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217 (chronic kidney disease : CKD) Tl BT DAH
EDSBET 228, ZDRERFRD—D>28878 5 2 5 \GH
BEThHs, ZOWTELTCKD I E I 27 ARG
#47 (CKD-mineral bone disorder : CKD-MBD) 9D %7>, CKD
[ O R T THEE S 2 B HRAE (R FIE M HARE) 70 &
bHIF 545, CKD-MBD % Huly & T 5 GRIEDMES D 7-
o, GEE, FROBBIIHAEHAICH S LT EIMED D
205, LEEHFIFBRIN TR,

CKD lc & 2 BOEEE

B 2% < EEEC X 25T & iE i X
2 HWINDHE D IR SN T 5, IEH 25T 2
g, Bl g LGS ay tr—rEn, §IF
R EAFWID ST v ZAD3S—EIfjk i 5, BN R EE
RN & 36 X 41 % BRI Runx2, OSX, ATF4, PPARY 7
EOWERF, BMP, Wnt, Notch & 7' L7 EHBIE L,
Wnt/B-71 7 =¥ R TIEMALD & 73 X415 Sclerostin
Dickkopfl 7 £'23Wnt & LRP5/6 & DG % Ml & 1L 7eh3 5
B DR, UIcBid 219, £, HEk-<2sn
7 7 — ¥ FORE MBI DS % A% AR M < L
I BRI, FUZY A b A >~ M-CSF (macrophage colony-
stimulating factor) & RANKL (receptor activator of nuclear fac-
tor-K ligand) 23 B %2 2 51 2 47§97, M-CSF I3 E Al It
BIAIIE D M-CSF S A AT L TR M~ D 74K

BB R SAIE B AR AR BRI LR, 2 M S SRR A
ligrs R, 7 BT R E AR AR e v 7 — & - B
JER I BEE

BI#id %, —J7, RANKL ZaEfMEsbosrr—v %
XHF - EET 2, RIFRER & L€ ¥ (parathyroid hormone :
PTH), iR E % 2 > D(1,25(0H)2D), IL-6 % £ DKL
Ty, YA PAA VIFEFMIE L SRS L <
RANKL O ¥B% 558 Ui Eila bz ey 229, ki
DEMIEE X OBERIIESIC X 2 BK & BRIND 5 v
7V v IR B IS A ¥ 1172 TGF-B1 (transforming
growth factor-31), IGF-1 (insulin-like growth factor-1) 23k
INDBRICH S 2 130, W HIIE GG 2 BRiC S1P
(sphingosine-1-phosphate), ‘2= 7 #+ V) > 4D 7% & DR LR T
DIRLHVE TR E FFET 2 LG ST,

S OFREDIER I T b IUSERE R S N 5
3, CKD TlE—MNY A7 7 7 7 ¥ —Digd, ZRERIF
PREERRE TUEERE % 13 U IR REREIH o JFRNIC X D ARG A3k
EINGWIIEFED K & % 2, TEDILIEF T,
BEE 7 v M@y v a2 2 L EBEOERT L E
BOLANERD 7D, HFHBETIIEBR~—A—TdH 5
Z AT A AN U Runx2, BWIN < — A — D cathepsin K
L O Wnt B Sfrpl & Dikkopfl OHIMM%ZFD 7Y, &
L UMR106-01 (& PTH & GBS % & Wt £ % FHE 3
% Sfrpl, Sfrp4 & Dikkopfl DFEHUE T 2 388 723, fibroblast
growth factor 23 (FGF23) & Klotho Z KIS ¥ 5 & 2
5OFBMHME Y, £, BHlHED Kiotho 12 X
2 B~ DB R BE L 2058 T3, BlliEo Klotho %
BaWED ST A TIREREMEHES 1, FEHHN
L, Runx2, 125 —7% > DN & Dikkopfl DIET % 52
wY, Zho oo, BhEICK 3 FBREED—
K& L CEMIEE D FGF23/Klotho 25 Wnt #%i#% % B 3
52 LICEB T EBHS IS N,

CKD CTHNY % PTH (3B D HERF AT H 2 53,
MR I NG L EREE &2 %, CKD, FRICSENTRE
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B EE & % ) BEHEE
iPTH (pg/mL) 68.2[23.2 ~186.3] | 180.7[50.0 ~717.9] | 382.6[139.5 ~865.5] | 15.0 ~ 65.0

BAP (U/L) 28.2[18.0 ~ 46.2] 33.7[60.0 ~ 118.0] 63.3[42.3 ~ 116.8] 11.6 ~42.7
P1NP (ng/mL) 348.3[183.1 ~ 599.6] | 483.7[207.1 ~ 786.4] | 787.0[523.7 ~992.2] | 13.9~855

BAP : bone-specific alkaline phosphatase, iPTH : intact parathyroid hormone, P1NP : N-terminal domain of

the propeptide of procollagen |
(ENEG P A a2

TIZIEH X D SO PTH B IEHE SR 2 HRF T2 72012
T H %, Sprague 5 13IEHT A 492 1 0 B HLRRAT R & 1
i PTH fiEi o0 B3 2 KT I 122 L 729, BT (bone
formation rate/bone surface) 2MEAE (28941), EH (12041) %
L CifiE (83 #) @ intact PTH fi 1% Z 11241 68.2 (23.2 ~
186.3), 180.7 (50.0 ~ 717.9), % L T 382.6 (139.5 ~ 865.5)
pg/mL T& - 7= (PTH HHEfH 15.0 ~ 65.0 pg/mL)® (K 1),
¥ AREEER, EEEEIE PTH <103.8 pg/mL & >323.0 pg/
mL TH & 2 XA S ®, HEEPFYE Tl PTH ik D £
A=A L DO—HbHEZ P S Tw 27, FH
WIRFEHAMT 7 v MICIEWED PTH 23 T5 28T %
IVt OB ZZ T vETAMEMI N, 221
flie OREOERHMZITH &, BREOMREICHBIL T
B EEAMET, & 3w oA &, & R
PTH Z AR ORIUR T 2R 7z, 2N 6 EREIC L 25E
BRFESE 13 PTH OfiFE ORI X b kst L 7Y, PTH B8tk
ZRIR S 2RO DI IRAFFEYE OB RE I 1T
W3, p-7 L ¥UIRERIE PTH IC X % B 2EMIAE cyclic adenos-
ine3’,5” monophosphate & reactive oxygen species Ok % ]I
HL, 7RrX%> FTp-27 L ¥ LEiEEE & organic anion trans-
porter 3 D% HET 2 & 2 DIERIZHE L 72, Z D
ELTp-7 Ly UiREIC X 253t o amfl & 2 n
IZFE S PTH ZAAR D FEBNH, INK/p38 MAPK % O 1514
PRENY,

BIFEMIC CKD &4k o B # k2 R BL- A 1 3HIE 5 2
Z EIZHEL <, KDIGO ' 4 K 74 > Tl&, T o iT,
HERMED R AV A E, R R R IR FUERE T
BRI 2 OS2 R §856, B LiEDRE, FEHER
BEIZO Db 6 THEEMET LT CEFZ SR>
THAERDOHEEZZET 2 X HiSn T3, 20ko
CKD BHEDENHRE 2 HE T 2 720 I121E, PTH #FilE D
ZELT, W2»0F#~—2 =K TH s T
W5, PTH IZEER TEREEZHHET 2R T v A8

(Xm6 £D35IM, HE)

HYHIADH 2 B5RH#~—H—TH 22, ZhUNDE
fR#f~—A—CIZEE 7 VA Y K A7 75—+ (bone-spe-
cific alkaline phosphatase : BAP), tartrate-resistant acid phos-
phatase 5b(TRACP-5b), 170 a5 —4 v .N-7aX7F
F (N-terminal domain of the propeptide of procollagen I :

PINP), [ 2 5 —/7 > .C-7 v X 7F F (C-telopeptide of type
I collagen : CTX) % EA3%H 1F 54113, BAP (3 BB AR
TEHHME,» S EEINS, FHELTERY VEEE R
W32 2 L TEAIKILZIEEET 2, BAP IX@ENTEE D
BT & OBBESEE S5 1P L IS, ATk
S BT 21 BB L 72 BT ERE o B LRk & R
v —h— & ORI O W T ORETIX, B E MK
fiti, 1ILEH, %L CEflio BAP iz Z 24 28.2(18.0 ~
46.2),33.7 (60.0 ~ 118.0), % L T 63.3 (42.3 ~116.8) U/
LCho7 (£ 19, FHEEHR, SEHEIE BAP<33.1
UL & >421 UL TH & 2Kl X079, PINP 1243 2 MK
57027 —7 v 1 03EIFEMIED S R S L7 DR
R TYIW S Ul IS BB SN NKIR 7 7 7 X~ FThH
DEE =5 —TbH %, PINP Xl # T 3 BIEKZ R
LT3 EE55% o (intact PINP) 25, CKD B4 Cld Himik
ELTHEL T BEIADE, BHTEE OB THRGE DS
f&Aili, 5% 2 L CHEfED PINP fifii3 Z 11241 348.3(183.1 ~
599.6), 483.7(207.1 ~786.4) % L C 787.0(523.7 ~ 992.2) ng/
mL TH D (F 1), KEBK, EEFEIE PINP<498.9 ng/
mL & >621.1 ng/mL T L 2 XA &9, CTX IZWEH
JE D A H35FED 8 57 R E S cathepsin K I X o THIMi S 4172
IMas—"7vDChi7 77 A bThHY, Lih> Tk
NS MEB OREL, ThbLERINY—A—Tdh
2EEND, UL, Y=ATA4 TV IVRLBHET L,

BIBEEE IS REMRTE T 2 2 £ 56, CKD & TOHIE X7
B sz, —7, TRACP-5b 135GMAL L 7= 8 El
l» 6 A SN BHRTHWIN Y —h — L7 5, FEENIC
RANKL IZ & o THE-MlatkMNiE L & e S 415 TRACP-
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CKD I & 2 FEEET  REELEHEBRE

CKD 3 HBEZE T I LEZSNT V5, HHHER
HREFHETHEIN TV S D, BRETTRIEHD
BEIVEL KSR, BEREMET LET oY A7 KT
32—l & %%, WERICIZ CKD BEDEHEE DT I3 B
BEREE DT L MBI 2 Z LA B AT 319,
BHTHRE OB L E 0B ROZELE 2 EMBIET 2
&, ERMN CT THIZE L 72 KIRE O EHEDZ(IZ-5.9%
ThHY, HEBIE-100%, WHBEIZ+59% THok", F
BOKTIXENHIE O EBE, FEFIGR OB
HOBETI Y RE(HbNE, I PTH OBE(E
AL TW2 EEZ6NED, ZOMEGDOWIERRIZ
H HIE D G T IR HUR B RE T - SRS ONER 3%
$, BITEE BICYTREIAATH 209 bbb
S\, L L, 2ED &G S mat ¢k, B%E
KT IEENTRE TEHITOFIEICBE D 2 & 3G X
NP, KDIGO A F 54 > T b 5 o 3l o0 8 S 435
HENTVL2Y, HEEHEOEEEIRI SN K
T, BEMET LBEOWRBELSHIMZIINTE 6T, &
A F 74 VbR, BE % 5T 2 R I3 BL
i TRV TR D8, W DD IR R X ORI 5>
SHERFIZEREASED VI ZND I CKD TET
THEBEBICKRECHBE L TWARZ EBRBINTVS,
2 A 787 4 —HA=RKILX M CT T CKD BFE k%
TS % &, Wi RIS ETERS A KA B 3 o)
BElttE B L T, e R 2 73 EI R L ¥ —
X SRR E E OBRIC B 2 KEEORELT 2 Kb T
T2 AF ¥ —IREET, BGOSR THE L L TF
KD 6T B, 40 %L L DOGER] 1,426 # (eGFR
<60 mL/53/1.73 m*, 199 i) % 4.7 FERBIE L 7 & 2 5,
JEHE D HERRE A 2 7 DK T id CKD BFH TEIT o8N & B
LY, R TIE, BEES v P EFLOKEEE
HE ISR T 2580 2 DR TH - 7208, IR
BRI PR E IR L2202, & 5 Ic KR S
BoEMKE 7 v THET L L, RV b Py
< by 7 AWDMEIL, SR Tv/2 M)y o R, B
PG E X ORI L 7e, —75 T, 62U OHl
PR BGARS AT 2 47 > T PTH 288400 L 22 LIRS £ 7L
Ry by Py Yy 7 Ao &S RALE oA

ERDI, T, WMEEGOT YA MEAEOELN D B RE
HEF VIR TH 722, ZOFEES Y FEFLIC
T AR AST-120 2§ 5 &, IfiirhA > F ¥ 2L
WRiE DR T & & b I HBIREBEPE (3R i [mlf L 7220 2
&5, CKDIC K 2 HBEDIK T IEE - % 7 VR
DHTIFHYITEY, REFEYE % Lo CKD (B L
LHENBH B EEZEND, TS DEERENDEMEIC
BIG- L CHBIEZCT, SHRELZEI Y 2L TR
PR HERAE ) £ 759 % (R)®), Z4% T CKD-MBD 34
JRHS CKD HEDEITA RV b 2 S8 2 TEABFEL
EZHNTELD, CKD BEDOHBERED X H =X LD
X0 X 2 & CIREREME B RLURIE 0 IS
BB NDZDOTEHLEOPLEEZ D,

CKD BEZDEFEH

CKD BE OB RMAEFEOEIKN T 7 b A L D—D0%F
rTcdh 5, CKD B#H, RICENTEFO T OHEIT A
&L TH w2 EDENADIEKRITZE TH S sz -
T 325 O HE OB OB FORESE 13 & b
BLTE E VI ER S H 0D, EE, KEEhiEEDH
PFERESIE DR LT w2 50D, wEE sk LT
W5 EIFWVZ R, BPTIXEFED QOL ° ADL %1879 72
FThEMPRICHET 22 L5, CKD BEDET
FERRICH D B H D, Z D7 DI CKD-
MBD, WREEREEEHERIE 2 & o 72 3 55 & % Otk
B OEREN LG E0 L2 2BEZ2FERT 27 LA LY
VAR T ERATNRIGRNADEE L 2 5,

CKD-MBD 2B} 315 >, Ay h 8L PTH
D& =77y MZDLIMEA RV FEZNSDFERELTD
HEZBFET EREDA P74 v TREINT VS5,
ZNOIAALIAER, ) —2D7 7 b AHLTHLEH
VA7 HEP T2 L) TET Y R, BRI
AN T L, ) AMEIZEITOFEREICBRED 2 > & v ) Wit
3%\ 22 - PTH 13 300 pg/mL T ARG, BHEEHTD
FIEY A2 23727 & 24> 1E PTH 150 ~ 300 pg/mL &
LB U T 900 pg/mL BA_ET®H & W 2 54T D AH W & 1 EE 23
1.72 (1.02 ~ 2.90) 184 2 2 & W ) i ¥ h3dh 298, —/T
PTH & B OFIEIZBIED 2 E VI BED b H ) —ED
Ao nTwivn, Wittt X, CKD & Oty
ZEPV A7 OES IR, 2 OB TH D
LY & %% 2\, JB¥ES T ATl Evaluation of cinacal-
cet HCL therapy to lower cardiovascular events (EVOLVE) fiff4¢
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CKD BEDBRBEEEFUEIRIIAHERICLZ2EEEDIEN, REE
YER E CKDICRENLBRAFIC L D BEBEIBEEY 5 (REEEBEHEBE) .

THANS T LZREEEHHES F X+ OEIICEZ 5
BEHSIHA X 4172, Intention to treat FENTTIX, > F ANtk |k
EHIHED & & W 2 HHT FIE A IR 2 A R Tldd o 7
Do 72D, 65 KA EOBENTEEANTIEH R %2R
b7z, F7, Lag-censoring fRHT TN ABEDL FAhH L€ A
i ik, FEA ARED FIFEME RG], & 2 o 12 EH R
Ml Z BT 2 &, ¥ F ALk b OFIRFIERD
DENFEEBDL O, Fre, BRI % 1T - 728 h
A IIEMEATO] & e U CRIBE I FIE Y A 7 2MET
L7230, 7, BH7 204 F— 2Bl 2 58S
SRR & 72 2 RBEEETERI DG ShTw 32, @7 2
04 F—=Y RAFEEGITR-I 70 r7a7 ) vikEHD T L%
3 % & BEER 00122, BRI D fE/N DD E
TG SN, BT T4 F— 2BHIC X 28
MHIRIRZ R L IcRE IR, BT A F—v 2B
BT 2 a1, JRREAFIANICIE CKD-MBD 12 b el JR
FEREVEEHLRRAE (2 S L 22\, 5 =) CKD B#E§T £
AZRLICEDZHDTHLEVZ LI, U EDFERDNS,
CKD-MBD BHIZEITFEHICEETH 250 b L,
Dl LHZNLTTCKD BEO AN & KL 728
PRI DBBEIND EFEZIT 0,

(k22 £ h5IAH, %E)

—77, BUROEHERNE BRI IE CKD B #, RISEE
BNOFERME L ZEEICET 2 HERDHE D ICH DR
(FR2)*, OB EH CILHE PTH 25 1,000 pg/mL B o
JEFNCHIRANKLYUETH 27/ A~ 7% 67 AL 7%
&2 A, KRE, BEHEOBEHEENZNZN23.7%, 17.1%
WML 223, ARSI H D 2 9 TH B8, MiEH L
SULERBAEIEL I EICXZPTHRINEA b H Y,
BAENTIZFER L 72\, PTHI-34 ®AITH 257V 87 F F
% PTH 60 pg/mL KD MEGENT BF IR L 2 £ 2 5,
S EEORMZRD 7%, LiL, ZoOMETIIEE
FHRZ K 2PIEAID %, ZREOWHERVPNHETH D, I
MR Y 2 v DRFID LT ALY b =2 HERE LI
WBHTHREICHHT 2 &, N—2 74 v DIREEEREH T
BHEE DR % RO 7237, FHIEME % 2 v D IZ BRI
BEOIEHPTHAR MEM D H 0, ZIRICO VLTI SEAED
BAEQILIETH 57, FHLPLTVIARTH S LD
N5, VTNOFHRIERFEEL A BeEYn s —F~v—
N—ThHEHEENOHELFTEL boT, EENET
T FALTHLEIICET 2GR R\, 213D, IR
ZENTHE T intact PTH fi >180 pg/mL 2>/ % 7= 3G MEA &
& 3 DK L IGERIE Y S v D 7 u JHAFIEER LT
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K2 CKD BElCH T 2BHEBEAERE

o REHERS . _
=Y %A (CKD X7 — 2 5D)
eGFRz35 mL/%/1.7 3m? | eGFR< 35 mL/%/1.7 3m?
L-Z RIS FVBAILY D L {55 FA a8 (C) =]k (C) EERS(B)
EANWVILEEFIVY)
FILT 7RIV R=)L, ALY RUA—IL RREICIGUERAEZZE(A)
IILFHILY =L MEAILY T LEEEFICRITER (B)
SERM(SA*y¥ 7Yy, NERFIYT V) BEE#%5(B)
EARARRZR—FE | ZLyROxR—hk EERS(B) {5 FAE]# (C) EEKRS(B)
(eGFR< 35 (&{# F[ol%)
Ut ROx—hk BEE%S(B) BEE%5(B) {55 FA a8 (C)
(eGFR< 30 (3 A [=5%%)
T/ROVER BEE%5 (B)
IFROXR—bK fEFAE]3EE (C)
SPAVAN =SS EEKS(B)
TILhh=Y BERSE0HE (A)
FIAXT EE®XREB) (BEENDBEEZEEIEHILY U LAMEER T ITB/NHIELN)
BIFRRIRRILE BEEKS(B)

A BERSERE,

WEBERHIANE IS T 5L, Tyt T vy oAl
FHEHR/ 7oA T vy v NRAERETEZHHL TV
7oEETRIGIR A E IR L TEITD Y R ME T L2 2
L3 REFIBIGE %2 £ ) BEBETEHRTOY 2 2 3HEK L
I EBHEINTEY, Loy - Tyt Ty v R
PRIET > F—3 ZANDMAIC X 2 BHTEH OGITSE
DAREMEDI IR I 7z,

HBHhic

CKD HH O RHBH1E, MRl RIS RE U 5
REEE DR 72 £ X W BN RREEL R T, EFED
W7D 6 A4 B 74 > CEBENZ RE8E Lo o
CKD-MBD if# & FHBRIEXNE 23 CKD BF D FIC T 7
0—F 42 LG PHNEICADZH)THD, CKDE
H, OB EENOEREBREIERIROR L Lotk
ET Y ADERI N, EHRIERRBEEm I TN S X
AT BI L, 7LA NN IR TRECHETH 2
192 ey, MEMITHIET 2 2 & THIMHENS 51
BT BDTIERD EBIFEL 7210,

MK ECHE c fETRELDRL
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