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[BURRE] 19934 (284 ) 1 ZE KRG 12 THHT, Hic
T2 F AR GBI R AR I JE R & 3200 M BE i T ARl LR IR S 5S
i GRBLHLEEAET B3 parathyroid adenoma), % ®
BOZBIT Lo 20024 5 HiclEiikTdh 3 5, BIES
&322, intactPTH #5198(Pg/mD) Tdh . MFEH
AEN, KEAMBE G TRAETHIN AR L2 - 72,
(8 5E) BE 160 cm. fAHE 57.5 kg, 1AM 36.6 C.
MLHE 140-90 mmHg, I&HT 90 /min
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Table 1. Laboratory data on admission

<CBC> < Biochemistry > < Parathyroid related Data >
WBC 8500 /ul TP 6.3 g/idl Gastrin 96.6 Pg/ml
RBC 437%10° /u1 Alb 4.2 gidl I,ZS(OH)IVD 62.9 Pg/ml
Hb 14.1 g/di T.Bil L1 mg/dl NTx 52.5 N/Mcre
Ht 420 % GOT 17 1UA U-DPD 5.7 Nicre
Pit 264 x10° /u1 GPT 28 1UN
LDH 233 1UA < Thyroid function >
< Urinalysis> T-chol 151 mg/dl
—_— o TG 94 mg/adl FT3 3.02 pg/mi
Glucose “ BUN 12 mg/dl FT4 1.54 ng/dl
: Cr 0.6 mgadl TSH 160 ¢ IU/mi
Hematuria (+) ) Na 42 mEqgh Anti TPO Ab )
24Ccr 79.1 mi/min 39 mEg Anti TG Ab ©
U-Ca 306 mg/day Ca 126 mgdl
P 1.6 mgadl
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graphy T & FUHRIRATE TRUCRIE O SEROTIE A 20 |
BIMGE TRPOPERAEMI A H b A U2z @RS -
HTrEELZONK(A L), Fschinti graphy T
5 M 73 brown tumor D FLIZEM T, HUME & AD
1o to, HHEMCT TIRATR IR KBHEEZR L, 41K
FICRETHEAEZRD, FHLCLBEHAO2ED
B®5),

CABEBR%8]) KRR F (RIS 72 &2 ih o>, (e
OREBE S AT U TIT - fe s, FRLAT LA D 15 - 7,
Al FLRAR LIS O 28 1 NE IS4 58D 15 - 7o bs, Lo T
MiMEIHIRIEO B c A ERbRAL I &0, 4
A2MHOFMERL D &0 SEIL 2 ERG Ui,
(T o2 A GV A SN N IV N X TR i O
MENLEZ-F DT 24T - 7o 5, MENLEILZ -3 wild
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() Fig.3 Magnetic resonance imaging of the cervical region.

/ mut

Eu : uninformative evaluation

nd : not analyzed

Fig. 1 Pedigree of family

Fig. 4 *"Tc-MIBI scintigraphy.

Fig. 2 Ultrasonography of the parathyroid gland.

Fig. 5 CT of the abdomen.
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Fig.6 Histopathology of the resected parathyroid adenoma.
HE staining
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Fig.7 Clinical course
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Fig.8 DNA seguence analysis a mutation consisted of a
5bp deletion in exonl.
Wild type; =+« GTG GTG A(AG GGA) GAC GAA -+
() : 5bp deletion
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