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HIL> o L(Ca)
IEEAE : 9.0~10.4 mg/dL
BT DZH:X mmoL/L=2X mEq/L=4X mg/dL

M Ca D 40%I1Z 7 V7 3 v (Ab) % EDEA LKA
L, #110%3Y V%, 7 T, RigA A+ ERiaL, 50 %
MCaAAYELTHEREL TS, LK TIZAA 1L Ca
(iCa) DWEIETH b, FIFIRIRAS LE >~ (PTH), AL b Y
Z = (1,25(0H),D;) DFE, WHE, ElE~DIEHICE>T
PN T B (R 1), PTH KX BB & BRI & 75 D
TERDS® U, B HERAE I AHAYE PTH % #6579 2 15 & WS
INTWn3,
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E % B ALIE T RE 22 68 Ca THIE S LTV %, IMTEFR Ca
& iCa IFHB) L T 525, Alb IRERE D 285612134
EZ1T9,

#H1E Ca fii (mg/dL) = %l Ca(mg/dL) +0.8 X (4— IfiL
W77 2 v (g/dL) (RHIESR)

F 72, Alb DA T HIR Ca & iCa 25H) L T WIEHEDS
HY, iCaZMPMET LI ENMIELLS(R2), DD,
SRS T iCa HIE FTHE 72 1L A A I 25 E SRR S
NTV3 I ENL, Fi, BERERLLER D S HEH
52 LHHEUETH D,
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g T DL, OEALRAE R~ L L — 7 BT
BRI T DOZEIPIL &, @i iz ih RS B A R
T PTH KAFEDREENIRIN D 2 D DA IS &1
% o SEDEPRANE CIEIEE X 7z 50~60 %, ~¥ L IL—7"T

Disorders of calcium and magnesium metabolism A diagnostic approach
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3. FIREE Ca, Mg

NV LV =T TIRERHIDEICmET 5 2 EIc kD,
BiA & v @ Ca?t o Mgt 232 @I MIIE @ paracellular
2B TRINE NS, L— 7HIRHEIE, NaT-K-2C1~
cotransporter (NKCC2) Z fHE 4% Z L 12 X D, renal outer
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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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ICHHAEND T ENH D,
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(1)7 8% 2 FOMEREILTH 2~ LIL— T DR AT
HOEATOEBRREIEILUTD 3 2TH S,
OffEM oA E A, paracellin-1 (Claudin-16) @ ¥4

(A V> B RGE & B PAGRE 2 fF 5 SRS~
7" %77 L IME (familial hypomagnesemia with hype-
rcalciuria/nephrocalcinosis)

@RBICK G BRI MIEO MR H % CaSR D5
O Qe A A o /I HOIR B RE AR T E (auto-
somal-dominant hypoparathyroidism)

(Bartter i fEEHED—

(2) &R D RE XU D 3 5 TH 5,

OERME MDA A > F 7L, TRPM6 D5 (Z i
W 12 b ) TH BRSBTS (KA V> T A
IMHE % £ 9 K< 7" % > 7 L IUEE hypomagnesemia
with hypocalcemia)

@IEM D Na™-K"-ATPase-y ¥ 72 = v + O EH
TH RO E RS (R EEIS ~ 7 % 27 Al
$iE isolated familial hypomagnesemia)
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IS (1)O~B), Q)O~BD4h TEARAIHIM I H

2 DI A NS LEIE & B A PAGE %2 0 ) RIE R~ 7
FT 7 LMRETH 5, % OfhEE LR B PR K~ 7 %>
LMIED AL, BEBEEFIR, 703 F, @FoyA
THA FRIREMH, 758557V v B, 73/ 7ay
F, A7 72F v EODRH»H 5,

RN Mg & & 63 L b IE Mg fEIEMHBEE S, 1IE Mg
HSIEH TS Mg RZDH 2 Z 3D 5, LiF Mg DS IEH
TYH Mg RZD%EbN S & X123 (B A IEH 285 4)
AMaRERZ 1TV, TR Mg DIEFICHREI S 1L 2 B0 % A
%, REIRIIC 2.4 mg/kg % 4 R TG, Mg RZ
237 L BEASIER Th U, Mg JEIIZRGRD 80 %hs
24 REMIDIICHE E L 5, 40 ki TH UL, Mg RZH
D &I S NS (24 Rl JRPEMHEIERFY 100 mg/H)

o Mg RZICKLBDENY T LAMIEDER

Mg RZD 40~60 %IZiBd 5%, FHIPHIRIED i
KA Y 7 AIE & RIS~ 7 %> 7 AEER E7- LS
FTVWIEETH 5, F 7ML Mg 13 K F ¥ %L (ROMK) D
WHIHT-TH 2720, Mg RZICHES & Z DA L K BE
M2THET 2IRRE L 725, L7223 o T Mg IZR DD\ &
AV 7 LEIZFRRE T 2 2 Lick 5,

B. BV YU XYY LMIE

Fe 732 AMEED KK & L XA R b %
WV, Mg S&H D FHIZ#EG L EBIC X A on s, BALT
GFR 7% 30 mL/min 127 % £ Tl Mg /N7 ¥ A E k7
%, BAEUADFERA L LT F 7 odE, FKEEK Ca
JRVER AV 7 AEE, 7T 2 Mg o574 E03H
%, s T, BT LIBE D © O Mg WINDSHEK
T2EDE Mg Z2E LT EREBBETH S,
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