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M4 fKAt, one-half maximal transition time (Ts),

A

® B

MEEN BZOMHER~ 74> 4 (Mg) & EH
LTWALHENLVD, 14 MMt Mg D LEHLTW2H
FEZA v, BYEEIEN - ENTEEICB VT, Mg ik
MEAKILZIHT 5, ZoFE LTMglEnvy
7a 7 A YHF (calciprotein particle; CPP) @ CPP1
A CPP2 27 5 D &MHI L, Mg OlikAoMig ¢
DIEBEEH 1L, Ca’ -sensing receptor i MEAL % 4
L I3 A RAL#0H] K 7 matrix-Gla protein % B4 I1$ %
LEINTWwS, Uy (P) 255 &2 3 I i o
AIRACITAKS S PE D CPP2 2314 L T\ %, CPP2 2K
e 1) 2 M3 A AL & v ) EFETHED L, onehalf
maximal transition time (Ts) &9 7 A M A &
NTW5, Ty DERIFIME AIRIGER O 2R L,
Mg IZ& D) Ty FIERT 5, MEEN EHICBIT 5K
Mg IME BT, IR T, 2 ED) X7 28T

iECBHIC

ENT B TR T & 2 WV ILENT L AR X
D Mg DNT Y ADNFEEINTWELHIELWIZH 0
bod, HEMOREIE R, T Tidd T ikl
ENTZhdrolz, LA L, 2014 4EED S, K Mg
MAEAYE, 57 VEREOEAL, LIMERE, JEEO

VA7 T d &) BRIFZE 4 L s SN T& 7,

AETIEMEEOHEICH LD, MBENBH D Mg
DEFEY, Mg & MEAIKRAL, EFEFOMF Mg %
HEDBFRIEEIZOWTHRR S,

1 #EE ENEEICHT5ME Mg E

Mg DJEF513 24 TMg X 2D A4+ > THhHDT,
Ifit 7% Mg 2.4 mg/dL=2 mEq/L=1mmol/L T& %7,
i Mg 134 4+ » 1t Mg (60~65%), HHEE, 1)~ B,
7 I MR EEORAMAE (5~15%), (TIVT I,
a7y rixllo) mAMEGHE (20~30%) &£ LT
AT A, Thoo 350D Mg DA Mg Th 5.
Tl H E BT A I T Mg 1.7~24 mg/dL T
02, 4% 4t Mg 044~059 mM T %Y, ENEH
TIRB Mg 2054 F b Mg DEI A1 51% & 4
WHED60% LKL, FENEE TER Mg (>2.3 mg/
dL) IMfElZ 69% fEAE L7245 &4 4 » 1t Mg (>0.60
mM) IEE 13% IS L FE L ozt @i s h
TWaY, MEENEE TRIMETh D) YRR &0k
AF HEEMLTED, MIF) VRERT =4 Y F v
THEETH 5T EA F L Mg BV & ShTH
DY, BPIEDDH S HEETIEA + L Mg % 1IEH 12
O Mg i &2 R F S RO LENH 5. I
THBEEZ AT 20134+ Vb Mg TH Y, ENE
FHxRe, I Mg OFHIiIZ 4 4+ >~ 1L Mg Ol %23
MM TH DY, LarL, 14+ 1tMg & MgidR
=0.88, P<0.001 OMEAH 5 L HHFShTBYY,
FRRHY Tl Mg HIC X 23D AR SN B L b %
ZHN5,

Mg (ZAWN Tid Ca, Na, KIZ2oWT4FHFHIZZ W
WA 4 > ThodH, EMEZTITHBIT5HEMHEIZED S
NTWiwn, EFFHITBT 5 IMER Mg i 5E 0 JLHEfH
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DBENEZ TS TIZTE S LIRS v, J4E, BIHE
ZOE Mg MFED Y A 7 H5EH ENTW 575,
MAEICDREITREZLEFE) T TL ARV, BEHEBER
4z (CKD) 281 % # Mg |22 v T Mg<4.8 mg/
dL T IERDOFAZ 25, Mg 4.8~7.1 mg/dL TR
K, ERJI, KHHKT, Mg 7.2~12 mg/dL T 4,
ik Ca MfiLdiE, MR, #RIR, QT R, QRSIEILK,
Mg >12 mg/dL T I /57 Bk, DU RR L, NP0, 58
ElhTay 7, MEIEESGIT 2 LI TwaY,
BT EE T H MR Mg >4.8mg/dL I3 e £ 2 5
n, EMRME Mg D= —DPLETH 5.

= Mg

2 Mg OiEE M

MNKIZHK) 24 g D Mg 2 & 8H, €D 50~60% 258
25~30% DA, FR Y D 20~25% Ak ERRLER (A
L, MBS 1% | M52 1E KD 0.3% L A
LZewv2® (1), flw AN2B0T 5 &30 50 Mg B
w13 370 mg/H, W& OME, Kb 225 120mg/H
I, 20 mg/Hwh 3, b—4%)V 100 mg/ H 2SI
S, I 270 mg/ HPEE S G /NG TO Mg ﬂ&
ISR R (A B 7 3 % B AR B T O TH 1,

RERHDER
370 ng/H

(fhE |

)
Q

frED> Mg i FEA BLIZHAT§ 58, L7zho T Mg & A
AN Mg IJER 272 L9 5. F72, MgixhhlE
&8, K B T X transient receptor potential melastatine
(TRPM) 6/7 % 43 % Ml N % 38 2 8l e f #% < Wk
Wsnz20(K1), 7o b yRyFHEEH (PPD 12
X A% M pH @ L A28 TRPM6 % 41 L 72 Mg WX %
KTFEE, Mg UELY X723 HAITRIESI N TWBT,
fét 5 & T UEAY 2,400 mg/ H O Mg 23R ERAR T8 S
M, 2,300 mg/H 25 FWIL S 1, 100 mg/ H 23R H IS
PES NG, oA+ v 8D, SRS S
AEO Mg (10~25%) OAHPHRILE N, claudin 16,
claudin 19 Z 41 L T 5 fliffafEig 2 @ LT L b —
77T 50~70% RIS, £ 10% O Mg 1 TRPM
I L AL RME 2 5 RIS 59, &N EE T
(3B T O TR DL D720, Mg /NT ¥ AHH
N, Mgz &7-3LEZEX6NTE. Mg D
#50~60% 23E I S N TWw 525, i Mg 3%
A EBE L, FREO Mg 1 ZIi{E Mg & #12
L TV EY, Mgl B FMllomziel, g
W RTRIESEYA b A A V2L L, $&kaH
R & RIS 3 59,

F v FHERE
100 ng/H

50 60%\

{E i Rk
270 ng/H ‘ gﬁ, i 100 ng/H

E1 Mg DiEEH
i 1 Ho Mg O EHHIHE 2R LTwa, @ ACBWT Mg 12545 UM, X

%) 7% 120 mg/ H TWIX, 20 mg/H T4

Wi, b—%100mg/HAWIRE N5, fi

W TIEAY 2,400 mg/ H @ Mg 2SR BT S 4, 2,300 mg/ H AYRME 2 5 RIS 1,

100 mg/ H 2R HFICHERE S i TH Y,
ML Mg O HHETH 5.
(Fra k6 LV BIH, &%)

B E DS ORI —

BT 5, wEHAIERD
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3 MEBERBEICE TS Mg ICk3MERKRIEBALE
AHZX L

Ay Tas A ki ¥ (calciprotein particle; CPP)
|21 primary calciprotein particles (CPP1) & second-
ary calciprotein particles (CPP2) &% %. CPP1 (<
100 nm) (MRS E R DY) VR, Ca & fetuin A 7 &
DN LEAEOBEEHRTH Y, i bEAEDOIEH
WX D) 2RI/ EW2Y, &P, & CalilfE T Tl
KEWH-T-0 CPP2 (>100nm) ~&ZALT 59,

NIRRT EH I UTOO@@DIEN 2 HoHKT
WxHiE), OCKD 3% TldmE P e & i @ fetuin A
2 EOMAEAIRALTIHIR T O TIZ L ) CPPL DK
2R L, PEERAS AR AR L T b 729
CPP113 CPP2~ & Z4L ¥ 5. (@DCPP2 & P 1% F
15 M (vascular smooth muscle cell; VSMC) TAH
JKAb% 42U, runtrelated transcription factor 2 (RUNX2),
ALPL, osterix (SP7) 7 &OIfE HIKALIRAEBIE T D
SEH 2 HB L, transgelin (SM22a) @ X 9 7 Wtk
HBETZEET LS, @ZDH A7 — KA VSMC OF

[TFetuin-A (Ca) R
> & A
|tricer_ EgRINOE

FHINLRRIE B i, AL Z RS 5. @ikl 7z
VSMC iZ= %V V=2 %2 iESE5 2 &1 K- TR
» VSMC IZf Ik b 2 {53k L T <

Mg 12 X B AIRALR I A A = X258 L LTI TR

D3 RHAEFHNTNDY,

1. CPP172SCPP2IC% % @ % Pl U i3 41 KAk %
5 %,

2. Mg ® 3 7= % i %% 1A transient receptor potential
melastin 7 (TRPM7) QMK CTORM A5
2L, VSMC~o® Mg AZz#mL, [£LT%
43 angiotensin type 2 (AT2) dEFHEMIZ] P &4
$ % VSMC D& 3l et st & HE3 5.

3. VSMC DMz 73 L T % Ca’*-sensing re-
ceptor (CaSR) % iGMEALL, AIKALIPHIAF &
L CTHI 5T b matrix-Gla protein (MGP) %
I LT AR L 2 309 5

4 Mg & one-half maximal transition time (Ts,)

P35 &2 2 9 VSMC O £ KA 14 & 7% © CPP2
gL T b, 2012 4F, Pasch 513, CPP2 JEifE

1 B S A A e

2 Mgll& 3 CKD B&EDMERRLIFH
Mg 12 & % CKD BHOMERHKALIHFNIL T O 3 Fi2X %, 1.CPP1 A CPP2 2% % D
Z Wl LA AORE 2 05 5, 2. Mg #ikfk TRPM7 OFEBRIINZ 9 %, 3. CaSR &G
LU, M AIRALEIHIE F MGP 233 5. * VSMC o5 3Ffillg R Bimie & Akt

CPP : carciprotein particles, Pit : sodium dependent inorganic phosphate transporter, AT2 :

angiotensin type 2, ATR-1 : angiotensin II type 1 receptor, TRPM7 : transient receptor poten-

tial melastatin 7, MGP : matrix Gla protein, @-SMA : @-smooth muscle actin, SM22¢« : transge-

lin, CasR : calcium sensing receptor, RUNX2 : runt-related transcription factor 2, SP7 : osterix,

VSMC : vascular smooth muscle cells

(FFf 2Tk 9 X V51, W)
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. *$ 4 *$ *$
600 4
5004 0 a1 @
_a00{ T —Y o
s | ¥ @
+
£ 300- (mean+SD)
3
I_
200
® {EEE
100+ O CKD##H
0 T T T T T
0.0 0.2 04 0.6 0.8 1.0
Mg2* (mmol/L)

* (BEET) N—Z71 L fEICEL P<0.05
$ (CKDBET) NX—XT1 EICHL P<0.05
# (ZOFRMMgREICHNT) CKD BEEREEZEDET P<0.05

3 #E#H - CKD BFOIIBICH T 35 Mg BEEEFEMHD T, OBEM
fE# - CKD BF & b, MgiliEoighne & 12Ty, o¥MmMA S5,
Ty, ¢ one-half maximal transition time, CKD : chronic kidney disease, Mg : magnesium

(AR &2k 10 X W BIH, o)

A % M4 A R L@ R (serum calcification propensity)
WO BETEDL, MEAKLBEINZRRZ DI
Ty, (CPP1 2% CPP2 IZRATT % 1/2 D) L9 7
A MEPEELZY, 72 FOFEHIZMENO#MED Ca
BLOY VBEOGING, ARG A Mg E A o
i %A %2 )KL C, CPP1 (<100 nm) DKL %51
&k 2 L, CPPLiX CPP2 (>100nm) 2 HFMIZE
SN DH, Ml 2 DU IZEA TH D EHREER © Ty,
ZHUETHHDOTHY, P, Ca, IMEHIKILIHERT
KZ, K pH & Ty, 886 (M5 A IRbBmsEaEg), Mg,
fetuin A, albumin, & pH & Ty, iEE (L% 7 K 1L 6
MEs) %EL 29,

Mg OFJHRZF X5 7212, CKD BH & il 5 i
D IMLIE 2 EARHE T Mg % 0.2~1.0 mmol/L i L Ty,
FRUELZEZ S, (CKDEZEDON—ZF A ¥ Ty A
JHREMTH - 72D D D) Ty 1 Mg i BEARLEPE A
WHTH1+16%7, CKD BEHETHM+135wInd K
MEICHER: L7z (P<0.05) L shTwad (X3)9,
F - MERFIMLEENT BB 2t R & L72EBRT, Ty 29
Wizl ST, LFZE, KRB XY b A
IWBNZ EDIRE NI,

5 BMEBEDE Mg MELEFETY XY
—— MUCEAT L DML Mg #EHE1% 2.7~3.0 mg/dL & HiiA 2

WHASIE, HARBHESSGFAET -5 GEE
H 142,555 B) % b L AZENTRTINGE Mg i & 14EF
BOMBRERET L, IiE Mg 21 L8 EHRO BRI -
shape T Ifil i Mg % £ 2.7~3.0mg/dL THE 1LY A 7
IR DM T B e L2Y, —T, KED S OImiE
ENEE O 1IETHOBRIE J-shape Tl 7 < Il Mg
P >3.05mg/dL (25 mEq/L) THEAEIEL, &
Mg BECTH O 2R A7 3 heh oz e HiE s niz®,
13 BRE2HFZE, 42967 BID A % 7+ ¥ A THIEK Mg
MIEIE HD BEOH DY A7 N1 TH 5 LHE I
TWwWaAW,  F72, 22128, 23,1407 1> CKD (CRiEHT
CKD, PD, HD) HEZED A% 7+ 1) Y ATYH, 5 Mg
IfiiiE 1342561 (HR0.90 (0.87~0.94) /Mg 0.1 mmol/L),
D45 (HR0.85 (0.77~0.94) /Mg 0.1 mmol/L)
DYAZEHEBIET LTV HE SN TWEY,
F72H @ 353 FIOMEFFMBLENT EZ OMETDH, M
¥ Mg>24mg/dLIZ I L, Mg<24mg/dL ® # T3
EEFRIIAE D 5 728 (82.3% &f 59.0%, P<
0.0001), MEFET7 V7 I v Z2HRTICMZ 5L, K Mg
MiE (Mg<2.4mg/dL) (& 34EAE5 T - LILELT D
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%1 Cox hazard model (C L 2MEEREBED I ELFETNDY XVHEF (n=353)

HL [l 34T [l g oAt
AR TNV ETN2

HR 95% CI P HR 95% CI P HR 95% CI P
1% Mg< 2.4 mg/dL 2.17 1.82-4.19  <0.0001 2.82 1.31-6.29  <0.01 2.17 0.96-5.02 0.06
il (%) 1.08 1.06-1.11  <0.0001 1.07 1.03-1.12  <0.001 1.06 1.01-1.10  <0.01
EATIE (1) 1.00 0.99-1.00 <0.01 1.00 0.99-1.01 0.50 1.00 0.99-1.00 0.88
Bk (mL/kg/h) 0.93 0.86-0.99 <0.05 0.99 0.87-1.13 0.87 0.98 0.87-1.12 0.81
Log (CACS+1) 2.07 1.24-3.84 <0.01 1.74 1.01-3.26  <0.05 1.99 1.03-3.84 <0.05
7—=7 7Y Y 2.51 1.47-4.08 <0.01 3.88 1.75-8.17 <0.01 4.52 2.03-9.54  <0.001
&A1) 7 A 0.60 0.45-0.79  <0.001 1.28 0.70-2.31 0.42 1.53 0.81-2.87 0.19
1L hsCRP (mg/dL) 1.57 1.39-1.77  <0.0001 1.20 0.88-1.57 0.23 112 0.84-1.49 0.46
&Y >~ (mg/dL) 0.73 0.63-0.84 <0.0001 1.07 0.78-1.46 0.68 1.17 0.86-1.60 0.32
IMi# R (mg/dL) 0.63 0.53-0.75  <0.0001 0.79 0.55-1.10 0.17 0.87 0.62-1.22 0.42
Intact PTH (pg/mL) 1.00 0.99-1.00 <0.05 0.99 0.99-1.00 0.97 1.00 0.99-1.00 0.85
MmF7 V73~ (g/dl) 0.13 0.10-0.19 <0.0001 — — — 0.21 0.09-0.46  <0.001
7% (%) 0.87 0.57-1.35 0.53 — — — — — —
R 1.34 0.88-2.03 0.17 — — — — — —
JR#>100 mL/H 0.67 0.39-1.10 0.11 — — — — — —
Log FGF23 (pg/mL) 1.00 0.99-1.00 0.11 — — — — — —

ME7 VT I 2 W/TFITMZ 5 & Mg<2.4 mg/dL & COH B RGN T CTlded- 72,
Mg : magnesium, CACS : coronary artery calcium score, PTH : parathyroid hormone, FGF23 : intact fibroblast growth factor

K16 & D GIH, A

Mz L7 fabR R CTld e o7z (R 1)19,

HD B#F 2B 5 Mg IitfiEid, 4T, LIMmEE
COERENZENPB\EOIAY 2 IZAWTH S & v
D HAFIIAMLIZ D B Y, K Mg MUE & PRAE T B R
2 - MREAFE LT A7 Z2HO TS RENE D 5e4ah
EETE R, LaLl, BIRETRHAENEESR
REHAL T — 7 OO E, HANMBEN B &
DIMER Mg ##EE1% 2.7~3.0 mg/dL Z HEE & § 5 DA
ZBRTHL)NERS .

6 & Mg L BRE

2014 4£® DOPPS (The Dialysis Outcomes and Prac-
tice Patterns Study) 34,579 Bl® ik HD E& DRt
T, ABeZ 23 25 oEMIEESRIEHAT 12/1,000
N, RV F—="T45/1,000 A & ENZ X D) 85 7275,
WINOETH —f A& LE K, DOPPS O—fi%
HD % & L L CTEIiAO HD BHO 1 EM LT
X 3.7 85, BB/ BABRITAREE o EWHES N
TWBE  FEHEFICBT 5 Mg & BT 85 3T
Zhat L, BHEAE 2380 58 (n=45) T3,
JEME I HE T 2 RO 2 WIE (n=436) X D Ifil{F Mg i
EDH B o 72 L T EIHHE SN TV DY,
BT BRBANO R PP GOV A Y 2H§ &
wWEINTEBY, To—KHE LT, PPLIZLBHEED

5 ® Mg OWINREEZ X A48 Mg IELE 2 5 b &
ENTWVDHY,

Mg RZ1E, NA FaFo 787 4 MR E
ML~ ORIV, F 7RI HVIRIR ARV E & 0T
&R SO BSOS DIEHELS X B FIEAVE £ 12 X 0 5K
FAEIZ B G-3 52, RIBoMENT EE 113,683 Bl
2 AEM OB MG X 5 &, I Mg %25 1 mg/dL
A5 T EITHBIRME BRI A 7 1% 14.3%
WAL, I Mg DS 4.0 mg/dL T TF DM AR
BN,

L2 L& Mg MUECRTED 2 Wb Tld R <, Fik
BEDIRKE 2B b H DY,

7 IMRENREETOMME Mg DEIE

MEENT BE TIEE D S OFEINXIF & A ST
X50T, OMg A ZMmOEN, OFEYIG, 3%
Bl Mg i, 2BERT & %5, HD BEICBWVWT
W&, ENTIR Mg BB & A 4 b Mg (221
LB 0T, MEHENBEDIME Mg Os&1EIzida ~
TIAT Y ADHD S b ENT Mg IREDOEHEI KD
HHTHS .

7-1 BEH,S OIS
BHAD Mg B DIRBET v~ OMEFIKILE T
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Bid %7203 CT% <, TCICHEET 5 IMEHKAL, #5%ib
D AIKALDBRICDHFHTH o7z v ) FFEETX
S D 52,

Mg ICE G REmE LT, B, fir, = oy,
ZFOMDOG L F v IR ERHITFOLNLEHY, KFIRT
DFENEHTIIRZ LR T, CKD BH TldlH,
Wi 2 5 D Mg WU H I LEL KT LT
BH, THXEHMNE ¥ I Y DRZOME5HHLDT
Bawhr MBI TwA2Y, Mg BRI #H T
1 350~750 mg/ H, &AM Tl 200~300 mg/ H 7%
RSN TV 2D, BREEICT 0729 Mg BEkRE ) 23
KFLTWRIZbhbbd, ENEROE Mg IiE
FZENEESL L 2L, HARNMEGEN B3 0P Mg
fitii% 2.61 mg/dL T, 3.1mg/dL Bz % HB¥id 13.4%
ThotztisnhTna?,

7-2 EMELTO Mg 5

A CIEHD BE 2 W RICPRAEICL Y, Bk
Ca/ji ik Mg (Mg #5-#F), BEMR Ca (Cafx5-#E) 12
BEHL, 14F%, Mg5H Tl 156% 12, Cafks
BETIX 0% 12 WA X G B T OBIRAIKALEIH] 23
S OWMEIRH L, 512, EEIRAIKILA 2T
(CACS) >30 @ HD B & 12 ke Mg % 18 /1 H ¥ 5-
Lize 2 h, BERAIKILDETERAR S N ol &
DIHEDH 7 SNTW DA, B E TR HIETIE
Mg &F P I N Tuwin,

7-3 BWED Mg BE

Alhosaini 512X 5 &, EHEO Mg #1385 1.0
mEq/L & 3§ XR&ET, PHOBHE TIE Mg i 1.25~
L5 mEq/L2SLETH A9 & LTWBY, 1990 4E LI,
HOOBETHEHAINTWSITE AL DENKRO Mg
3 1.0mEq/LTHhA. L2L, HHFEET, TORY
(EX PR RN | = €Y (/Ao Al

2018 4F, BATHEZ ARG L L, 28 HELEN DO Mg
A 1055 20mEq/LIC L2 HRE (n=28) &,
BT O Mg i % 1.0 5 1.0 mEq/L D AZERE (n
=29) & EWWK L -HRRBICB VT, EMMRo Mg
FIRERICBWT Ty LR L (P=0.001), AKIED
I % A L7z & s Sz, HRmmicky, &
Hri Mg i o B4 hnix CPP &4 - £9E 04, Bk
B~ — A — OB, FRNO~—h —DRDE &L

Vol. 36 No.2 2021

TREMEINTVDEY, I2yAYH5IE, & Mg &
Wi (0.75mmol/L: 1.5 mEq/L) %113 % #H7 it i%
O HD ##H (n=25) &, kMg ZEH (0.5 mmol/L;
1.0 mEq/L) %M ¥ % &M Hii%o HD ¥ (n=50)
DT 5% I L7 MGEC, & Mg ST R < 3 4¢
EHCDY) A7 D365% WA L THY, 3F0OIMEIE
b 0% % 14.5% EAZICHRA LTzt #fim s
(b\%)so)_

HE, HRICBWTH Mg iRESMEE LT ¥
1) —4to Mg®* : 1.2 mEq/L O @A D 5 A%, A
E DI & AL DORiae T Mg i (1.0 mEq/L)
DFENAEH SN T WD, FRATE TIIE A E T2
EOMHIEA %, & NBHEN LG EE (central
dialysis fluid delivery system; CDDS) »KkZ ¥ T %
TENL, ENME Mg REOETIZ-FIZITTE RV
b LNeWD, BHEOEE Mg iREIE45HOREE
IRETRETH 5.
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