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[ Abstract]Secondary hyperparathyroidism (SHPT) is a critical clinical manifestation of chronic kidney
disease-mineral and bone disorder (CKD-MBD), significantly impacting the prognosis of maintenance hemo-
dialysis patients. Calcimimetics activate the calcium-sensing receptor (CaSR), effectively reducing parathy-
roid hormone (PTH) levels without increasing the risks of hypercalcemia and vascular calcification. To stan-
dardize and optimize the use of calcimimetics in SHPT treatment, this consensus was developed through a sys-
tematic literature review, integrating with clinical practices and expert experiences in China, following the
principles of ‘evidence-based first, consensus supplementary, experience as reference’. Utilizing the nominal
group technique, 14 recommendations were established, covering the timing of drug administration, clinical
efficacy, use in special populations, combination therapy, and clinical safety of calcimimetics in SHPT treat-
ment. The consensus also provides detailed guidelines on the utilization, monitoring indicators, and manage-
ment of adverse reactions of calcimimetics, providing scientific guidance for clinicians in various medical in-
stitutions to improve treatment outcomes and patient prognosis.
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order, CKD-MBD) . CKD-MBD f& CKD £ # # ¥ W, H. %
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R Th € U HESE (secondary hyperparathyroidism,
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LA B UEEE , &5 6 0 A ORI PR 52k, ) e
VAR, B ARG LR 4 RE M LS B SHPT B 3
NI o BT AUME 7R 1 1B A £ b N A

FEUFYE WA 7843, I PR 5 2F 0T 25 L7 IS R0 A 7
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H AT, 4 BkA 4 B0l 85 55 3Rt B (L3R
3) T HLA PG AR 2 AR R BRI AR R E DR KR
[E 3Rt
4 PISEFIAELERRE I RIEHT SHPT B th Y
4.1 YEREYEMEOE BT SHPT &3 PTHA% HIEE H AR

HBHEELL BN LBRENEENLBETRS
B2 % & (intact parathyroid hormone, iPTH) & %!
B 475 150~300 pg/ml (1B) »

SE R PTH /& H 84 AN %05 R 41 1 1) %2 K &%
(1~84 PTH) , stk N FEZ AV E R . 1~84 PTH
IRV 32 B I RS, 76 A4t S A oy
Uity Fy Bt PTH(N-PTH) - H [i] Bt PTH J% #2 2 s /v B¢ PTH
(C-PTH) % . [Kl Ik, PTH 7E I ¥ 76 34 Th 4772 2 b A
Bto AN [EAS I 77 155459 21 (%) PTH I 52 45 SR A — 2.
LR A C— A ity B N— A i A6 ) PTH 149 2 A o i
%, CHEIR. 55 A PTHR IS A SR 2 M 5
A 334, 43 3R 5 PTH [ € A 3 (39~84 R HER)

FIN R (13~34 LK) B . ks — R
PTH AT IN 7 ¥ SE BUB AR 5=, BRON IPTH 7 3%, & B il
e DA o5 FIAE FH %) APTH AN 792" o SR, 1PTH A il
THEA AT B A A3 PER 1~84 PTH, 3& nl ks
M F] K C-PTH, 1 7~84 PTH. 7~84 PTHH[ fE A A
[FT 1~84 PIH A AR . IR AR, JE 1~
84 PTHZ (5 1PTH [ 20% ; fii 7 ML 72 A7 3 v, 1 L
o320 8 I N RV A, B AT R TS R
{8 (Kidney Disease Outcomes Quality Initia-
tive,KDOQI) F1KDIGO 45 e #E4% (1) PTH H Fr{f 45 /2 &
T iPTH.

H #i, PTH s 42 36 B AR £ 410, % Bl 45 FE
X iPTH 8 H bR i #E 32 78 Bl A B A, 7 W3R
gzl

JLA 2017 4E KDIGO CKD-MBD Iifs A 52 B 45 B (LA
F 4 FR KDIGO 48 FF) A1 2019 4F 1 [ CKD-MBD 12 ¥4 45
5 (LLF faF% b [ CKD-MBD $6 ) 2 130 I % A Fr

3 CIRHE BT A )

iH IS HSERIIIN KR FTE Upacicalcet
AERE TR A 2004 4F 2016 4E 20184F 2021 4F
rh E R A IE RAE CKD 47432 At #5271 SHPT CKDE2Z MBHENT N CKD [ SHPT &35 AR i
B 1 SHPT
fERRL R CaSR ¥ st i, CaSR Jfla #his, CaSR P51 CaSR Jfu #h3,
1E LA CaSR FrIAZ R4 115 771 CaSR MM+ B3 CaSR AR5 CaSR [ AE R 1577
BB
VR 5. 1%~28. 4% NA 62. 7% NA
5231 30~40 h 3~4d 20~22 h >66 h
T U ] 2~6h NA 4h NA
U5 R 2 RTFIEAR T 80% & JRWHE L, BIReIE R & JFREAR 5t B IhREIER # : FEE S
2 15% 5 F(EHE B I B s BT R W B s BB AT % R 2
FEE I MAGE TR JE I 1M E T
iR PR FEHT G R FAR FEAT G Rk
FIRF R 25~100 mg 2.5~15.0mg 1~8 mg 25~300 Hg
LU FHIW &FI3IR HHIK 3R
AYIX AR R ERAZCLAAUCY BIGH Y C FRE20%, G
Al 119 0 82%F1 68% ; I IE 1K & X AUC ¥ 35 50
JE 425 C.u FTAUC 23 5313500
64%F1 50%
i EAER CYPBA4HMFIFHMEITE A2 AH0HI ek T CYP450 /il A T CYPAS0 Bl AHIHI 5 5 CYP450 iy
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I AR S 2R

742 < CKD « 18 ' JUE 55 5 SHPT « 4k i M AR 55 R T R TURERE 5 CaSR : £ R SZ A4 s NA : AN FH 5 Co: ZHWIGIK FE s AUC: 24 ) T 28 R THI AR 5 CYP450 - 41 i
B FRPAS0 . VAR B FOE I ()& F F L AM& AR 48 25 1N 251, B kR 25 A& o

R4 ARMTHEVUN iPTH HArve

i tEl it L Ex RATI [E] (4 iPTH# H #% (pg/ml)
VUL F CKD-MBD 5 /g > SEN YL A 2023 1EH R 2~5£% (150~300)
v [ CKD-MBD 45 7 ¥ ] 5% 15 W95 1 RATE 9 Hh i 2019 EH ERR2~9f%

KDIGO 4575~ KDIGO 4k 2017 IEH FRR2~9f%
CKD-MBD Il R 5 e 45 7 UKRA e 2015 1B B 2~9f%
Il G 52 B 45 75 - CKD-MBD f 5 2 1° JSDT HA 2013 60~240

KDOQT #5 75" KDOQI £ [H 2003 150~300

s 1PTH: 4 B HUAR 55 IR 3R s CKD-MBD « 181 5 I — ™ 40 JUUFH B S 5 5 SEN - 8 BIE5F 5 I 2% 2% s KDIGO + 25035 4= BR B Do 1905 2HL 21 s UKRA = 3¢

[ B R B2 s JSDT - H AR B HTVRTT 4% s

KDOQT = 3% [ ' JIE 3 T o2 FE: AR X 2 24
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(1) iPTH 7K ~F- 4 ¢ 75 1E % F PR 19 2~9 i (29 150~
600 pg/ml) , {H H A K& PG T 5F 45 5 4 2 WO 7™ 4% 1)
IPTHHZ IS M TS 5 S BRAR A 7 (Di-
alysis Outcomes and Practice Patterns Study,
DOPPS) 44 \ A=k 35 655 {4 I ZE AT 6 3, KL IEAF 88
PRI IE TS (8] L FEACRE B A5 B AL 1 AR
SR 25 R 5 iPTH 150~300 pg/ml f] 5 3 AH
b, iPTH 301~450 pg/ml F1>600 pg/ml [#) & # 4>
IRl BE T JXUBS: 23 510 4 1,09 (95% CI: 1. 10~1. 18) A0l
1.23(95% CI:1.12~1.34) ", 1 & A se i 4L
I8 RO 2 PRI 7T LN 1152 B R, 45 SR B
7~ 5 iPTH R H A7 4 (300~600 pg/ml) A Eb , ik
iPTHAE H Ax4H (150~300 pg/ml) & A RIFE T XK
J90. 71(95% CI:0.52~0.93) , 14 VR O ML i A
Be XU 9 0. 78 (95% CI:0.63~0.98) , B &4 S K&
KUK A 0. 74(95% CI:0.61~0.89), H AL iPTH 48 H
W2 FE TR FMAEFRE S, XS AR
iPTH #% #1] 7£ 150~300 pg/ml 7] §& 3 — 25 B AR I 31
BT A RBET St I A R AN . HAE
T BB A A7 R T L A ] SR M X ) — A SR A
S ARG PTHAEHI"™ . BhAh, M 5872 /) PTH %
198 ] 2 39 DA Bl o) P g B S I K
FFOR 5% I 386 A= 1 JXURKE , AT 52 1 SHPT Y897 25058
I 11 PR S22 v 7 RBK SHPT 62 (1) 1 PTH 42 1) #E 1E
WAE _E R 2~5 f% (41 150~300 pg/ml) . f0Ri%E
B8 2 VORI 45 5 B oK 1PTH S48 Y H ARTE B, @i s
BNHREIT -

YE RO IE 10 25— F2 4k 42 2 D25 (OH) D] K °F- . B&
I R AL T8 4 4R 1E A4 2 T9UR) SHPT [y 2t e AR
P [E CKD-MBD $& 1 » & WL 37 3% A SHPT £8 3 (14 1M 375
152 T 4% R fi Ak 42 a1 () H AR 2351 08 2. 1~2. 5 mmol /L
A10.87~1.45 mmol/L. X} T & I w1 o (ML 4E (1) SHPT
A, i I PR R BN L 78 5 B AT S A P P
iR B AR LB /KT o 3T 75 B PTH IR T ) 4E RF
M IV E AT e, KDIGO A4 ) CKD-MBD $ g 2 2
WO FHFOES 751 3 PR 4 A 28 D S L), BB B A
FHAES FFDiE e 4E A2 2 D S 8. BEAR i %
PTH 25 W0¥6 7 77 %8 .45 -6 75 B AT i A PTH KT, 1
L.
4.2 FESFIH T 4R M GE T SHPT B3 i3k 28
4.2.1 S G I 3% Ay SHPT A8 3% I3 PTH 1152
]

B HEEL2: 30557 T A % £ A7 & 3 SHPT
BN —& %Mz —(1B).

4.2.1.1 VEIB2E Block GAZ&2YHy 2 15 kE ALY

o . A fi ko l
e S R | L | hjisio
MENRE 5 SampEng L VoRAL el 1
% Vi S VDRA 45 ] o
e )5 . sy 1 B 1

) S | ane?%w%wf 1
s ERFICALED Aig/ i 2t
Falors T BB | PP
mmol/L, VDRA T e T
2.1
~ - WemZg | R 2 SRR
hhahiekl HaRER o bt 1
IS I P VDRA 4 ik
%MWJL U JlJl U\tl?ﬂl
0. 87 1.45
1175 % (mmo1/L)
% 1 43 B B 75
TR WL

VE: BRI, BRI ER AN AR ; AR B 2 - A AL A T G ) 4

7 0 0 TR ) 5 R Tl PR A A0 ) 751) a5 0 015 45 ; VDRA : i MR A2 30 D R
A G A = B BT AR A L A . I I A A
HAr:2. 1~2.5 mmol/L; LB SE B #7:0. 87~1.45 mmol /L. 1 : L%
i | NIRZATE.

Bl BT B AE L E A

HEHJF 9% (randomized controlled trial,RCT) 44 A
741 ] iPTH>300 pg/ml 1] N MLVR0OE B 22, 252
26 w I AR R B B AEIT . SR BRI IR
FEH 43% ) BB iPTH BF £<250 pg/ml, & & T %
R 1) 5% (P<<0. 001) 5 b Ak, PH IR K ZE2H iPTH %
e 52 A T 2 R R4 (—43%LE 9%, P<<0. 001) o

Lindberg JS 4™ @347 1 RCT W 5 B R {1 T 3¢
FEMEIESE o 78 R 395 BB M FR & 252 1 26 will
A-RIEWRIT o S5 RR AT~ A B iPTH R
2T BE=30% 1) b 491 . 25 v T 22 TR 2 (65% L 13%,
P<<0.001) o

MR AR AE I FE R B B AT R RCT B FE AN
238 4] iPTH=300 pg/ml ¥ B& N ML 3% M 58, 25
BoRG It 14 wib B R S BARNGIT i, TR %
2H. 25. 4% ) B & iPTH<250 pg/ml, 2 & 77 A Ky
3. 5% (P<<0.001) «
4.2.1.2 IK¥EERK Block GA %52 f# 2 15 RCT
FEYN N 1023 ] iPTH>400 pg/ml B A I %% AT i
LT RO R 20~27 wo 45 BB RAKEER KA
74. 0%~T75. 3%[1) 53 iPTHHLRE R R [&=30%, B ¥ 5
T2 B 8. 2%~9. 6% (P<<0.001) ; I 4h , 4K 45
“RIKZH iPTH<300 pg/ml [ 38 L5140 31 4 49. 6% A1
53.3% , 1M % & ) 4 AL A~ 5. 1% Al 4. 6% (¥ P<
0.001) . K45+ Bk 4 iPTH £ FE 28 F P& | £ N
54. 8%~57. 0%. MEYHN AT ZH 53 #1275 « 25 85d, 4K
FERBKZH iPTH B2k 42 % B >30% &8 35 L 4] ik 2]
76. 9%,

ik — 0 B LR 78 R AR R R IR ZE PR IS 1PTH
J7 VAR R 28 B BAR %A . £ 683 4] iPTH>500 pg/
ml B IMRGE HT B3, it 26 wiR YT, AR Ik 4L
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iPTH 45 JE 28 T F=30%1) 25 & LL B 68. 2%, it 3 &
FVE AR ZELH 0 57, 7% (PL &1 P=0. 004) » LLAh, 1K
FER KA iPTH T F£=50%1) .35 LL i 52. 4% , &k 3%
T PG AR ZE 41 40. 2% (P=0. 001) .
4.2.1.3 AR ZE 1T H A RCT #F 7“4 N
639 {51 iPTH>240 pg/ml MIIMLBGEMT BE . 1BI7 30w
Ja » AR R ZE L ATE HE R FE4H 73 I 72. T%RNT6. 7%
) 38 iPTH & 31 60~240 pg/ml HAR7KF (4 18] £
SE=—4.0%,95% CI:—11.4%~3.5%, 4 & %kt P =
0. 002) , AR A~ ZELH AN PE R - ZE A 1PTH B £ P i
=30%F) 82 LLAF1 43 1) 82. 2% 88. 3%.

MEPH 135 Z A (R G FRED) RCT B 72 4N 403
] iPTH>300 pg/ml M ML EMT B . JRIT 52 wiE
AR R ZE A AP IR ZE AP iPTH 2 5l F R T
34. T%FA 30. 2% (ZH. 7] 2 S7:=—4. 4%, 95% CI: - 13. 1%~
4. 3%, T P 15%3E %5 2tk br) «
4.2.1.4 Upacicalcet 7EHAS#HAT ) 1 I RCT HF
552 4l N 153 4 iPTH>240 pg/ml [ I 9% 3% #7 &
FH. & 22~24 wiBJT ,Upacicalcet ZH 67%H) &
iPTHIA 3] B F57KF (60~240 pg/ml) , 177 22 & 71 2HAX
N 8% (ZHIRI 2 53=59%,95% C1:48%~71%,P<0. 001) . I
4h,Upacicalcet ZH ™1 iPTH #5JE 28 T F&E=30% () 8 &
EL A1 5 2 v T 22 R R4 (81% LK 8%, P<<0. 001) &

B2 ISR R B 1 UK Meta 434, ELER
TR AR ZE KR R ORI AR < ZE A PR AR PTH J7 THI
BI7 R 45 S 7 HCORE R IR AE S L 1 PTH A bR 77 THI
(MR 26 B 1y » LRI A PR SR ZE (1) 2. T8 15 (95% CI:
1.19~6.67) , f Ak = ZE 1 4. 93 £i% (95% CI: 1. 33~
18.2) o« X W] g H PR T MK Hp R IR AE i ik i) 57 R A
B AR PR R B R I I 24 R DL R R AL I
BN
4.2.2  AUAS N I BOE B SHPT B8 38 45 L B AQ I 1Y

Al

EERE AT 1 T Meta 20 AT R R FLA
WH T AR R AR I A5 (P<<0.0001) 1 I B (P<
0.0001) .

KDIGO F5 g &1 it — 2P 1, X T F i 5 Il
i 1) B, B PTH I 1 & 254 s 751 X T Bk
AR PTG R4 32 D R H R B, B B
WA 7R B B AP, S P UL R B 4B ) 7
B TS IR 1 TS A S R LR A
25 PTH S LB 7K o 6 TR IS 28 2%, F00465 741
ANEAERE I, BAE M52 IF f5 25 e, 850
PEYEA 32D S FL AU I 48 FH DB AR AR TLRE X
58

zx BRI, BASFLE SHPT ¥R I7 FR AU B B2
() B PTH RS, 3 7E R 1585 ol AR 7 1D 2 AL 1 B S A
Ao M B E Y, A ER B SRR
RS SHPT AAR AR 57, B i B IR TS
4.2.3 AU RN LR BT SHPT A0 L R4

Al

BHEERLA: KSR FUSHNEBIEN
R E AT SHPT &%, 7T uA4E Bl 3045 7] AR AF B A2 S
BB (2B,

FHEERLI: EHE S F4E A fo ik & A7 SHPT 4%
B E & EEPTHR AL A 25 (1B) ; 45 E % &
H BARYEPTH R do % R P22 &% B & T 4% F 055 )
(2B) 5 4k 45 ot i & TR DB 8 77, B AE B 55 2
EEHHEER (2B).

KDIGO 45 g " 8 « X - 75 ZEB& PTH IR YT (FE AT
A W PEYE AR 2 D S R (L TR B RS
BT BINATATIE R . BRAWiE RS mhE
I | B 7K S f% CKD-MBD HAh R B . ER AR VE Tt 4
AR D KLU AT A R B A% PTH, AE A P AR A £
I v 46 AL AR g IARE URS: 0 AHELZ R, F004
FIAAL G5 75 20 AR PTH, 7 EL A B A 14T 1l A%

O LE IR (cardiovascular disease,CVD) J&
M BGE T B A EEAET R N, HAP TR M iE A
FEMI10~30 5™ o MEE T 38 OVD my R I IR R &2
HZ FE, Forp FGR23 I T iR A A — /NS 1)
A fE s & o B 9T 3R BA I35 FOF23 7K~ 5
2T B 7 0 3 R R O R T R 1 i % 1)
FH 2% 5", EVOLVE #F 7% f2 7~ SHPT 3 FGF23 /K - F
B =30% A i 3= B A 2% i A (L HEAE T L O LA
B S BUE B AR 5 AL U 0 0 ) 5 3 1l ) A
B XK BRAR 18% 5 4O I BE T KUK FAAIG 34% 5 2
Y AU FEAEG 43% 5 400 77 3 v ARG PEAIG 311%™ o

22 P OLE 7 Q0 P 0 2 AR R IR VIR AR e ZE AT
Upacicalcet ¥ & 7~ H Bf & SHPT & 3% FGF23 /K
Spleeeeenel ] 4Bk 2 HRUO A 78 38 B0 R4
JRIBIT 26 w Ji5 FGF23 P 2 25 A T V4 I8 - 2E (68% L
41% , P<<0.001) . #4571 38 5 F% I FGF23 ., 11 1]
-5 Bk K- [E i 24 (renin—angiotensin-
aldosterone system,RAAS) ZEHLHIMY, LE 2% IR %
ri@& o B AR E W, JF o 20 5 T Rg .
EtECAR-HD BJF 7% “ ' g4 N\ 62 1] SHPT MLy 3% #r £ 3,
BE AL e B2 32 MRS B AP v AL R R )T - 45 R
N2 m JEKRF R IR AL B AL D = R E R (lef't
ventricular mass index,LVMI) %% 3 Z % A i 5%,
T B v A 2 LVMT 2 25 3F 8, 2 4H LVMT R 4L B
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0 FES (P=0.022) o EAh REFRILERERESR B3
Jrot b A AR B 3 (4 A) 22 R =5. 8 ml/m’,
95% CI:0. 36~11,P=0. 037) «

T A AR 59— A B 0 A XU
DRl 3%, 4 JHO 40805 Rl 7K S 38 o L G B PR 3R T
UL 1) 38 sk 0 e K 1t 465 AR L e 7K S, DR A PN
B a7, M SE 2 105 25 1 3F 2 . ADVANCE B 72 N
“H 360 ] iPTH>300 pg/ml H.J R 3 ik 54k (coro-
nary artery calcium,CAC) iF4r=30 i) MLy % #T &
F. WRIEIEL CACTES (30~399,400~999,=1000)
Sy EIG , B BB 2 v S ZE A (V8 TS < ZE K
FIEIEPEYE A 22 D S R Fs 4R R DA
A PEYEAE R D KB - BEV5 52 wit, R TE
SR ZEH AN PR 4E A R D A7 Agatston P4 B
Te 23 7 5 (24% L 30%, P=0. 073) , (BARFH P70 76 2
FH 24 4 25 D 2H53 & TE P (30% L 22%, P=0. 009) . TF4H.
I3 BT 7R FE 2R CAC=1000 (1) & 1,52 w CAC P4y it
J& > 15% .35 LL I E U S~ ZE2H 0 37% , i 4E4E 3R D
8 58%. BbAk, FIIR-RER AT EYEE R DIBYT
PR 4 2R 26 D YR T I T A AT 3 B RS
it Jg [Agatston P43 73 il FAIK 34. 8% (P=0. 053) Al
44. 7% (P=0.014)].

JREREE A A (fetuin—A) & —Fh B A Z R IhAE K
A, Hos i 545 R 3 455 T AN K T
B R [ WOk (calciprotein particles, CPP)
54K . 9% CPP J¥ iRk 2 CPP Fr 75 I [B] B % 9
T50, B I 5 45 A0 1)« T50 AR BRI , I /5 495 1k fi 1)
B0, A O] R R AR I A5 4k . TH0 {H7E CKD i %%
W 5 CAC ™ B F2 i e ik R A o, W AL R
55y BB A L, AR R KA R 5 T50 18,
B AR AT 1) o 1 I 17 52 BA B 9 " A A6 ) 2
43 DL HC J5 » 49 N 36 151 CAC ¥ 43 =100 (¥ IfiL % 3% #r
SHPT &% . BV laJ& , WKAF R IKVE T 41 CAC P71 4
FE A I 0 4% , T AR U85 736 I 25 CAC V¥ 73 34 Jm 18%
(P=0.0284) .

EVOLVE HF 72 "' g \ 3883 4] IfiL & 3% #1 SHPT
HLoPABE A 21, 2 me EEAK S NE AR EFEE
(A RIETE O JULBEAE 3 B B (1) AN Fe E O 800
O I EE A L S . REERTERESG
J7 (intention—to—treat, ITT) AEEMI 4 HT & 7~ PH 8
REMB T AT RS R EA S ERERHE
F AR (HR=0. 93, P=0. 112) , SR 1] 75 &% 1F FE £k 4 1F
J& , PEIR R ZE VR T A] S FREAIC 12% M F EE A AR
A XS (P=0.008) L K 14% Ky 46 T2 KBS (P=
0.006) . JLHAE65% LA E B, PEAR-REEGIT Al

U PR AR 26% £ B R A A R E R E R (P
0.001) , FFH5 A= [NAET- 5 F i 27% (P<0. 001) ™o 3
— SRR VG I 2 A o AL OR3P T T 9 A 2 A
Bt 8 1 IFAT X6 CKD £ 3 i R T S st U 7T S - 28
37 m BT, B UK ZER T R O L
1 R A R BEAIG (OR=0. 67, 95%C1: 0. 48~0. 93) ™',
% Wi Meta 73 Hr — B B P60 28R YT AT F# {1 SHPT
B A RAE T St LA BET KUK o

4.2.4  FESFDOBGENT SHPT SB35 AR IR s

BEELS: AKSLEFNSHER LN o
% E A SHPT & % 1% B JL45 7 T AR & Kl 3#
BB A& E I R (2B) o

1 /KF PTHAE R T 8% , o7 4 SHPT &38R 2B
AU A, RIS 75 B i B Y
S RGN AT R, FOUE ) 3E i B A SHPT A
() B b B K g i A, 38 1T PR 3T K
A R«

BONAFIDE #f 7% & 7 V4 78 - 2€ G 2 35 P4 K 1L
PTH. T 28 58 58 N—3i 51 JOKFH B 45 22 56 B AR T FE A £
B A B SRS, R S SHPT B )
HEEERY . FET 4 BIRCT A 72 0 S 404 2R ™ 1
iPTH>300 pg/ml H. Il & IE45>2. 10 mmol/L (8. 4
mg/d1) B, G A0 4= 2 AT A 47 kAR KU R B
54% (RR=0. 46,95% CI:0. 22~0.95) . EVOLVE #iff 57 **
TERZIE T B LR AE AN 2 0B H ), PE I < ZE 4 1 i
PR B 3 HE 6 KU 9 0. 83 (95%CT: 0. 72~0. 98) , it 3%
T2 EmH. RIS RN TR 2L
S AU AN AL A XSS 77 T 1) 4 2597 8

PRARE TR IRAE S5 AR 7 ThI RO R SR I 5 357
o WEARBKRFRIKIATT 26 w ] FRAR-E R 5 VR B
MGl (bone—specific alkaline phosphatase,
BALP) 23%~32%, LA}z T 74 i JEL 52 Bk e~ ik (C—telo—
peptide of crosslinked collagen type I,CTX-
1)39%~50%"", 7E F£{% BALP F1 CTX-T H97 2% b, &
AR IR0 T 78 I8 28 (P<<0.0001) ™, 4k, 135 8
T BObR 25 HWE PR TN N 13 45 £ 7 B SHPT
[iPTH> IE % EFR 9 £i% (721 pg/ml) ] F I ¥E BT &
RN KRR IKIGTT 36 win , BB EHE R
S0 % 5% 0K TV R B R S8 1 o, G A I AE 3 A 3% 1%
(P=0. 04) , B & #5148 i 7% == 2% (P=0. 002) , 5 ¢ 5 1
Jn 3% 1% (P=0. 04) o %F Horb 55 g 47 B IS A, &5
BB NFA TR E T RCR R N R (B8 (-25+4)
pm’/ (um’s4), P<0.01) 1% 55 1 I50 Al A 14 5 5T
YN iPTH>600 pg/ml I % A 8, BE U7 12m ),
R B ARR R R ZEL B T R AR R 2. 8%, 1T FE4RL4S 71 41
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HHTRER IR 8. 3% IR I 4 R AR IR AR
IRAE B e febm 25 1 8 R B A1 4
PRI 5 T R AT S 2T R

4.2.5 BTN MLEGE AT SHPT 8 FOR 55 i A4
DA

4.3 AUEGFAE HEHF R MVBGE T SHPT 4R A FE H 14
2

BEBLG:ALETRFBREA M R EMN
SHPT &4, /& TAKSS do JE 55 40055 7| 4 B 4ER, % PTH
B T REMEH, RSB HERELEEDR
H Xt o1& A (2B) .

BHERBLT: T . EEARBEFRGHEE, B4R
FR R 85 H R4 R ERAE R (20) ; A F&H
¥, R REMBH M E A2 F A X 2K I 8
A% (2B) ;3¢ FTREILE EA, HskZ MBS H LA
AOHEY, R BULE & F AL R B LRSS AR
B8 E WKk RTE R SR (2B) ; kAo S
BETRFEAMEH (KDL o

K AR 2 1 23 Wik 3 22 PTH £ 5 B IR 5% i &5
P AT B A B ()RS R A0S 24 90 1 1 PTH A=
FSC ) BB I 928 B A, 25 YR T RO A B 2 DRk
550 W FLE B UK 55 MR 38 A= (1) SHPT f835 5 5 i P
Yo D R H AR e T AR E R R
B FEOR 55 R A iR Bk = iR T AT
DAFEAIG PTH /K~ (B RS2 ph i v 97 2 S5 3 16 o s 45
I RS

U 75 7 45 /)N SHPT K83 38 26 1 FROIR 5% IR AR
D3 TH I TR 7 R TR T SR R A4
PEFR S IR )47 . Yamada S™745HF 5% 5o PE IR
FEAE % L 4 PTH /K~ 20 rp 3 {8 25 FEAIC PTH /K 1 (P<
0.05), 7 H&id 2 a B¥6IT , HUIR 55 IR AR R4 /N2
30%. E— PR A 24~ 30 mPU TR 26 VA
I7 ) R, FEA FUIR 55 IR AR AR <500 mm’ & FHUIR 5%
JUR A RT3 45 /N 68% 5 T 2k 2 FFOIR 5% i A B =500
mm’ 7 HUIR 55 BRARFF 35 46 78 54% ™ K 1 0K
TS BE V7 B 78 3k — 2B IR T FOUAS 7 I R B2 FH 2
B ZWER AL T 2001—2010 4F 12 795 3% Mt H
F (MBS AT B35 & 82%) AR SS IR VIR R . 7E 4
BTz B RN AR G, B 5F IR U R R
(parathyroidectomy, PTX) B & 4 R M 11. 4/ N4
TR 3.6/ N HAh Meta 23 B 45 5 B R 78
R 22 AT 8 3E BT B PTX XU T % 51% (RR=0. 49,
95% CI:0. 40~0. 59) o X LEAF 77 3L [FR) 3G UE T FUE5 71
TE4Gi 7N HUAR 55 BRAR R DL R FEAIC FIR 55 IR VD BR R AR
R 7 THI () 9 3 3R

JRE DL 7 PR A R 5% 48 AF SHPT J3% PTH
KT RN G /N FRR 55 A AR 5 T R B 8 37 R 3
HF 5% 2 B 6k T 3L 28 iPTH=800 pg/ml [ ¥, H PTH
KV IE AR BT 7 036 97 I TR B KT R 4R iPTHS
800 pg/ml [P . Al , X T2 4£E iPTH> 1500 pg/
ml ()R, SR YT HAR e L R 1 . A
1M, SHPT f0 /85 23 . 53 1 L R AN FLF- . %) T 2454
YEIT TR AE VA P SHPT B3, 7E 75 & F AR FRAERT
LS AT HUR 55 BRI B AR ™7

4.3.1 JMIhaesz s

L IGTF bR 2 A 72 TN 24 491 23R 3, HoHp i
INREIEH & 6 ) A v ms & 18 ], AR 9 I T RE 1
Lt — 20 73 N I D) Be OE % M % FE (Child-Pugh A
%) .1 (Child-Pugh B%%) . # J¥ (Child-Pugh C
) IR . 2 41 2 Sl B A 7 6 R 2E 50 mg.
gt R AR P A0 2 1) 25 Ve P Y- 3 1A 5
T RE IE A AH 24 5 1 v R R0 2 S R 45349 2EL 1 25 9 Vg
WRE 5 D Re AE 5 2HAH 2 B~ 22 30 45 0l 2 I D fig
IEHHR L 3R 745, FT 3k, fE8 AT 10 /&
AT A IR ZE I, 2 R 24 ) A A 22 1) VT R
PEIF AT N L . 6T 2 B, R =
F85r IR UEUESE , H ATAHER AL PR R 2% . AHEL
2 AR R IR B4 9 25 B Y S AN 2 I
RERAS By ma ™, SRR HAE T O pe 2 B B h B
T ONFRE 253N I R
4.3.2 ZEEH

WL R PE ISR 2E7E 65 % UL B 565 5 L)
TERERREZEENMESELEEER. R
1,65 % LA 835 A R OB, R il 2 QT [ B g
BT S, Kk, 7565 % DL b B A A P 0 s 2E
B, BN AN RN M W, DAASE % B iff 8 7)o
2y, IR A

WA RIKTE65 2 U L 565 % LA N B
M2 ERA R RS E S . ORTEEERE
A AR SRR R IR, JE 75 2 T AR AT B R L (B
T TR RN R B ROIRAS 1 25 D) sl
4.3.3 JLEEE

B 9 UE 55 78 JI8 - 28 n] A 24 B A1 L 28 AR PTH /K
ST FERRN , T R R ZE OBk HE A T AR HETR YT
Tk s 3 5 LA L3 i i At SHPT 3
SR, 7E 1 IR )L 38 B I RCT B 7 b, 1 o B2 52
PEAR R IT I LR A T AR T 4, S B 7T b
R BRI JLEHE W 2 2 NG I P 22— BK
WEHT FFLHE )2 (European Renal Association-

European Dialysis and Transplant Associa—
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tion, ERA-EDTA) f#) CKD-MBD T F ZH.4& i « P4 - %2
TE L B P 1 I P AIE 408 AE G PR S TR I PR 2= A2
JSETE 7843 VP 78 7 UK 5 3K fe I R SR . 2R
Hby, VAR~ ZEFE TR E ) LB & AT R 3 R B R R =
FEUE S HF o

1 T T ML GE r SHPT B LAY T 3T 7
LI T LB R B R R IKIR YT . SRIRGR 2
4 h g, iPTHAKCFRIEZE R RE 33, 4%~64. 2%. EEA
R N0 HE AR A ILE S I8 7 5 AR L, X
AN RN 5 A A AL, BRI T E A R .

S TE IR ZERIR R R IR AE L B h B
—SE M7 R, ez A MR O 7 i — B IR E .
JEHAETRIE , ik = 7850 BIPE UEARHR , DRI I R 15 AR
TE Y 58 fa FHADLES 70 5 2V TP A L E XU AN 3R
i, A ORIGTT 122 A PR 24k
4.3.4  WRURECH L Lot

H AT 17 76 5T F00 45 751 75 U 00 s L A o ik iR o
I PR AE S0 o DRIt 7 1H 28 AT v {36 T 9145
T EEAR Y TENE o I PR R S 7 5 T 0o T8 7 JXU G AR
A ATV B PR B SRRI IR JLER B L 2 4. %
Tk = 08 DG IE S, HUCPE S G A L Lo
rh e G A LS ) BRARFEARRRRIE L T, & 7 0 1e
UEFELE ™2 W R A
5 REFIMERGE
5.1 PR ZGHILRIRTT M7 A

AR R IR WI R 71 =N 5 mg, B A 3k, M
TE ML AT I6 7 45 3R 8] 1t 399 16] , 38 sk 328 A 3 6 1
K TE A 25 24, BROPE (B 380 ks 24
5.1.2 FEH%E

718 AR 4 1 PTH A I 3 A% 1E 45 7K S 3E4T A A
PR %L, B bR A AF iPTH 4RI 10 B bR VS A,
R R I I IE S 4 e (E IE Ja . BT =i
BITRENFEKS.

VG JI 1= 2 AR AR R R ) 7 R O VIR
FE 1) 771 52 1 R B N BE IR 25 mg, TR [R] B A D T
3w, O RFIE N 100 mgo ARSI 1 7] 2 1 R i 5
NAERIR 2.5 mg 5.5 mg, FE IR FEA DT 4 w. K
R AR IR B SR e 1) B0 2. 5 mg, B 30K dmn 4
RN 15 mg, &5 31K

UL 751 == 368 1 1) B 55 i = 44 R s PTH
KL BB PTHIMEH o Rk, 76 88 3 iPTH #% ik
B Je 5 9 G iPTH RO, A 8 0B H2 45 A0S 741 .
I 2% 18 0 B, S A W8 B iPTH K AR 4K, I Je i
WERIRTT T %

B iPTH KPR T H b ¥ Bl 5 R 45 ifiL e
15255, 4 iPTH> H br i F HARES MEfS 24 1F,
A DL BRI R & B S AR R IR VR 9T, BARA LR T 250FH %2
S, PR 6.

5.2 7B 4 FH 2

EHEER8:ARIE L W A P &2 B RS F
s MERNERAE ST E, RS AE L %A PTH
Bodn FAREAS KT, R AE S HFE (1B) o

BEELG:ARARAMBAZETAREITH M
B, BB REAAPHEEFGLEFNEXRTH
&, H by W0 PTH B fo. i 4% iE 45 K -F (2B) .

5.1.1 ¥IURIEIT

HEAE VOISR 2GR &N 25 mg (1 /) , B H 1
R W PR G LRI . i TRk, N
iRz ke e, A& lE IR A .

N[5 51485 751 78 PR 1 PTH 2K T 6 0455 FrA) 5% 0
BB A RS R R 2R A e BB RN 55 5 T A4
BEER . NRE IPTHIA bR | FRARAR S MEE K
B\ i B AR S 3R T R R M i PR L 7T R
i B EAT FOUE 711 8] (14 48 o

5 AT R R T %

iPTH/KF IR IEES K il E A%
iPTH T HARVE IMERE EE5=2. 1 mmol /L SRR A
1. 88 mmol/L<ILiE K IEF5<2. 1 mmol/L, UM 7R T A o 0 AN AR B ek
L TGARAS MRESE AR AT RIS TS IRIT
BB IEAS<1. 88 mmol /L B R4S MLE AR PV 540 25 AL T IS 19T
iPTH &bF H ARG M358 IEA5=2. 1 mmol/L PV 7R AN AR
1. 88 mmol/L<ILiHE K IEAS <2. 1 mmol/L, OV 7R T A R AN AR B ek
B FARAS 1 RE AR IS S TSR
MR IE45<1. 88 mmol /L B M1 45 LStk L7008 15 4 24 ELEA F -5 TR 9T
iPTHAR T H #7¥0 F Mg IEFS=2. 1 mmol /L UM 701987 15 4 24 B 24

1. 88 mmol/L<IiHE&K IEF5<2. 1 mmol/L,

HIEARES MR

M % RS IEAS<1. 88 mmo1 /L BYA A% HMLAEAEIR

VBT ET 45 45 24 TS MU
AL T IS ST
IR B 5 25 245 L2 T IH 507

VE: iPTH: 2B ARSI E . MR IEAS (nmol /L) =ML¥E 2145 (mmol/L) — 0. 025 X I3 [ 8 A (g/L) +1. 0 (nmol/L) « FHBIEITHLE
A58 P AMES 25400 R S AT TS B TR P B BV 4 AR R D S H R
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6 R ARE 24 5 Pk 45 245 B HE 77

15245 ) A LT WE &
PRMECA5 JILRE 45 24 , I A5 2.585 mg,3k/w 2.5mg, 3/ w
AIEEWE 4 10 mg, 3% /w 5mg,3R/w

15 mg,3k/w 10 mg, 3 k/w
A iPTHAE T H ARG 2.5mg,3 /v 2.5mg,3 /v

SRS, KR
¥ IPTH: 2B RS iR

53¢ 1085 15 mg, 3¢k /w  5mg,3k/w

1 IGUR HE P WS M A 70 g N 29 191 R I
PEAR R ZE 220 3 m (W) L VBGE M £ SHPT 2% o 0TIk
FH 30 mg/d P~ ZE I AR, B N ARRE R IR IR ES 4
FIE A 2. 5 mg/ K s % Tk FH 60 mg/d B¢ 90 mg/d P&
REE MR O KRE R K 46 75 =8 5 mg/
o FEFHRTT AFH VG RFE2~3 d, BT 6 mo 4
R IR IPTH K AE e #0 J5 56 2 m I 1 % 21. 8% (P=
0.01) ,6 mif FE&51. 6% (P<<0.001) . f T PHAR < %€
MM ZE ) B e 25 )5 , iPTHAE 2 m I T P&
36. 1% (P<<0.011) , 6 m i T B& £ 59. 2% (P<<0. 005) ;
0T T4 AN R 1R R85, A 4 N ARORE R RS 6 miit
iPTH T F# 46. 2% (P<<0. 001) .

5 1H 1 T00A B M S ST 5T 45 N DOPPS
B 7t Hh 2596 15 1 0 52 KRR R IRTE 7 I 4 R M 1
% AT SHPT Je N B3, e vh 49% () i 38 75 N AL i
ORI KRBT 3m. BEVF L alg, PHIB
R ZE AR R R VE 9T I B IPTH 3k A% 2 A 30%
BERTE A 63%, AlHh, B F 1 I [l B B S
H SR 5T g N 2530 {91 1f 732 A SHPT B8 2% o fil
7] 14 D7 43 DCBC 5, 6 m Bl U5 B A, AR = K6 97 41
(1 4 A 2 25 v T 1 8 R ZE 4 (80. 1% Lk 62. 3%,
P<0.001) .

AN, AR < ZE 5 7 S s ZE 1 Sk 6 Sk RCT A/ 7T
G AT BN AR R ZE 2 e P I R 2 e e A
24 B B AE 30w P iPTH IE AR 24 67. 1%, 1 78 38
JEAH iPTHIAFRZ R 76. T%. KARFZEH BT R
FE 3 ¥ F 245 IR IUGE AH G A R F 4 R A KT
BE A3 A 3 A 40045 7] (0 i 3 (16. 3% Lk 22, 0% , P=
0.199) .

BT P TSR R e 4 AR R IR A O, 5 R
AEAEARAS MAE , B WA PR IR~ 28 2~3 d, 25 U )
LA, A7 ML R T4 i T IR R IR 5 F s T KR+~
REVEIT o« X TR Y7 R B A IF mn s I iE 1 2 2, AT
H AT e e, AR T 75 245 09 1R) %55 U e D i 5 . 4
TR R IR R 4675 58 5 mg, B 31K

X TR R A 4 R v R R 2, R R R AR
RIK3~4 dJ5 A TR REIRIT . HEFEPIIR-R2E
ECIRFIE N 25 mg, B H 17K,

5.3 ST GG LR R D KRB & S

EHEER10: N TFEAMBEHRERLLEED
B R KM 57 6 PTH A/ 3 4045 T 34 AT 89 . 3% 35
HrSHPT &4, @ B AEAMB R ERELFED
B F R A, H AR B & F 49 PTH fedo 75 A E 45 K F
BEHWFE (1B) .

135 % vy TP JRORR 25 < Bt AL BE BT 70 g N
309 1] iPTH>300 pg/ml I HE T & . BF 70 ¥ it
RV A= ZEH AR LG T U IR ZE 96097 FR il b, AR P8 2
& 1PTH AT IS 7K P R in A AR S vE M4 2R R Ds 5
MRS TR AT TR E4EE R DIRIT . 4551
7 < 6m B 7 0 S 2 2k B 3 BT A A (APTH R
L2 N BE=30%) 1) 538 LA 63%, 2 3 i T R4
[ 38% (P<<0.001) . L4k, P JF K 2€ 41 iPTH<300
pg/ml & b B 3w T X A (57% LL 35% , A<
0.0001) . fHMAFEEETEIRRESILHELESERD
156 FH ) v 4895 TR [ 4% =2, 55 mmo1/L (10. 2 mg/d1) ]
KA FALT N IR (24%EE 37%, P=0. 01) o X b4k
RUTHIAR 28 5 M4 A R D MIBA N AMUAE %
6 i PTH J5 1] 58 A48 R 5 i L AE 32 i) s 465 L T
HAMRH

AR 28 5 75 I8 2 Sk X S BTF 7 10 2 ) 40 b
WONBEEVRIT IR T MISSIEYS . AEIX I TR, AR
AR A= FE IR B B AR TR 2R I 2 5 18 Ak 4E A= R D
2y B F R, o IR AR R e 2 2 R AR R R
FIEAEERD(<L.5 wg/w) LUK A= 2+ 557 =
PERDEL S5 ng/w) o DWEERE RN R %E
544 K D B 4L i PTHIE AR 2 v T AR & 2 B
24, R AR 4E A 25 D H IR I iPTHIA AR %0
GuitEER . H—B iR R R &=
HEE R DVRIT A b, 3k BN R IEAS B bR ) B
151 w2 B AR AR R 240 (P=0. 043) , HiX 2 4G4 1ML
iE R A R ACT A ARAR R 282 (P=0. 014) » IXLE4E
SRPERIE Al F A AR 5 28 A gk AR 2R D 7R IS K P
1) FER A5 I TS 7 T ) A

gk LTRSS R S iR 4R A R D IR
(RVIEA 18 F ANV REH2 5 iPTHAARR %, 14 fE 55 A Ak
YR I 7 O L Y
5.4 FUUES 7 FH 24 1A ) e 0 i b AR A

BEEL RSN AE R IR, &2 3%
PTH & o i 4% JE-45 K -F (2B) »

FESULES G720 I 35 4% IR 5 A0 1 PTH
KV EREE, XEATRF S EINA BT &
I I R T T 5 B DR B E W VR AT . PRI
R IEARAF R IRG T IR DA MR 7. HoAth
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SOLES 7510 ) S U0 4 i ORI I 77 B B~ BB R 1
R PRI S BRLEAT AL T 2

K7 PEIR R FEAVK R R 24 3 18] 45 K i PTH Wa il 4%

it EizLun VIRIRITEC  AERRRIT
7] £ 1) B
[ I 375 52 T 4 Lwia How
iPTH 2wjg fdw
LRSI MRS TS lwia 4w
iPTH 4wE ARG R ST

VE: iPTH: 2B VRS IR

6 HEEFIRARRF FRGEEEN
6.1 WA KON S Ab
6.1. 1 fRA5IM0AE

BHEFERLA2: BB R AL 48877 B )
ERYBLBETHLAN, AREBEERE
W k42 4 K- (2B) .

BEFIHEAT R (R 5) , AT 4 T TS 67
(O FH AN 2590 T RS A v 8 o Rk B B &
TEPEYEAE 22D S HRAUAE) o U D E 1
UMLEES , F AT OB B . fF iS85 S I
J5 5 RS N AR R . @ ISR RS <
1. 88 mmol /L Bl i3 i 75 A IR AEAR IS < B 57 B 45
P05 7 2R FH FHE5 697, I BAEFHES 1697 I A i
SE M5 4E B2 SR E45=1. 88 mmol /L. FFIMIHER
TR IR ARETRE IRV KBRS &) IR R R
FBRJE , 77 A BTGV VAT A AR AR &
EAh .

U Ak, KDIGO 45 7 WOk T8 FH 0145 77 fr) 78 2
A M4 % P P AR BA7 78 J0 e R AR A TAE , m AR 95 R
PG AT R AR EE Y
6.1.2 HHEAR KM

R4 ILAE 2 FUE5 73R T 7 I 72 7R 3 V) Qi A
BN . BF 5T 2 B 5k 2% PTH A0 : i 92 B (alka—
line phosphatase,ALP) 7K~ %5 5 i £ & 75 48 F 40
55 5, B8 5 R AR I fE * . EVOLVE #F 78+, 78
TR ZE A AR MLAE & AR 260 12, 4%, 1 22 B 75 214X
L T% e St S AT R A R R ORH 1 S 2
RS IILE & A2 0 ) D 5. 0% A1 2. 3% o ek, S i
NFE S0 SK A 5 235 3 BAR AR - ZE A0 78 701 = ZE K
5 MURE R AR 2R TG 2 3 22 5 (P=0. 587) ™,

FOE5 754 FH R v BRI ASS I 2 R & rh
B o 1 IRUK A [m] A A A 727 g N 13 723 451 FL 4% 1 i
$5=2. 10 mmol/L ¥ IfL V&3 #r SHPT . 70 K M
PG AR ZE VR TT 5 46. 9% A HR S I T 4 B 2 <<2. 10
mmol/L, H A ifil 35 45 & % 2 2. 00~2. 10 mmol/L.
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