DOI : 10.6314/JIMT.2017.28(3).07 MAHE3E 2017 : 28 © 168-180
= =h 1 Q-
= A 8% & 35 B 1205 %

AR wx@l RER?

THESHBBRIELEDIE A
CZFMER A EE A

wm =R

A BE P9 45 ) 42 % #5 1000-1200 2 5L 0 e 85 0RE X Bl R E AR Hd &l TR E
(parathyroid hormone) ~ 4t 4 % D (vitamin D) & 45 % (calcitonin) & & BB ~ ‘B 8% fL 7 18
BEERT  REFSHRTRZGERL - 458 T HMP GRS - AKE  hrstk BE
R R e s R ER A G o 50455 (hypercalcemia) & Bs ik £ F Loy B2
— AELRAERPATRBE  REMS FRMMEAETIE  BE - RASHEELE
D > SRR B R O S 8] TARIR AR T - AR T L SR A 0 Ll ) e R
R aiEfu s kD RAtbRoiktablayrm 4 RPRAKRRARTAREEERFRRE - B
b S5 TREERELE  ALS KL BRTFEEZRE - Aoy ket
SRIE(HE>3AIIR) ARERE - ABURR B TRRE L » BBARKIR » o F &) FIRAR
FRE HAFTDREMRRSHPMEREFNTE - S5 R E 0 RN 5 04509
B EAL L B ARIEARA R A B o B e A R 3R 093 T L6 R 5 o 45 R R SRR AL -

RAfEEE ¢ = ME5 (Hypercalcemia)
55t /228 (Calcium-sensing receptor, CaSR)
SIEFARBR R (Parathyroid hormone, PTH)
SEMEMEAE SR D (Calcitriol, [1,25(0H),D])

HI & Rt AV IR
$5HET (Ca™) TE A RS2 BT % A BT AE - — ~ S IETHREER M
ARERE5 (Ca) YRR TENGE ~ i B gy (—)IhgE
Wk T B R 2 R I - T B P B 2 o R 554 HHIEL P b Ca® i1 38 Ji B A R BT 2 5 2 2

(#fE$53E ; calciotropic hormones) thEd Ca iy BHTHRE - B4 - A ~ LA MCHE ~ BEIMLER
ST B YIRI R AR o M5 S5 v RE e s 5 TiEb ~ B - M EE - M
% E ey EIIRERE - RIL TR IR Ca 4= 33 b ~ MY B KR 12 -

By BLANfrl R R B B R S I 6 i AN S ER (Z)

HERE - AH8P Ca & &4y 1000 £ 1200 A5 » £

WA RRA E@RE 114 ST RHE R = 325 9% = F A T A AR B R N A



TGRSR 2% » Hrb# 99% EEAEE RSN - D
BERE S5 Ko B BEAH K - FIERAYEL 73 1 A RIS
10 2A%E » S A e ~ WOk R b 3
& H A AN Ca HIGE @ BB B A s i
RSN ARETE R - fEA R R B (12
H 7] 3% 400 = 5y Ca RETF B #5749 )* » T 30
B 1% > BRI (bone resorption) &2 M AR
Az % (bone formation) » /55 & & 2 W 1
PR BB AU 21 Ca A REMERF 1 » BIAfEAR
Tl - FEFERIEH AR 1200 ZwHy Ca
A RERE R ° - M5 IR (total calcium »
total [Ca]) 1F 7 #i [# ks 8.6-10.4 mg/dL (2.15-2.6
mM; 4.3-5.2 mEq/L) » 501 =17 ©

1. & & 5 & %Y RE (protein-bound) : fl
40% » 3E—HROT I LA 52 A B PR ER TS
Horr 75-90% S B  (albumin) 54 7 - gk
IER 3 AIJELERE 1 (globulin) #54 -

2. H At 2 B+ 45 5 ZU RE (complexed to
various anions) : {5 10% - fuGfsE 7 (phosphate) ~
H ik B AR Bl 1~ (bicarbonate) it 18 452 & AR i 1
(citrate) » SEESHHIAIMLTESS AT LB RAER I © -

3. EHEERIEE (free ionized form) : {5 50% -
e EAAMEERYE S - AT DI B AR ERTE
i HA G E R - ARSI SR EE (free
calcium » free [Ca®*]) & #% &% 24 19 28 I 4F 4.4-5.4

B— : S5H00RUN ~ HRER 2 - 19 ABRIRIN 1000 2526085 - 1EHE

HEtt 200 25255 - BREHEL 800 2526055 ©
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mg/dL (1.10-1.35 mM) » DUHE 5 8 ;A 5% 4 B o)y
REC -
(=) MEHRERERR

PR S BNME M D IR K IMR ER i
1B (pH) AUSZ28 8 « 1137 pH {E FRERE - Ca®* Bl
HE ERYR S & MR - H B el ro g
HERE e 5 Ktk pH {Efg TRRE 0.1 - 137 free
[Ca®] € 71 0.12 mg/dL » S34ME LE{E I it pk
IMIEAESSIREE R Bt > BIAAE B SR /K R s
EHEE PR 7 - BRI Z 38 15 S (multiple
myeloma) {5 [ (paraprotein) H ¥ - &
@ Ca B (4 25 (A5 & LL@IBg i - 1 free [Ca®*]
AT #E 5 A 1E H i FRAMTAE o F 1 1 v Il 85
(pseudohypercalcemia) - [y B g AR EAR 2
RF o IMIE AR RS TR L g/dL - s e E5E
FE& MR 0.8 mg/dL » [KIpL2EA mIMEs - 7%
FEBIMIG R R R R - 3
IR N AZGE R AR IE R A R PSR -

Corrected total [Ca] = 0.8 x (4.0 - serum

albumin) + serum [Ca]

= ~ B3&FAE (Intestinal handling of calcium)
(—) Ca RUIRUIRIR

IEH 75 H e g R rhi# HL ey Ca %7 1000 Z 3¢
([E—) > MBS Ca M IEEKT ky 30-40%° »

\ B EEERET - B EETE B
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HEKER Ca g & MR - FLIRIBCIERATREZ
B REEBHSKE Ca g &KL 150 2w
- B2 Cafy Al #ERF IR E - & & H Catfi
HY & KR 1500 Z vl - 536 ¥ Ca iU R Al
G HBFEm NE - MEERTEEKRE Cat
1T 1t AF F (bone mineralization) ¥ » 414 £
B 2R - B2 ik P TR A 42 32 D(calcitriol,
[1,25(0H),D]) i » L =R &R G vy - 72 &
B A EE 75% o [Z 0 BEFE RGN - TR AE
AR D AR~ R & ER (oxalate » & & i
3~ b)) BUERR (phytic acid - ‘HE&REEL ~ &
B ) HIBRYING - FERISCSCER IS R -

(=) R

G R FEIRI (BRI H R EERER ) SeakE)
W (A eIt A TRREE ) MIfE =

L FEhRI : REZEAE T IEE 2
& FH 4 it i 2 T Y Ca* SE5HE (transient receptor
potential cation channel, subfamily V, member 6;
TRPV6) + #fl it P iy Ca®* % & & 1 (Calcium-
binding protein, Calmodulin) Eid %t K€ #y ATP-
dependent §5 8 B EI TR - G A BRZE
T e A 35 D A 1O EEIIKAEREH Ca
A fes B B i 500 Z e iR st &y Al - HARAY Ca
RIS SEAR BRI -

2. MREIRIG © FELERECNE GEE ) K
KI5+ HUR IR B8 7 Ca iR B 2 8 1
B 6% ELAS € gl - 5E {1 20 BR i £ 52 2 calcitriol
HIERIET » i 5 b R i B A B i (tight
junction) fyf5EHE - DI I Ca* (@B RE - 1
Bt Ca®* A 12 -

3. BRI  {HMEMEAF D E i E R
HiIKIZR - &k calcitriol BLE A 2 Ay TE DLAnE]
ARBRBEREAL T (hypoparathyroidism) » 1814 & g

Xk

R Rk

¥% (chronic kidney disease, CKD) » F 4 KW
A+ FEIBE RS NG T YIRS - BB NS5
Erkgin - FIAM FEERE - BURI Ca #HGE
RSF - #ENGE Ca RIS & R - e
43R D BUEWINAIRE - WAEREE - 1258
UL SR 10 SR MR IR AR R E 3 ~ 2
IR~ P T Bk R 5 - R e S B
Ca WG (—) -

= - BlEAE (Renal handling of calcium)

B THERFIMES IR R E - B lgds H LA ZHE
MHAERSE PRy Ca » #7gH 200 Z 5 -
(—) iEEh/V& (proximal convoluted tubule, PCT)

EIEH B OIREARRE T » B RIS H B #ER
BRI R 170 A F - FRKG 10 A5
(9 Ca #f i 3 » {H £ 200 2 5E4E FR 1% 1k
H o S8 FIR KT 98% I 1Y Catt LA ZE H [l -
#7 60-70% J 3 () Ca?* &1 4E PCT % FE Wz 4K (
) s HH Ry 80% S2 #E A kB 5 VA B 5F
E 1% (paracellular pathway) TR » T 15% Hij5Z
SRR 2 (parathyroid hormone, PTH) Ei 3 §5
3 (calcitonin) By - 32568 3 #E Y 7 =0k
W3 e SISMERE A BB R Ca?t & kb
PR Na* ELLBR B hnaam e 1 -

(=) =F|KIB (loop of Henle, LOH)

157 F| G B R 3¢ (descending limb) B
|+ F+ 3% (thin ascending limb) » iifi 72 #5 Ca®* I}
Wy BL 52 - 1A = 1 IR ER A M _E 7+ 3 (thick
ascending limb) » ¥J45 20% J&:81 Ca®* » & I
Rz A M = E S iy A el 55 B AR Bl R A+ LAY
Fh T o RSB RRERIE AN Ca?t o FEHE
/NE b JZ Na*-K*-2CI" cotransporter (NKCC2)
B §i7 it - 33 58 (renal outer medullary potassium

xR—  FERBIBRNRER
SR S5 IR Tk A BB S5 IR I
W MEH#EAE 22 D(calcitriol) frE b 7 & A (glucocorticoids)
SRR (PTH) T s
B3 (growth hormone) ISR B NE T UIRR %
I3 (estrogen) JEERESE SN (20 : B ~ W - SHERE ~ KSR

R B ML 5L (lysine, arginine) Eil lactose BT

W ~ HiE )

22 %k} 1 Peacock M. Calcium_metabolism_in health_and_disease. Clin J Am Soc Nephrol. 2010; 5: 23-30.



K*, ROMK) F A I IR 8 - {3 Ca®* A
JE 55 B A M BB R o IR b S f5E P BR AU A PR
7 (loop diuretics) » 4[] furosemide ~ bumetanide
ethacrynic acid 25254 » B2 Na™ I N » (i
1SN IR B R - thEE{E T Ca? mykBhing
IR o fE=FI ECERAYELEENE (basolateral membrane)
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B 5§55 T i 52 2% (calcium-sensing receptor,
CaSR) - [A]HF5z %] PTH Ei calcitonin 342 - Hi%f
PHRE T AV - B —ER AT [HET CaSR
3k Ca®" HCHH = i 1 B R e o © » 1
cinacalcet & 25 #Y #E #5 7] (Calcimimetics) » 51fij
FIfE Ca®* ASHHM S B A BRI g

(=) &/ & (distal convoluted tubule, DCT)

B 7 & £ FR & (cortical connecting duct,

CCD)

i 1 /NVE K P IR K 5-10% -+ 1 K2 B R FR
BRI D Y 4% 8 S ) Ca?t o LR Ca®t B
8= AE B R BRI - B 2 FE Ca®t
(transient receptor potential vanilloid 5, TRPV5) j#
TE/ING Rz TEN - 5 R Ca¥ i AEH
(calcium binding protein-28K, CABP28K) {Eff &
DISE 26 28 A3 #9 (endoplasmic reticulum, ER) »
Btk —H BB FE PMCALb I Bf5E i 58
#552 #4 2% (sodium-calcium exchanger, NCX1)
Ca?* Hf i M A v 1819 o (b iR P A R B SR
D ALEYE B Ca* HEM AR 2B - KL
ZE RS (AE PTH ~ calcitonin ~ HE#ER ) »
#EAE 3R D Bl ER i EL A BRA A 2 - AF 5 T = IUE
feE &+ (Gitelman’s syndrome) » Eififi F thiazide Bk,
amiloride %8 F| R I 35 A » HIl 6 {i 7 Ca®* I
We - KKy Thiazide %87 FR 7 & BH B 2 it/ ViE $h

B : %’/\J\%‘%Eﬁ%’ﬁ%%?ﬁ@ﬂ&ﬁﬁ%ﬂéﬁ ° EEE%IE B B 7 (Na* ~ CI) [ » i g R Ca?* 1y
ERH/NERINRS © #IIRIN 60-70% BEHKIKB e b e S N . .
FEHSEE S - R OEH) 2% g0 3 S EE HEH o [RIRFERD R BEWE TR A S b > Fir DLy s
o f/]VEF Na™ B2 Cal™ il > 22 «

KT FEBERSRKEIRR

TR B WS IR R T R A
HRBOIR T W% i
BRI & | W
Rl FE TR SR 43 % B
TEMEHEA 2 D 42 EK Ey= B
I pH H il fimilig
FIERA BRAUFI pRA Thiazide FI|pR (]
L BRI B I R 7t
Phe T EZ 2% (CaSR) 5k E2e (neonatal severe EiEAb Mz (FHH)

hypocalcemia and ADH) o585 %5

CaSR: calcium-sensing receptor; FHH: familial hypocalciuric hypercalcemia;

ADH: autosomal dominant hypocalcemia.
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(M) FERR

S5 BOIRe e - ME5RER
Al MRARRIRE Bl IRER DI RE TUE 8K
T BRIPAIRAIECE thiazide ZEFIPRFIRIEEA
PR T IR S AR B[R 28 R ST RO B A - A
G R I Ca® RIS A AR AL (3R
)

70 ~ B8&EAEH (bone handling of calcium)
(—) BEESSIEE

TEIEEIRDUT » 5 H HE B sk Ca
EAY AR B #%AY Ca fHE » %47 500 Z 58  7E4E
A& 5 B D R - Ry i3t 8% Ca PR
(Ca deposition) » H AKX FRAES) - 68 HHTE K
Wz 82y (e RREAEEEY) ) ~ EE I
RS - A INE RS Ca i - (Hi2EHE
9 TR 8 FIl Ry 735 % Ca B ik (Ca resorption) -
At ~ RFFREIERERNR ~ MRS 5%
e hnE Ca ByPisk » ERCE BB - WinE T

B 1320 -
(DRERR

FEik PTH ~ calcitonin Ei calcitriol (=) -

1. PTH : B B A (osteoblast)
{E ¥ ef 5 # Y (osteoclast) A FIRE1E ] - Fiig
FHEY PTH S SUE % Ca ik » (EREAMERY
ghn PTH Rl {8 4= 15 -

x=: SMBERANEMEREER

Xk

R Rk

2. Calcitonin : Il osteoclast 714 » J% 4
BRI -

3. Calcitriol : ¥} PTH £F osteoblast B9 1E
Gt .

4. HABKEERZA - HFEFIRBEEE (thyroxin) ~
B 3% (insulin) ~ 4 &33& (growth factor) ~ iR
1 (sex hormone) - 7B #E[E RS (glucocorticoid)
o
7~ 587 R =28 (Calcium-sensing receptor »

CaSR)

I 575 3% & 3 22 35 3% CaSR 5% B g #% 1Y B
72 » CaSR 2 — 1[5 7 {[i transmembrane domain
B EE - EEAREIFIRER By A (chief
cell) & i - If B G protein £ & il Fy — 18 G
protein-coupled calcium-sensing receptor » & i
BAIMESEREL B MEHIREE NREERF » Ak CaSR
EFEI PR BRAYHIE] - fEBE PTH 4306 5 AHECHE -
BI85 9 BB FF v I Cal* B CaSR Al fitg i 41
F NH2- i [l B e 45 & 1% - #8H1 G protein §i%
1k, phospholipase C %% » 3 #If] PTH 895390 2 -
FaIR B - 35 b 2248 (activating mutation) & &
F{ autosomal dominant hypocalcemia [ADH] - 1fij
EIE b4 2248 (inactivating mutation) Hij & & 5
familial hypocalciuric hypercalcemia [FHH]? »

0 e ML 17 % ke Py S T S A B A R

L EEE!

s Ca>* P PTH PTHrP 1,25(CH),D 25(0OH)D EEEs ~ a2 fE
PTH 1 l ! 1 VEUN  ER%  BEhnakE TR B E
o 5 5SE « 5423558 1o-hydroxylation » #41

P b PN LN EPEEA: 3 D

B - B g ry B B B R HE Y - 11k

la-hydroxylation

TEMEAEA SR D 1 ) ! I VBN B EEEA
[Calcitriol, (1,25(0H),] 38« B Tmews S pl R KT
ek D iR (T R 1 FR « SREBEA
[25(OH)D intoxication]
FHpESE (Calcitonin) ! 1 B B inab e e R

Il EEREH

B - BT B Rk

N : IE%H ; P : phosphorus 5 1 : #8415 |« JA e

2Z%k} : Goldner W. Cancer-Related Hypercalcemia. J Oncol Pract. 2016; 12: 426-32.



B o MLIMNEST Ry CaSR AUTEALTR - BRPK - rT Al
AR 2 1 B PR R RO R IR B E T G -

= [M$5 (Hypercalcemia)
— ~ 3£ % (Definition)

IM S HE$5 5 A 10.5 mo/dL s iiEss e
i 5.5 mg/dL B2 B Ry = L85 - B IR b - R
1oy [T 85 43 B R 1 v I 85 (mild hypercalcemia »
10.5-11.9 mg/dL) - B =1 $5 (moderate hyper-
calcemia » 12-13.9 mg/dL) Eil 57 & = [ £5 (severe
hypercalcemia » = 14 mg/dL) % -

— -~ B& IR 45 18 B4 3% B (Clinical features and
pitfalls)

WG e ML 5 VAR - 1T v L5 40
IR A BLRF 22 1% (non-specific) » 4110
> BEOEE (RIY) - FRIKEE A A HE = fa b
FE A SE (malignancy) 9 A ~ [ RS 1A TS
B (R - FHEZGEE ) > SEE
IR ERAFRSEE - LB MER
A IR B B RE T HE (primary hyperparathyroidism)
By i 5 [ Y = L P59 S A i B IR - #9405

RO : SMETHTRARAEAREIZRA °

Lol O A B (U0 B [ PR ] BEAE

£ > QRS [W] B 8 5 - QT [i] i 4
B RSCEREREN ) - OFRGE
TR LEE - LRI 851 - RS
LR - B LBk LE

¥ ik g 2R ®IR =IRES
fia BRI BHE L
REAE > PHIE T B A - 181 T ik
55 o

eH R - TR @ - AR
SRR - JE - B - R -

ASEURTARE SR - S DR E - G0 1R 0
B R ERREEL IR %
B B8 RE S Bk

HEREILA LA KR DN B iRA
o EHGRR - BT TR
TR WAL et
B - BRI -

IR 2 -
BRI MESHE TR AR | REREL(  E P

b - BRAT AR -
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85-90%%° = TEHAIER L » #U75 30% i B &y
A INES - H IR 25V B B
) VR S SE T EZRE AN AN Y& 5
FE A RSB 2 A g5 2 - FEMAY
SRR BB AR A - T RETRE H AR RER R B A
» DU SR 3 A R I P BGOSR OF R E -

#A : SIESMBHRE

Rl FIR IR R AHRE
Primary hyperparathyroidism
Sporadic, familial, MEN I or 1A
Tertiary hyperparathyroidism
Coexisting malignancy and primary hyperparathyroidism
Ectopic PTH in malignancy (very rare)

iEib
Humoral hypercalcemia of malignancy
Parathyroid hormone-related protein (PTHrP)
Local osteolysis
Cytokines, chemokines, PTHrP
Multiple myeloma

fEAESR D AERA
Granulomatous disease (1,25[0OH],D)
Sarcoidosis, tuberculosis, berylliosis, coccidioidomyco-
sis, histoplasmosis, leprosy, Crohn’s disease
Vitamin D intoxication
Vitamin D supplements, vitamin D metabolites or analogs
Lymphoma (1,25[0H],D)

BB TR

CKD with treatment with calcium and 1,25[OH],D or
vitamin D analogues

Rhabdomyolysis and acute renal failure

Renal transplant

HABAI T AHRE
Thyrotoxicosis
Adrenal insufficiency
Pheochromocytoma
VIPoma

51
Thiazide diuretics

Lithium

Milk-alkali syndrome (calcium and antacids)
Excessive vitamin A ingestion

Estrogen

Hth
Immobilization

Familial hypocalciuric hypercalcemia (CaSR inactivation)
Neonatal (severe) hyperparathyroidism

MEN: multiple endocrine neoplasia; CKD: chronic kidney
disease.
2% %}« Ahmad S, Kuraganti G, Steenkamp D. Hyper-
calcemic crisis: a clinical review. Am J Med. 2015; 128:
239-45.
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%5l 52Eh (Differential diagnosis)
EunEEJ: + A v I 75 1 9 [R5 A s 2 K
¥ %/‘%"JF::mJEﬁHkH? SAHRA ~ FEE ~ BEAE R
% D AHRH ~ 181 B g ~ Mo HR ~ SEY)80
Ho A J5E K] (miscellaneous causes) &5 (£ A.) » Al
LEAERZ BT b - E e FEEHR BRIl A SR 5L - 259
%Eﬂiiﬁﬂﬁﬂ%ﬁﬁﬂﬁ@?@%*ﬁ - HRH T REE
D=k S HH MBS AR
FIRIE B ﬁm#ﬁfuﬂzmm%ﬂ’]T“'@ ]
B2 b 5 R = L85 A B A il R 245 - [RIIRE AT
PRl ML % ~ 85 » JILETI% (creatinine) » B RRER
P8R (eGFR) -+ intact PTH » % 5l HH IR i 32

Xk

R Rk

Bk (PTH-related peptide, PTHrP) » 1,25[OH],D Ed
25[OHID %5 » JREBIRE R E (R=) - Hith
R R A EAE - A R B ERE 1 E R B
il 5341 (A/G ratio) » IfiL 17 B R ¥ 2 118 B vk
i e R S B B O AT - T R BR R (Allkaline
phosphatase) » & &St - vitamin A JE k]
o B AR R WA - BhAh - BRAAEIE R 5

BEEE T » 24 /N RPGHEDEHL 24 200-300
%% » KL AT H 24 /NFFPR $5HE HE H = BUR $5HE

it =& (fractional excretion of calcium, FECa) - £

mﬂfll%l?l’\]f” K173 F W ARE (=)

]
(s ‘}yL v Fev fei{8)
iPTH
WAk C :}#h& FECa>2% # 24 | & fjdr 44 18 > 250 mg
8Bk Ca™ BEAk: FECa<2% & 24 /| pF/j4n i 31 £ <100 mg

CRERA ZER - FHH Thiazide 41 . #|
& At L]
AF L ST
R LR ¥
I % ¥ 25(0OH)D ~ 1,25(0H),D
PTHIP
<& 1§ 25(0H)D | # 25(0H)D | | % 1,25(0H),D | | % PTHIP
R a2 %D © T R &b
cad ARG i 5 R TEA A REp
TR i AR
s ke F e
< S - CYP24A1 # F1% %
CEW TR st F D HEPE S
CE R T
A LR Sl o

Urine [Ca] x Serum [Cr]

31 FECa (%) - -
Serum[Ca] x Urine[Cr]

BHENR

x 100%

Reagan P, Pani A, Rosner MH. Approach to diagnosis and treatment of hypercalcemia in a patient with malignancy. Am J Kidney

Dis. 2014; 63: 141-7.

Hoorn EJ, Zietse R. Disorders of calcium and magnesium balance: a physiology-based approach. Pediatr Nephrol. 2013; 28: 1195-

206.

B=: SmTBIDHTRIEE - FBRR intact PTH » pRESHFMESKERESHFM 2R (FECa) - PTHIP - 1,25[0H],D E& 25[0H]

D - BEIRHKESMIBHERE -



FECa(%0) = (Urine [Ca] x Serum [Cr] x 100%)
/ (Serum [Ca] x Urine [Cr])

(—) &R Ca?* HEM (Low urine calcium excre-
tion » FECa<2% > 8§ 24 /\iFFREGHEHELH 8
< 100 mgq)

TE RS IR 0 B Mk 5 v ML $5 B S E JE B%

Ry 18 0 R 85 3 - {H 2 thiazide %8 &9 F1 bR 7

Bl $L R (lithium) HIJ & 584 0 IR 875 1 P ik e » 35

B I 5 2% - 53 4 0 B th A5 5 i &I R R R

5y W B 7E o Itk 4h CaSR ~ GNALL ~ AP2S1

gene # 4 inactivating mutation & 3% gk Familial

hypocalciuric hypercalcemia » 3EZ R §5 I I i

i > HFEfE FECa <1%727 -

(=) &FRi& Ca?* HEMt (High urine calcium excre-
tion » FECa > 2% - B 24 /\eFFREGHEHEH &
> 250-300 mg)

IMTL37 H B T 95 R A8 i 5 3 R S T i

WEREIMK -

1. GER AN (Increased intestinal absorption)
(1) ERER ARSI INAZ « [FREA#EZ

E’J%Eﬁiﬁfﬁ S - N E PRI

ELEGE LSS 5 LA 25 DRIAR FH 3t 25 1 25 75 i 19 71

EﬁifFll)} i HA & S En e - s &0

0 LAk R IEG SO R - W i e B (milk-alkali

syndrome)®® o 1iij £ 5 {5 5 1 SRRy A B A

TR - KR EIRMYI A » & RENEAIL

PG EARRERSY - ISR IMES - [RIRF PR IG5 HE HY &

QLA EESpER LI
(2) #eAE3R D IR © ATREAIIR @ 2y

TEMEAEAE R D SR A IR EAE B ZHEAER D

HEA 2 e RAIRIR R #54%9% (tuberculosis) -

HAEA 181 AZEIEEZER (chronic granulomatous

disease) ~ ZHA#E (sarcoidosis) Bl 184 5 Jak 4L

(chronic fungal infection) -

B EEERIE (Increased bony resorption)
(1) BFEEEIHIR IR SR © UK K A RE Ry 5t

2% 1% (primary) B¢ =& £ (tertiary) 1y gl H IR iR

DIREBSAETLHE 2 o B IR AR IE (40 multiple

endocrine neoplasia | or lla) » B E /A HYEIH

iR 303t -

% 02 45
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(2) BFERRIFIRIRSE « ATRER FedaaE At At
J3 U PTHIP Bi#E A= 3R D () RNk ) - &
Ui M = 185 (humoral hypercalcemia)?®32
B EA IR I BB - B R i - FLE
A s B 2 3 1 R - BT M S LSS
(osteolytic hypercalcemia) - FREFRESR 8 H55
Bk I8 2% & S5 RO BEAS S8 - B s PTH 43
WL AN 582 % osteoblast B35 1 » 51
7S Bl 14 5 9% 4 (adynamic bone disease)?® T
5 9 5 31 Ji 3 3% Bl (immobilization) » & 55
osteoclast Y& PR I - 105 [ S IES - 555
AKBRTERE USE (hyperthyroidism) BdE_EJIRTEE
& (adrenal insufficiency) & & 2 =1 £5 -

/g ~ Eﬂ/ﬁﬁm/&EEﬁiFmﬁ%E’JEﬁﬁz

W& MIE B IRE - H BN ZE S Im s
JEERT o Ji 2 1 0 FFOIR B B BE JCHE (1A PTH) B¢
VR T v 1ML 85 (TR PTH-rP)™ - i S B 16 5 ik
HEMeRg 0+ 3 R B 2 BB RAR - e
WIS © RSB BRI EMEEE DY B
HRA PR ~ FHIR B G B/ A0 i e B 5 38 JE
HO28 S SRR IR FTRE & IR IR -

A~ B (Therapy)
(—) Lm/EESRERE A BREE

#E {4 (10.5-11.9 mg/dL) » 1 (12-13.9 mg/
dL) - FEE (> 14 mg/dL)® - SR ESHRIE -
— 5 R SEAE R B BOEE L » WA 2 BA R IR 7
TTIGEFE » B ZEEE Se gy M = I 5 A LA RIS
01 F thiazide KR FI PR 7 B SR EE - 8890 2K
W% RIARAR R A TG B - & EcE (>1000
mg/ K ) % - HEEEMIGHE - FilEata
AR B B U RE B b e R SEBREE
DRSS A B9 §538 5 - 6% = M E5E T 5105
TR« ARk ST ~ s B e E5 A HEE ~ H
il RSB ES ~ WA B F5U S R2 I
IEBAEER (RA) -

1. & Ik 4 3 & B /K i 7o (Isotonic saline
hydration) : 5@ F 72 Fir 5 v L §5 9% /2 o (K] & i
#5 7] L5 [ B M JR A fiE (nephrogenic diabetes
insipidus) » EHEER LK » eGFR T » IR
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W Ca®* HEiltt Ik 2 0 KL A Ak 8 BRTHR
B2 (dilutional effect) b » HLEER I eGFR »
{3 PR i Ca* kit 3 i - i 475 588 7 i e SR
1.6-2.4 mg/dL®334 o — AT IS T H 2.5-4 2
THEH K - B TR 12 AT 4
BEI/KHITS - B INRFG T 200-250 Z 7 *
TR B8 — K % S #8 VR 15 K- fr (net balance)
1500-2000 Z 7} » #X 1M U 5E i % Al 72 Sl AN BE
JB5 B pe LB PR AR B+ BIMBE R 21 1 i [ 4%
5 PR S % o (RS B R B R I 85 1
BT P A BRI IR K T8 B 1L Dy RE R
B R B L R B A O O BRI
JERE AN NIRRT T8 B 2 BRI BT A
SR TS T ERAUM PRI AR A -

2. IR AU R 15 (Loop diuretics therapy) :
1 e I §59 R R OO BB 0 BB S IB E » 7E
A B R B K Al SR I PRI - M AR — e
BRI AR » 2 K2 A A A6 R 2
Yy o DR A FER T AR PRI AT RE A AR O DF 32 HiE

&I\ MBS

7 SR = b R EE 20| S SR N S R o
BE B i1 eGFR SIf 36k 4 3T th /1N Ca* iy I
i - fof S B ORI FRERAY Na* Bl Ca®" (1 BLH 1
(calciuresis) » B AYFI bR I3 H 0= A1 EGER
$F Na* B Ca® A F I » T AR I 754 = AT
TERS IR AR T 1M RAGIERT - 27046 T HIPRA -
DA o8 B& 5 1 OF B FE A I RE » FE AR 5 [A]
R BRI M PR 25 2 3 AR I8 ~ G I 88 B e i
Uit 2K 38 2 S (R 3 2337 o T e ML 875 5 B A i
BB RIS E RSB Z 0K . - JEH RS
TERAUFPRFA » Pk A Bk 22 177 B 4 01 BR 85 Bk
%8 ; Furosemide %I & 7] LIEF 1-2 /NIF A T
40-80 Z 3¢ - A YLEHHR BRI = ELIE E
B AR o
3. HI4E Ak B i BE 75 14 (Blocking osteoclast
activity) Hy Z£ %« thJH 22 W) F R 16 R IR B
BB HGE 2 ry 855 . & M §5 - A Py 4 %
Py« 1§53 (calcitonin) ~ i 2 B8 X 55 )
(bisphosphonates) ~ gallium nitrate B denosumab

B Y 7 R RITER
ks (Volume repletion)  AEFHELEEIK FR2E 4NT > BEFFRIREHE  SREHE - SEOB T
HIEARY 2 AT O RS A I IR S Y -
FIERH (Diuretics) Furosemide 1-2 /NBEAG T 40-80 3w - BRI vk BB BEAMRIMmET -
AP 500 B o
s Calcitonin FRIE2X > AT T 481U EEL o WK -
NSRS
R Pamidronate F3ABEFHN —XK HFR6090E HMENVEBIIALKE B
(Bisphosphonate) o1 0 EIRTETE 4 2 24 /N o g o
Zoledronate FEFR X BR48ZE &Ik [H L MIREER > O FHE
T 15 21 30 434 - g o
Alendronate FREE—R > —R—FH > T0 =3 - SEYE - DL - B K
:}Z; o

Denosumab

BRRPLAS (Monoclonal
antibody): RANKL inhibitor

60-120 Z 57 » 7 RIS ©

BRI
sl - RAEHREET

7B %Al (Hydrocortisone)  Hydrocortisone

£FK 200-400 257, - 5HAE 3-5 K o

MBS T - TS B

Prednisolone

R 20-40 Z5d - 3] 7-10 K -

B LIRS 45 b A

e o

FE55 ] (Calcimimetics) Cinacalcet BRI 30-120 =55 » By M- B EEYRE o
iZEHT (Dialysis) HD; PD A S E5RENTIR EATHERA OF BEA R AT

R - {RIEE -

HD : [M#&EAT (Hemodialysis) ; PD : IEIEEAHT (Peritoneal dialysis).
222} : Ahmad S, Kuraganti G, Steenkamp D. Hypercalcemic crisis: a clinical review. Am J Med. 2015; 128: 239-45.



BAPRPTEE (monoclonal antibody) °

(1) Calcitonin : Ff Bl F SRk - AT LA H
1-2 REF K 4-8 1U/Kg 7 FEMLAES ¥ F5
% 2-4 /NIRF BV AT F I 5 8k 1-2 mg/dL » W] Ed
bisphosphonate LKz & #H 78— #E G T » [T
B 5 £ 49 - Calcitonin T] $I]I4] osteoclast iE 4
BT Ca®* (9 » {H calcitonin EVAIERY
24-48 /NI %% » [A] calcitonin 252 22 € 45 down-
regulation 2 Bl 52 » & Hi B PR 52 1% (tachy-
phylaxis) » SCREZM Nk o 5 FRE K B A ] P
(glucocorticoid) w] B4 L 22 M calcitonin 252
PROUEE o DI K (up-regulation) o hAH
BEYH FAEITE R RO ~ R -

(2) Bisphosphonates : i B 255 & - 2 1E
k& E (pyrophosphate) £ A & BEELY) -
B H& Y crystalline hydroxyapatite 5 /& 8151 JJ{H
Rk g 2% SRR 2-6 RATHEHIE -
PRI » BT R E 4 538 » AT os-
teoclast 54 Bl Jak A5 I & (bone resorption) » 3f7
fie 5 osteoclast JH 1= » DL Sz~ osteoblast & =
W95 o LZEY R B RIE A o B R
(%7 10%) ° 4 F &)k pamidronate (Aredia®
3-4 SEFEH—R » 1K 60-90 Z 5 AFIRIE I 4-24
/INBF ) ~ Zoledronate (Aclasta® 4735 — XK »
FREFIRS 5 Zoe - FFIRIES 15-30 738 )
alendronate (Forsamax® 70 Z 75 » FE—XK » —
X—H) » BIFHEREEAR - O~ 6
K~ RIER - BiEE - BIREER - B8
WLAE B ~ S5 3 (osteonecrosis of jaw)*
%~ iR - HEBEEN (BE B AEFIRE
B)® o B EILESKE B G IFEhiER 2 -
A3 fi F zoledronate » G H 2 & eGFR<30mL/
min [&f » {f] pamidronate HI| 22 3K 2> 6 % 7l &
(30-60 Z 7 / K )* - BRZEKA T L SNV H AT
Fh » JRRERGHIZ E RIfE ] bisphosphonates - (i
B T RERE AL T -

(3) Gallium nitrate : Ed&54&-14 hydroxyapa-
tite crystals #5745 » {5 H B A By 4% osteoclast 7 fi#
MmGTEEEH - WA I PTH 53 3B iR
FIHELBTE R - BRI AE T [REAY = I $5 %
AIERL® - 6T ik g U AR MRk

% 02 45
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100-200 Z v S i 1 24 /NI - SHAES KR4
R RE M P RORAE 2 A R R4
EIMER AT RAER 11 R - EEMEITER RE e
TN BB B - DAZE I E I A KT i R AR AR
& HEDIREUGE 2 B RERHAGHS T HhZE -

(4) Denosumab : k RANKL (receptor activa-
tor of nuclear factor-x B) BEERHTHE » mHIH] Al
MRS E - BB R ER » A isess M E R
THBG EL VG FEREAE S [RERY =l S5 » kb bisphospho-
nate B By A5 0 5 5051 5 H ¥ A bisphosphonate 74
B AR = M $5 8 - AR i LA EEY)
AR B Ry 60-120 255 K7 FUEST *2 0 RSN
BUREEAG T EEMREY 2-4 R4 - (HERE D)
RENEREE » Tl RIS < BITEH - 25k
T R E K 2 - S EIE AR ERR
o RO~ IR PR AR RIEESEEEL
(osteonecrosis of jaw) HyZEfIFE4: > -

4.tk B 2E & fE (Glucocorticoids) @ £
PR RIS N EAAE AR D% » WIREE - 18
TERZF RSN - S 2 3 1 RE R s &L
TR L5 o o FH R B ] e m] LAl G 5 ke
I > BN osteoclast 19 & W WA » Ik A &
SEAM SRR 23 0s - DU INHIAE B R AR P
MeE R D EAL OIS EAMEAE R D 2 FH - A
15 PR B & R #5 T hydrocortisone 4 K 200-400
2o M35 K B AE7-10 X 1 ik
prednisolone » %5 H 20-40 Z 5 23 o

5. #t$5 7 (Calcimimetics » #[] cinacalcet) :
FARA1E R B HIR B OF 28 B HHIR IR B RE TTAE
JR 2 1 B FRARBRBRRE SO HE ~ IRFEIE & OFE R 1
= MR R PR RE U HE - BEPSHIME H AR
CaSR - 141 CaSR Rk - HEMHIH] PTH By &
FRER A 312 o REEIRAD PRSI PR - BETA
P & Ry g R Il 30-120 =5 - ' RLEEY) 2 Rl
VE FH RN Lo ~ Mg ERL RS °° -

6. SZE MG HE (Dialysis) © DUE #5850 M §5 2
AT EE /K HETT MK SR IEGENT » P A 3 R
] P v I 5 R 5 E - SR B DhRE AR A
ARG T /Kol S BEEYA RN - SEATIA
B R IEE AR o KRB ERAZ
» 5 R I $5 S 8 f 5 0 L A S B B
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PHENTEEACENTIRE - DZE/ NG BRI L
(AR -
(Z) Hft)F=EE18

1. RIS RS B Y = L5« K
975 B HH RV LK SR R HARA IR » A T I e ) -
it i 4 (bone turnover) SREE ST - H5 5102
BRI B A BTSRRI [ i = T 5 B
PREGHEHG N © (K]t & B Ay HEEE) (weight-
bearing passive exercise) » A] ] -B #% osteoclast
HOTE T - Pk AP TG 1% = I 85 PR 3 B vy B AR
HEE -

2. RV = B MR E HOIR A RE T UHE - 5
75 R 2 AP R BE Y e R SRR - I A]E
PR Ht T B F IR GIBR T o 78I 38 14 Rl FH IR
HRETUER B - FFE YRR H A —IE5 -
P D E R TTey) -

(1) %/ MR 50 3%

(2) Mgk FRR 1.0 mg/dL ;

(3) 24 /NEFPREGHEHEH AL 400 25 - B
BRERETESR/NA 60 mI/min - BN B ke F
HE WA aEEL

(4) BEHE A T-score /Nt -2.5 i &
BHi% - S S E LEEHEETT -

i 75 PR FEE 5 OF 18 28 1 5 = 2 M B F R
PREERE TN EE - BR T A R &I EH IR
(intact PTH > 800 pg/mL) Eidyia | iklEERE (alkaline
phosphatase) .2 4 » i ¥f 8-12 J Jif M #fE 42 32 D
BB IEE - 5 A O T FHIRG AT 5 R R R
YIERTiT -

(1) FrAE 7S H DL _E e R P = 0§95 55 s 1
W%

(2) BHEA#KAHA%SS L (calciphylaxis) ;

(3) FHAEMEFREEIE (persistent pruritus) ;

(4) B Y] Fr 52 B B 5 A8 A 14 B 2% (osteitis
fibrosa) ;

(5) A~ B 5 IR B9 BL AL 9 %8 (unexplained
myopathy)

3. A e e B 5 OF En LS5+ 1553 $5 W A
HUERR T B ARE S 2 AR - B EMHE
Bl AL S VIR RN H (VAR B85 Fy
it e Ca?t) - Je Ca®* &G & W (AN W B 1) BLi

ZEMAR - TR TR RECRIRES) -
T Mk S 17 L A PR IR i A o, o IR A S T 3
Jim e i e g o R g /N B Ca i
W o ARG Ik AR SR B A R 2
677 3 o 15 1B S0 AR 65 Bl iy L 1y 8 I AT A
fif - AAE T TR TS ©

&

e I 5 £ 222 85 B 7 IR E R H - R
A D DR R 5 D 2 M PRI R B BE Dt ~ JRiE
8 4 5 M N 1% 1) A 2E 3R D Ml TR A R B2
BRI HIREREERETUEE - ARIB ATREAVIRIA] -
HIAG T S SRR S« BRIUAPR P ~ HERERR
BERH ~ FMP5R - JHMEIRT - BRI SRS F
TEHE o QNSFRE A TR G - i R R
BEBEHTIARE - 25 SEVIIGH S DRI IR IR SR
it R R A TR BRGIRR Tl o DK BEEERTT
A sER - B e - R RSN

7 A HERRD EEILESS RO -
2E 3K
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The total amount of calcium in the human body ranges from 1000 to 1200 g. Calcium level is tightly regulated

through parathyroid hormone, vitamin D and calcitonin acting on kidney, bone and intestine. Calcium serves a vital
role in nerve impulse transmission, muscular contraction, blood coagulation, hormone secretion, and intercellular
adhesion. Hypercalcemia is a common finding in the setting of primary care, as well as in emergency departments and
patients admitted to hospital. Primary hyperparathyroidism, malignancy and chronic renal failure (with calcium and
vitamin D metabolite treatment or tertiary hyperparathyroidism) are the most common causes. Less common causes
of hypercalcemia include vitamin D-related disorders, endocrine problem, drugs, immobilization and familial genetic
disorder. Clinical presentations of hypercalcemia include fatigue, weakness, anorexia, confusion even coma, tissue
calcification, polyuria (urine output more than 3 liter/day) and renal failure. Medical history, clinical presentation,
the measurement of parathyroid hormone concentration, vitamin D levels and urinary calcium excretion can help
to differentiate the various causes of hypercalcemia. The management depends on the severity of hypercalcemia,
clinical manifestations, and the underlying causes. This article aims to review and summarize the diagnostic and
therapeutic principles of hypercalcemia. (J Intern Med Taiwan 2017; 28: 168-180)



