nazuaadangslulaan (Hypercalcemia)
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Juaz 200 FaanFuargnivdieeanuniugaanss unadaNgnesduding extracellular fluid (ECF) dau
wikazllazaniinszgn andoumiligndueanneilaantzndiiiunszuaunis glomerular ultrafiltration
Wwaz tubular reabsorption waaEeNNazanlunszgniuaNingnianlaesaanung ECFIALHaeNIad

ANNFARINNTUARALTEIN

Oral calcium intake Soft tissue
~1000 mg/day and

intracellular
calcium

L

400 mg Extracellular 500 mg
-~ fluid an

- lasma
200 mg P 500 mg

10,000 mg 1 1 9800 mg

Intestine Bone

Kidney

Feces
800 mg

Urine

200 mg
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Tunszuainentszanns 40% vedupaiianazauagiuilsiugedounniudayfiu, 15% duiy
citrate, sulfate W&z phosphate Nan 45% azatflugilunaidiaudasziise ionized calcium #2199
. . . d”ﬁ;’ ] a ‘ﬂl ] % J AJ % 1 1
ionized calcium Hiflugswmnaaegnialfinisaruanaedaeiiuusine aazlinasell wanain
gesluuudaifaduaus Ninliisziuaes ionized calcium Twdenaeuulas Wud n1azanuiunss-
Ang TaanazAEliiungs (academia) M lfiupaiienquiudayiuanas danaliiszAuues ionized

) & A , . o o w = o o . yad =2 o ny o
calcium 981 TuansENn92Ana (alkalemia) azviniuAa@aNAUAY anions 15ATW AsinlfisyaAtves
ionized calcium anas wananBinden e lsauluaengandnng wu lufieniiulsn muttiple
. L oA a < o o = 2 o ' a

myeloma aunnd immunoglobulin 1/1megwummm@mrmLm@mw’lum:mL@fam”l,mmﬂmﬁﬂﬂm N
19 serum total calcium geluust lifn1sulaaunasuedszAt ionized calcium wmsaiuluiiloa i
n11% hypoalbuminemia sALIA84 ionized calcium Tdidasuudasluanei serum total calcium anas

v
o o

Aainn 1 gm/dL aaennsanasaesdayiuaiiuazfieqlfu total calcium WWnaw 0.8 mg/dL

2. nalnmsmuanszavrasaadanlunszugiaan

2.1 zafluunilasesd (PTH)
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calcium sensing receptor (CaSR) N11i31ad cell membrane m@umwwﬂﬁiﬂﬂﬁ(gﬂﬁ 2) Ing

PTH Az@8nqMasiassULsfin-1e319nIe Al

JCalcium
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JPi reabsorption 1 Ca, Piabsorption T bone resorption
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1. nezhiuliiinn94%19 active vitamin D (1,25 dihydroxyvitamin D) 48 calcitriol Feazlihiiunns
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ART (absorption) 189uARTEINLAZNAAWA LUNI9LALENINT
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3. WNNMIMA“aNsEaN (bone resorption) Mnliidtlantaetunaiianuaznaamnaangnazus
A
\aen
;o o v o = 2 ' a a I ' <
duRgaiuIsTAULAaEn luaengand UnALieaIantias CaSR aznauauedatnani3ily
o :/l nI/ -:‘ll o o = L7~ a -:l’l =1 ! = 1
nMeuanIInas PTH iednenseauwaaiman Iiiulng wanainilazifiudiuanann PTH azilnasie
wAsLTeNuAY Sefluasianaamndndas Tuaned PTH nszfunisgaiuaasiaamnluniamuaimsdiu
V13 calcitriol waziinnslanlassWaammoanaInnIzandingnIzual@e ANIUNIINIZLIUNNITEN bone

o

resorption PTH nduiunisduneamaeannislalaellduginiagadunaui proximal tubule

nIzuaUNIIAINAREINa NN s auazanastasaann lunaRaaiuin i aauannazes

Weawnlunszuaiden nanAanIseannmsLed PTH inaiinszAuuaadamiuas lidanaliiszdunas s
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wasuulas Tnaanizgihaninisinenuaeslmdulng
=2 o = zdl a % o A
mi@mmmuﬁumLLﬂ@LsﬁﬂNwimmmim 2 aNWE AR
1. passive reabsorption AT proximal tubule Wag thick ascending limb of loop of Henle
Tnetlsznnn 80% 22uARITENNTBIAIN glomerulus AzgnAnTNIALATH
2. active reabsorption f11310u distal convulated tubule waz connecting tubule
NNIAATNUBILARITNTLFIM thick ascending limb of loop of Henle 1iua1Aan1sgadunay
2849 Na, Cl waz K d1unig sodium-potassium two-chloride (Na-K-2Cl) cotransporter A0 apical

membrane (317 3) N3 ATXENUNI Na-K-2CI cotransporter # danaliifianis recycling 284 Tilus
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A A =

aden na1apeinisduidundiEuneannig potassium channel (K+) 7 apical membrane @aazyinliiiin

dszquonnielu lumen nandulilnpes, uaaden uay wuniian dallszquanduiugngatuding
$NLRIUNN tight junction FENTN paracellin-1 498 claudin-16(1) N3AATNUDILARTUNEIUNIG

. g A 4 a P = a = o
paracellin-1 ugﬂm‘i_IﬂNIm*ﬂ CaSR Mgt basolateral membrane IﬁmmLLﬁ@L"mNeLuL@@mmmu@ﬁ
nq1in@ CaSR azaadtyounneldeuganimineruaes K+ channel 1 apical membrane M 1#AN34U
uaairNaanuIneTaaziinundy Tuaneinaslil loop diuretics 141 furosemide Taaslilsuga Na-
K-2Cl cotransporter yinliidnsduilunaifienaannia K+ channel anae danaduginIaadunaaes

wAALELN LaviNNNTTUsanNIaTTaa9y



apical basolateral

> Paracellin-1
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gﬂﬁ 3 mi@m%mm@@ﬂﬂuﬁﬁwm thick ascending limb of loop of Henle

PTH uaz calcitriol Huasa active transport VBILARTENALTLIN distal tube WAL connecting
segment Inzaafluusiaaaslnalun1sifintzunnaes Ca® channel (TRPVS) N1t apical membrane,

calcium binding protein (calbindin-D.,.) &% calcium ATPase (PMCA) uaz Na+/Ca’’ exchangerﬁ

28K)

a 2 = | e o o = o a a
1790 basolateral membrane ﬁmLﬂuiﬂimummuumwmmfymma@mﬂﬁuﬂ@mmmeﬁmu(m (gﬂ‘w 4)
dmiuenduilaannzlungu thiazide 9eUgIN19%119114289 Na-Cl cotransporter 71 apical membrane

A o o ay 24 o - &
AT activity 984 Na+/Ca” exchanger 7 basolateral membrane IWNNINTU NTAARILRN
= a v ] ] . 3 v v v a dJ

mi@mﬁnuimmmLﬁnglfmmum\i apical membrane VI’WI‘MP}Q’]S\IL‘IIN‘IJWIJ@\?IGHLﬁEJSJﬂ’]EISLuLGﬂ@@Fﬂ@\‘i Gﬂﬂ‘ﬂﬂﬂ

nszfuliiinisiulnpendinguauasgpduwaaidaunduidingnazuaidantinumig Na+/Ca” exchanger

a

#1 basolateral membrane \xx AL ot lsfinnluilaquiunudnanmeaes hypercalcemia inann
o L & o a . o 6§ o = o =
ns3utlsenu thiazide WiuilunaneanIsiin volume depletion Mnliiinsgadunduseslnfanuaznne

laAT1E1a04 proximal tubule MnTugdanaliiupadangnasdunauxinanllfian(3)



apical basolateral
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917 4 n99aTuLAATNTILEN distal tubule

2.2 AARUA
F1anelEFLAmRuAaINNNsaT 19N iamlalaeuad ultraviolet kazannannsiluaamn ol

andmdlugiaed cholecalciferol 13 vitamin D3 (U7 5) antiuandeidulasd 25-hydroxylase ansiu

@374 25-hydroxyvitamin D %358 calcidiol Fasiannazgnindingnezuadanmunellile luisnriels
aziliaulasl 1-alpha-hydroxylase Wae 24-alpha-hydroxylase Mutifeu calcidiol 1 1.25

dihydroxyvitamin D 438 calcitriol T1flu active form 1843R RUA 1198 24,25-dihydroxyvitamin D @a1flu

inactive metabolite Wanan#laLaan13a514 calcitriol faiin il activated macrophages Wag thymic-
derived lymphocytes Faflunuaeaning hypercalcemia Tu granulomatous disease i1 tuberculosis
WAZ lymphoma NN94314 calcitriol IAgRaReNARNTT19N1L84 interferon gamma 1150 tuberculosis
o R I o o o ° & A Ay

iU calcitriol MNNAULFTILN1TNNAATA T ALAZAANITNNAETRILLA LD BN A

NN3&374 calcitriol uaNsngnnsefulision PTH (Maiinaiuees PTH dniflunaniainnig
= P . . ¥ =2 =

anarasuAaiinluaen) Lay hypophosphatemia Tng calcitriol azlinszéunisgadiuaesuaaidenly
MBANe1Ng kazliln wazdannanudaniy PTH 1unnsuiis bone resorption Wananuil calcitriol Sl
negative feed back fiuglan13nad PTH 1aansae Tufjtlaglmaneizeaniinisasn calcitriol anas 30

WUINH PTH Wisauiinavinlinszane Gannnnzaingaadn secondary hyperparathyroidism #91nns

314 calcidiol il substrate dependent Tiatinnglfinnuatuanuesaasluy



T-Dehydrocholesternl Diet

Skin uv
light

Cholecalciferol

l Liver

25-Hydroxycholecalciferol

Kidney
PTH ———,

Hypophosphatemia

Calcitriol 24,25-D

Small intestine Bone Kidney
+ PTH
tCaHPO, tCa2* and 1Ca2* and
absorption phosphate phosphate
release excretion

gﬂﬁ 5 vitamin D metabolism
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anvanzupadanluaenguannsouisean i 2 nanlvale Ao (Wi 1)
1. miuﬁwuéwr‘fummmmmmﬂmL‘V\Im FaimaNAITANTIUIes PTH 1un19g primary

hyperparathyroidism %58 PTHrP 11192 humoral hypercalcemia of malignancy

2. naundiinmaasuulaniseinaiintuaesweamnluden 1Hun lsandnisasng

calcitriol WANTU 114 granulomatous disease, TB, lymphoma, fungal infection, N3

milk-alkali syndrome FUNAAINNI75ULTEN I ULAALEINANSUALLALTW B NN,

familial hypocalciuric hypercalcemia {iAan inactivating mutation 484 CaSR ay
mm&ﬁuj 1 bone resorption WnAwine lddw PTH @1 n19e hyperparathyroidism

LAz hypervitaminosis A



T Calcium

»l/ PO, ~ or T PO,
- 1 PTH lun primary - 1 calcitriol 16uf granulomatous
hyperparathyroidism disease 11 TB, lymphoma, fungal
- T PTHP Wur solid tumors, infection
leukemia L&y lymphoma - milk-alkali syndrome

- familial hypocalciuric
hypercalcemia

. %‘Iu’] 11 hyperthyroidism,
immobilization, Paget’s disease WAL
Hypervitaminosis A

a

LLNuQNﬁ 1 A1L1RTBN nypercaicemia

'
a

mlwﬁiwuiﬁﬂfawqm An primary hyperparathyroidism LAz malignancy mel
hyperparathyroidism ﬂnwulut’gﬂwﬁmmmﬁ OPD iz malignancy wuiuﬁgﬂwﬁ'u@uiu
Tranenung wenaniiuilaquiudanunias mik-alkali syndrome lHdesdu iasandinissulsenuen
waaLdeNA FUaWAnuataunsnane Tuntsllesiuinmniagnszgnngu wazinemsdsesaamaly
filelanneitess msfinenile 25 Tieunueagnaasnaz milk-alkali syndrome 2% luzniziian 101
siasmuAv sy 12%(4) wenanniidenuniazuaadungeliie 50% luitaelanneidess uax
lutlszmAdasnanudn 6% esftlefiiunadaugaianmnaniulnas)

Primary Hyperparathyroidism

a o

N19% primary hyperparathyroidism ﬁﬂwuluﬁ’gumqqgﬂaﬂqmu dauNnNIiAAIN parathyroid

o

adenoma gilheinfunaidanuinenguiaaaniias (Hoandy 11 mg/dL) viseas/lunningeaesseiy
Unf (high-normal) sanrunasmas dasain PTH Jgnaiiunisdunesmneannisls sziuuaaidasi

Talfenaligennais Aniuassiiunavfiesinsziuuaaimanvaneais filaaunaaanaiiiialule vise

al

nephrocalcinosis ANNNIAANNITLLAATENEANN1 MIANNINTY FNFTLAIENTZANENEENLN osteitis

) £ o a & . o o P & o e

fibrosa @I UNANIAINNTNNALAAY bone resorption m‘mﬂu&_ﬁﬂwimmﬂLim\mum% secondary
. o o N o = & o A a o P P .

hyperparathyroidism dudnazlszauuaadanluiaanmavisalng ‘ﬂﬂ’]\?vl,ﬁ‘ﬂﬁﬂj\lLu‘ﬂd@’mﬂ;ljﬂ'm@“]uﬁ\l’m

IHFunsfneficaunaidanaiuaiunuas calcitriol avanavnliilunaiangals Insanizlunsaimidu
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NINAUNTEVINH autonomous production 488 PTH M‘ﬂﬁ‘@ﬁﬁ\ﬁlﬂd’] tertiary hyperparathyroidism Eg.ﬂ'm%fl
WARLTEINEIELAADALIAN
Malignancy
mazuaaFengeludeniisduliiuiisenaiinsne v solid tumors, leukemia uas
lymphoma tagidantusxann
1. osteolytic metastasis ‘Emmﬁm@nmuiﬂﬁmmn LA cytokines 1 TNF-alpha,
interleukin-1, osteoclast activating factor m‘:[;juslﬁ osteoclasts ﬁﬂmﬂm‘x@jmﬁuu’mﬁa
dnwulu solid tumors 1 breast cancer, non-small cell lung cancer LLag multiple
myeloma

2. naiiiesanuas PTH-related protein (PTHrP) 38141 N9 humoral hypercalcemia of

malignancy WuN1N U non-metastatic solid tumor Laz non-Hodgkin’s lymphoma Tmmf:@
sanazut PTHP dngnazuaidenis PTHP anvishndnanderiu PTH A iliifinnoz
hypercalcemia WAz hypophosphatemia dadn PTH azwudndssduin desenlunsdin
#1309 IAAN12Y hypercalcemia 151ne 4 flufazdesll bone metastasis

3. ﬂ’lTL‘l'/;\lls\lt'fla:me\i calcitriol u“]ummmm hypercalcemia 'ﬁlwuiuﬁﬂw Hodgkin's lymphoma
Lﬁ@unmmLL@:ﬂaxmmuﬁﬂummﬁm’*ﬁl\mﬁmq ﬁﬂ')ﬂ Non-Hodgkin’s lymphoma

Granulomatous disease

uananugiae lymphoma wda natis@uaeINIINGs calcitriol faifluanivinaas
oA v o . o . . o
hypercalcemia Inu15lu 6-28% 104§tat tuberculosis waz 30-50% wa3fjtlal sarcoidosis tneisin
wudaniusyAuneamnigs aann1sh calcitriol LNNNIARATNNALLRIILAATE N LAz Wa AR TY
NNUAURINS WWadh PTH azwLd16i1aINn negative feedback 104uAaLdangaluiaen

Milk-alkali syndrome

o = = - o § v o = = ' an v
nsfudssmunnitesuAadiaNATTUeRNINT 1A WiszAuupadan uae ngendUngla
Tnadnwusaniunnag metabolic alkalosis wae renal insufficiency szaunaaimnlmaensasgiaanudn
agunouailninage uaz PTH dnag luszdunmisernd naziidanulivesluiiloglnonaieis
o a o = P = - A o o
\Wasanndniafulssymusupaidauafuanuas inaan luauaumia fnen 1A asa g aLay
metabolic acidosis
Hyperthyroidism
= A 1% % a PN dy .
wowaadenglwaanld 15-20% 199gilae aumiinaInnI9iiaauees bone resorption
gaunsnine i lnannsliien propanolol
P ~ A Aa PO . d‘ I
A1 109N9zuARTENglABATIAAINNaTNTWTEY bone resorption ww i litias
1Aun Immobilization, Paget’s disease ‘Emmawqﬂu%ﬂw bed-ridden, ﬂﬂumjm tamoxiphen Mlunng
o [ & v d' ' = . . . aNay v ]
Snunfileanzdasinuniuninszanalilinszgn uarniay hypervitaminosis A (lunstinliFunnnnd
50,000 1U siadumnsiaiiuiluszazinaiunn) wse n1slil retinoic acid lugilaas cis- 13a all-trans retinoic

acid Tuaunge
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uananenunendialiun lithium vinliueadenlunengald anmeiluneziinismas PTH
WNNINTY AnnMIAnEINLgNLszanm 54% eitlhe Ay lithium Nauiwndn 10 T azlisziuues
ionized calcium wagz PTH gananund szauueaidassinnauniulnfndagaen enduasiazlungs
thiazide anxnsnaANITURAATENBaNNNTAG A HnaNuAY atelsfinunisfullssniuen
thiazide ¥nlsiAaeyinliiia hypercalcemia aniulugilageangnininzanaanstingausioy

naznasienBvieinn1sinia hypercalcemia inuld ldtiassin 18un pheochromocytoma
dnazwudanriu hyperparathyroidism (MEN type 11) nn33neinlélnenislii alpha-adrenergic blockers

aly . - o ¥ L) 1% o ' o
uananiiniavadrenal insufficiency inliuaadangeliainnisinaransegninaiiunisaesiuulssans,
NNIAIAAIW, NIRATHUARALTNANNINLLA proximal tubule UaT hemoconcentration i ldlaeinns
% glucocorticoids @anafiasldinavanadu

. Aa = o = % . . =
n19¥ rhabdomyolysis N leeRaLNAY nuwAaEeNgeliluszay diuretic phase inan
o A . .. 4 e

waalden llazanlundnuiliatosusngnilanlaesaanun uazseitaeseaANgeatinEuanas
N9 theophylline toxicity M liiwaaidasluaengeauliiinuias nsinwrinlilnanislii R-adrenergic

antagonist [uLAeRiL W hyperthyroidism

Familial hypocalciuric hypercalcemia dlulsanneiugnasunnaneanuly autosomal
) A P o = 2 \ a A o =

dominant inulilities szAvuaadanlmaengelinnn aannisndnsiuuesdaneannisilasny
anad szaunaamnlwaenaglunmeailnfvas PTHUNAvRagdawles iloesinlifianisesls Al
Auflufiasliinisinmn a1meinainnsfidl inactivating mutation 789 CaSR i WissAuaasuAAELNY
au3nduan1amad PTH 1Htiugeaundning nngtanilusiesiiadauanisaann primary
hyperparathyroidism nnsaiasgnn i inanisinuaaidanluilaanqslngaznuanddsunndiaanda 200
mg/day 178 FeCa < 0.01 uazn1smsanunazneniulunsaunia filaanineilifinszgny vseiialu

In uaznsan1efa@ liny parathyroid adenoma

4. AINNTUASRINNTUAAIUBINIITUARLTENGS
= e A ° P T AT o
ansinunlidAssiAuanIzanzas ennsesgiheaznietiostuetiudnsyiuaes
= A dp 1 = o A dy o v = o 1= % o
wraideN aengelnetRsLNAWITa Fa Tuarganntiaaiiasle filaaenaarlifienniseslsfinsziu
veauAadeNlAangs 12-14 mg/dL Nuiluszazioaunu wienalennstuasiinuaaidesluaengelu
o d’/

BENIRLLUNAU 21N19789NNTLAALTENg AR ALeneen lARNsTILFN] YT

1. Gastrointestinal system

81N137eeyN HAANNIINRNITANAILEY smooth muscle tone WAL/ HANRALNAT8S

v A ¥

szuntszamenlalufia deuainisvesszuvnaiuemetu Bud aduld sitediesin uaaidey
anunsansziuliinamassesiuu  gastrin eanunanndu lufjilae MEN | #inas Zolinger-Ellison
syndrome Was hyperparathyroidism nsAnFeNN1T laTeeRdNNTRanTTALERS N gastrin agld
uenaniNzAadtLgedtananlifin pancreatitis winul¥laieatin dusunalnniniadeiung
waa@enldinnzlu pancreatic duct %qmmmiﬂmzﬁua@ﬁuu trypsinogen ﬁ@fg’luﬁu‘d@u"lﬁ

2. Genitourinary system




21, Wlule
Aalugihaninnzunadianganniussazioaunu dausnnwuluiles primary
hyperparathyroidism Tnamutszanns 20% aeegilee Twanh 4-5% seegiaefidulialanvsuiann
. Lo vu’/ld a Yy a K dglaz 7 g oa = LS 7 IS
primary hyperparathyroidism AsilasAasiazfiasrntannedliane uglsendulionaudidnfilaaasa
= I o a A . = [y L « oy .
upaLdeNatluszALLNG 17a high normal Feniienguildn “normocalcemic” hyperparathyroidism
A a = =~ <
avwszesiainaannsnBuLAaden udag gt
2.2. Nephrogenic diabetes insipidus
a | o V! a . ° v
nmazueadangaiuszeznaunwinlilagodannuaiunsnlunis concentrate urine vinli
Pasnnutlaanazinunnau aanisaanananulitszanm 20% setlae @efudinisanasuedsziu
aquaporin-2 water channels 4a N13n1EFzaLAadenly renal medulla g90aliinnsa319 osmotic
, S < < Yavy o« d
gradient TuiisauAsnanaanas tnasliannsngaiuaistiaulfesnasium
2.3. Renal tubular acidosis
nazueaiaNgannatuiusreznauwinliifia type 1 (distal) renal tubular acidosis 1
o = a & o . ] P a @ A <
nsduuAaEsNeannNIaasiNay uazdy citrate aananad daualiifiailanaiuiingaau
24. Renal failure

nafialannglugiaa primary hyperparathyroidism duWusiUsAUNAZITEZ A TDILAR TN

a

g9 szivuandsnngelinnnin liinlilaone TuaneifinszAuunai@iangada 12-15 mg/dL avinali
Wuaen wlndusn (vasoconstriction) LAZNANNIZLIARNTHIAN hypercalcemia-induced natriuresis
° k4 o v QI/ dl o = dl ] a °
nliinainureslnanaslidansn Weanseiuupadanigaaingung nsvinauaedlnainiem
naundulngld usfueadungeluaeaiatuiunaiueianliilagninanaliletnennng Gun
A19zHdn chronic hypercalcemic nephropathy LLﬂxqmﬁﬁﬂLﬁmLﬂu nephrocalcinosis N9
nephrocalcinosis HluszaziEnusnanisonsanuliainnisingansngnag sise CT scan wsitindunin
aanaaiulFlu plain x-ray Qﬂfmﬁﬁmq: chronic hypercalcemic nephropathy qzlanNNNAdnL AR

o '

¥ . - " ' A A . al = . a
fiugtlael interstitial nephritis nan9Aa Nilda19zu1n (polyuria), geULdeinae (salt-wasting) kaz AN

Aulanngs

3. Neuropsychiatric disturbances

amsinLies IEuA 81n193RnAaIa FuLAs uaY cognitive dysfunction 8NNMAN AR
lEuaansinenanszALLAATEN mmsa;mmﬁwu”lﬁiﬁﬂm &uri organic brain syndrome @antlu
ftlefiflupaFangeunn vielufigeany yednnmilasuulas uaz affective disorder fnazsiiupaiFes
49n91 16 mg/dLanailannsduau psychosis, hallucinations, somnolence W&z coma

4. Cardiovascular system

£

S A S o PR o p o A o
waadNnguiluszaznawuenainznawinla Wuaeasla uazunsneglunduiieiiola
il# myocardial action potential duad m3vap@auialany QT interval 41 flaeiuaaigangad

grifinsniresnsiinaNAulalingainay

5. Musculoskeletal system




Iumﬁﬂﬁ@uﬁ/ﬁ’gﬂm primary hyperparathyroidism ShazsnuERaeaN gL e se1LsY
waznszany luilaqriubideenuennisfenaamazdnasnsmiadeifdaiu annsinelugaanen
wasvAInsEdnsiasns lssea LGy ennnsndnsiiiesenuss uaz fine motor movement A lu
ﬁﬂflﬂ‘ﬁllﬂu malignancy a1afensndnuiileseuussldidui wiawnazi1aInsalsANINNgIaIn
NzuAALTENgS

pMsuansIaInskAaIEangadannuatsTiiea ety underlying disease i1
malignancy ﬁwﬂﬁmuj p%s 181 band keratopathy [RAaNNIsINNza8LAALTes uasHaama 7114
Lﬁlamm cornea TngazianE Uz TuAuINN) AINTINIENINMRATLULASMIRIAAR ATN1I0RATIA

wulAlaaanAanisy slit-lamp

5. NSAIUARANISUANLTUNES

nstndszdRmandiudszdAnnsiudsznuenlneianizanuaad@as lithium waz IANAUA a1n1s
lafliauvy Uandies 7 polyuria kAT polydypsia UszdRnszansin uailazsAmiAtadastunafiniiiaen
AT mifméfmﬂ’mﬂfaﬂﬁmmﬁqﬁmﬁunwmwﬁifamﬁ”']mﬁm R99aLan LHNWN N9 rectal
examination Uag stool occult blood zﬁﬁ‘m?'umimmfwwﬁfa\iﬂﬁﬂﬁmﬂfﬂmﬁ”@qﬁu‘lﬁmq@ CBC gn1z
%m%\‘iwuimiﬂwzﬁw’m’], lymphoma, leukemia az multiple myeloma ;9942 serum phosphate 5@51%
pneglungalsafianisfisduses PTH si%a PTHP (wuglifl 1) aeslsailuananiulélngnisanz PTH
lungsilanees PTHP 11 PTH azilsziusin #1 serum phosphate ge aziinlifiinielulsafimnaiadn
204 calcitriol Inganaifluainiilaaiuseniuegndaiuaiuauie e aan granulomatous disease Uax
lymphoma &m5un19y milk alkali syndrome gilagiazilinng alkalosis saufnaLans uaziilsedn
FutlsemuenuwAad@anANsUeLs, calcitriol wavAise TRanluatsuaws dawlu familial hypocalciuric
hypercalcemia (FHH) 1hi wanannasilsesRnsauniauda fagnunsaueanann primary
hyperparathyroidism l&agn13m39a spot 38 24 hour urine calcium Tmmﬁﬂ’m‘ﬁlﬂu FHH azf13u16d
24 hour urine calcium $iaandn 200 mg/day 38 1AW fractional excretion of calcium (FeCa) an
(Urine calcium/(Serum calcium x 0.5)) x (Serum creatinine/Urine creatinine) qiANTiesnNdn 0.01
Iu“ﬂmxﬁ%ﬂw primary hyperparathyroidism Loz PTHrP azd urine calcium (N ﬁ,lZﬂ'nElﬁiﬁ?u thiazide N
nsgaTuuAadusngumalamnndu a1 urine calcium i filaemnAuRfinnaz hypercalcemia Aas
¥5unsmeaa x-ray tamiitelulladnifluzGelen Jodlan vite hilar adenopathy uazlugtlageant

~ ~ A Al . LA qy ! P )
wazinEEnATllANAazATIA serum protein electrophoresis i ldiuedladn il multiple myeloma

6. NIFSNEIMITUARLTNGS

NNIFNHIANINENLINANTEALTBIUARLTEN UATINEEWA LLNFas] Tl n19inwIn1ae primary
hyperparathyroidism vhirannssndaseuntslasess dalunsdiues granulomatous disease L1 04
T3n WaznIRAEes NsinEAanNTlHsILsEmnLa R LA A UaE corticosteroid B3azltlan

N"1943514 calcitriol LLMM?@@%MLLV’]@L%ENTLW}NLaum‘mi AuFunnag familial hypocalciuric
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1. NNANNTURAATENNNTdAN Y

o uy Y PR o o . A a
m\iﬂmﬂmqmummumLsnﬂuﬂmuminimﬂm mumn%qﬂ@mﬂ@mmu passive NUILIt
proximal tubule Wag thick ascending limb of loop of Henle Ine1anAt electrochemical gradient ol

annisgatunauveslnfy uazaaelss Aulusaunsanszfunisduuaaduaannislalslaegns

v
o o o

= A . PR % & . o =
ﬂummsqmﬂ@u‘umhmﬂm proximal tubule 25nieAanT a9 normal saline tannunnludngn
Aoudinalia 200-300 mL/h N1SARNANNIUES flow NLFINM proximal tubule AzdaEAANIIAATHNAL

X N % =y Ao = 2 o & Ly

WL passive 1eaunaidan i wananigiaeninazueadanluaengainazanansinegudoainns
PidagziNNINIW Asiuaass g stungiaannawu n1sli normal saline Aasdiulildeunn
ffaannzilszanns 100-150 mL/h wazaasithszdaninznniulnaiennzluiihalaong uasinaziala
Py ¥ v a & a a % . . | X ' . \
ANLUAT mr:g.ﬂfmummu‘ﬂ’mwfma‘mﬂﬂ loop diuretic 111 furosemide E’ﬂuﬂqu furosemide #1490
duwpaLdanaannelaliainnisdugsniagagunduvtng loop of Henle

2. N19¢1UE bone resorption

v 1

gfamnsnguginsinaanszgnlia 16un calcitonin, bisphosphonate WA gallium nitrate

L4 1% v

o o , . . - . L 2 aA A e L . o % =
mmumﬂuﬂqm plicamycin (1138 mithramycin muqmmﬂqu antibiotic LaL antitumor) ULNNALINLALIN
Aaudtennn Hun pauld alaeu hepatotoxicity, renal toxicity, myelosuppression LAz hemorrhagic
diathesis naLsEMaslfennane

2.1. Calcitonin

| ~ 1% = o = £y o . A o = . L = v

Hlugnndaensde wasiinainameatios 1aun pauléeaniaeu waz mild hypersensitivity Daudian
aziflugnilirey potent utansneangs i anszAuuaadunludenls 1-2 mg/dL naly 4-6
o . L oAy A i o o M o g . P P
d2139 211 calcitonin @ 1Auaalugas 2 Fuusn wasaniuiilaesinazaeen (tachyphylaxis) {Hegani
receptor downregulation N5 corticosteroid anadaetlaiunsiinnisaeen Tnealiiiuanuinnay
NI1TARUALUANURN calcitonin receptor

2.2. Bisphosphonates

Bisphosphonates {593 1un1aeiLelan1391191U204 osteoclast aANIIMIANENITZAN BN lUNgN

294 bisphosphonate Hiurauinetlaansit wuazinnsusendn calcitonin uaz normal saline & lfnanTlu

v
o o K

o Aa = 2 : o @ aa o .
B;l‘ﬂ']‘EJV]NLLF]@L"I]‘EJNIML@@@W@WH%‘]@I\? aaruaaflundanlun1sdne malignancy-related

o Y <

hypercalcemia(6) anguiildinan 2-4 Suasazeangms Aann aspaslitlinwans fu normal saline

v
o = A

2 . . > . . 9 A Ny ) Py o
WAZ/158 calcitonin N33 zoledronic acid N9LEWARALIUNTaALULE pamidronate Tuwindnandias

n47 (IV infusion 15 1% &30 zoledronic acid way 2 F2T1e 415U pamidronate) A% potent N1
athdlafimuindulufesiionlunnafisnndung wu lufitlaefilanns nial pamidronate anaide
A ldaneiaandn n9li pamidronate IV infusion anunsninwueaidaslwasnliieg luscaulngléiiu
watlszunn 2-3 4Ua9 neenenagainszdutesuaadaiiungn nanake drtleandn 13.5 mg/dL

1% 60 mg unnn91 13.5 mg/dL 195 90 mg N34 dose 71 2 Aasliivneann dose 71 1 asnating 1 §Uanif



nadihaiResrasingliie 1 guiinisnesnmnaududnresnasuea Gougsludeniioiu
szanns 50% aldienn 3 dlasi uaz10% drliienn 2 dumnei(7)

Zoledronic acid Lﬂummﬁummﬁﬂwumﬁthmﬁﬂw’] malignancy associated
hypercalcemia Lﬂ@\i@’]ﬂfi’]ﬁqwél,l,i\‘mfi’] pamidronate wazn3 kL IV W naniies 15 Wi aannng
sausadienalufilan tumor-induced hypercalcemia Minsasilunsini phase Ill 41191 275 Au
WU IV zoledronic acid 4-8 mg AMxnsnanuAaEaNAINgszALLNALF W 85-87% 1adwanitlas
Elu‘ﬂmx‘ﬁ pamidronate 90 mg aunInan AN 70%(8) u@ﬂ@’mﬁyzoledronic acid £a@1u1905N1
wnaiFeliie lusziunniliuuia 32-43 fu e Buuiiauiy 18 Tu luditaefllFu pamidronate lu
tlaqiiuuuztinliild zoledronic acid 114M 4 mg WWF1EWU nephrotoxicity Iuﬁjﬁqmﬁvlr%%um 8 mg

uanannil bisphosphonate fanunsnldtlasiunazuaaidangeld annisinuluilaauded
sz Basinuaiial osteolytic lesion atisdias 1 lesion $1uat 380 A wudnEtlaeiiliFu pamidronate
Hunan 1 TeuEnienfesnnazuaaidangsluden (anndh 12 mg/dLanas 50% ileifiuuiungud
11650 (8% lungu pamidronate uaz 17% lungu placebo)(9) u@nmnﬁyfqﬂ‘rﬁmitﬁmmmﬂﬁm
pathologic fracture, bone pain, spinal cord compression kag mmémﬂuﬁl%fﬁmmﬂum ARl
NITANAAAAIAIE uananiidenudrenainaluidewanse patient survival
@‘Fj’lxﬂiﬁm’mﬁ?mmudﬂri’jjﬂfmﬁvlﬁ%'um bisphosphonate {lunanunuiiniae avascular necrosis 184
nazanna Tnsiannslugtlaefiflu malignancy

2.3. Gallium nitrate

wneATme x-ray ftlaelaeld gallium nitrate dunaingrlaamaniitszsuunaidasludens
(10) AaN1AINLAN gallium mmmmmiﬁﬁm&mz@ﬂimaiﬂﬁugﬁ proton pump‘ﬁ‘ ruffled membrane
9184 osteoclast Taeid gallium nitrate vhslailg toxic Aelanszan gallium AN 90 INNIMAS
PTH annanis lasessila dauwnnmnaes gallium nitrate U bisphosphonate Ae #181308ATYFL
LLﬂ@L%ﬂNVLﬁﬁalﬂuﬁ,I:ﬂQﬂﬁLﬂu PTHrP-mediated Wa% non-PTHrP-mediated hypercalcemia wazelail
potency 7wiiandn pamidronate WAz calcitonin NsANENLls=AMBANaRY gallium nitrate WReITe
iU pamidronate W41 69% ﬂl@dﬁﬂfmmﬁﬁ gallium nitrate WAz 56% ‘n@\‘iéﬂwm’ﬁu pamidronate §

o = t o a o lyve o Y a . . A .. o v
?5@‘1_]LLF’]Z\]L“ﬁElNﬂF%l:LuLﬂmsVlﬂﬂ[ﬂﬁf\]\‘iimiﬂﬂ’]ﬁmﬂ”\ 2R UAN gallium nitrate AR nephrotoxicity uazfagli

Wi IV infusion AAA@RWUWL 5 44

3. n13aAN9AATNIaILAaLTENlWNIALEMNS
~ = a a o = P A

nasfinNnIgpaNvedLAadeN lunfasuevaduavnreInIzeadsNg ke
o A a aa A = a L ) a P A .
Futsen A RuANUINIA ¥iFein19uER calcitriol NanndnUng wu Tugiaeniiu tuberculosis,
sarcoidosis La¥ lymphoma lunstifinns 1% glucocorticoids L1 prednisolone 20-40 mg/day #1410
dneanszaulAainlinnelu 2-5 34 Ine prednisolone azlilugansu@n calcitriol a1n activated

P ) I = Vo . @ a _ad

mononuclear cells Naglutlan wazsantinmans n1sliFuLsEnIu oral phosphate solution \{uan3a

< o = ~ = Py I~ v o 84 a g
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wradaNWea AT iazanetin M lifldanunangngednls ausntesliine 250-5008a8n5H Juay 4
a?/l b4 a dl v o A ¥ a
A5 wadinaAsenlfives Ae fiede

4. Chelation of ionized calcium

Tme’l4 IV sodium EDTA 438 phosphate ﬁ"ﬁ@ﬁslw,l,dﬁ@@ﬂqw%rﬁuﬁ aeinalsAinnunns i sodium
EDTA # toxicity Aaudinaunn aaly WA 10
5. N13N1 dialysis

n13%11 calcium-free hemodialysis 1138 calcium-free peritoneal dialysis fummimmixﬁmm
wpadelFmnEa wirasldlunsdifinnsinengaeisauliling Tnaamzluftaeiineglnneviterila
ey lianunsnlansimaduienls

Tnsagnnzuaaideugeludesny|Fdeslunmd§iR awsiinuunnlufiasuenda primary
hyperparathyroidism uaz luftlaeluae malignancy nsatiadeiandenisdntsedfingaasianie uazns
7394 serum phosphate #az PTH 1fludAty neinwnsjeinenavsuaranszauuaaima liwans i
MaaAsEALLAR BTN R uAnN13 1V fluid, edutlaanag, calcitonin, bisphosphonate Baz N199N

dialysis
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