia.

Key words : Familial hypophosphatemia, Periapical abscess
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