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Z = (1,25(0H),D;) DFE, WHE, ElE~DIEHICE>T
PN T B (R 1), PTH KX BB & BRI & 75 D
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#H1E Ca fii (mg/dL) = %l Ca(mg/dL) +0.8 X (4— IfiL
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FHH : familial hypocalciuric hypercalcemia

ADH : autosomal dominant hypocalcemia

FHHNC : familial hypomagnesemia with hypercalciuria
and nephrocalcinosis

HSH : hypomagnesemia with hypocalcemia
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90 %S INFEMENRIE, 10~20 %IZ O E A MBI, 1 %3
Th b, ZFMENTWMEE (multiple endocrine neoplasia :
MEN) D& S & %,



9 AN L, 7R MR OE AT

K6 BHILYYLAMECRERRICKDEH

ms P

E&ET [RF R IRBRHERETUEESE, B 1EES (PTH-related protein :

PTHrP)
EEBULLIRLER

REFEMRR, VitD &, 8, FREREETTEE I

7 - PIVHVEREE, B%F
TE RIEMEECa RIES AL ¥ o LA ILEE (familial hypocalciuric
hypercalcemia : FHH)

R Ca B (R MNRTRET 2 2 &EHE W)
FRBUKEFBRELR BREEMFIFRREETEE SHES
BT [FREMER IR IRHEERETUEE + VitD RZ

(100 mg/day L F)

ST - TILAVERE YA T7YA RARE, FHH(FHH

TRREESHD, SHILY D AMEOERNFE A ERW,)
75 %I 100 mg/day AT & %%,

HCO,~
it )Y - FILAYEREEE
BT [RFMER IR BR M RETTEEE

PTH(B#EEICE I N W I-PTH Z 8IE)
FEHRES RIS TTEE (ENIIL Y U AIELNH 2 ICHE
)

ER~IEE
P5FIWHRIET R,
FHH, UFU LA

BT BIEES

® RIEMIE Ca IRIEE AL > U LAMIE (familial hypocal-

ciuric hypercalcemia : FHH)

TR ARENE(ZIC X 5 CaSR DIEMEART X & Ca 28
#Z%, PTHIZIEF~EE LA L Cw 370, maskET
13 & % D3 FENE R IR IR RE YUHERE & DA ST H
%, RIFAREREIBR L CH A LS 7 AMUEIZSEE L 25\,
R Ca HRIHE T (Ca/Cr 7V 7 7 ¥ A 0.01 BUT) 2384
Ths, LpL, EFEMEMFRIBERETERE T 25 %3
Ca/Cr 7V 77 v A 001 LT 239 2 EBWESNT
W5,

o BitEBICHSENILY Y LM

LR O A )V > T SREICIE, BT % F oL
€ V2 X % % D (humoral hypercalcemia of malignancy :
HHM) & [ O EEEIC X % b D (local osteolytic hypercal-
cemia : LOH) 8% %, HHM IZ & parathyroid hormone-
related protein (PTHrP) % 779 % 1> L B2, M, B
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