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Abstract: Objective Osteoporosis (OP) is one of the common complications of bone metabolic disorders in pa-
tients with chronic kidney disease (CKD) , which is the most important bone metabolic disorder leading to fragile
fracture in CKD patients, increasing the disability rate and mortality rate. Therefore, the pathogenesis of CKD
osteoporosis is reviewed in order to provide ideas for the prevention and treatment of osteoporosis in CKD pa-
tients.
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1 BRERIBSERITRE

H G (osteoporosis, OP) &—FHEAEEPERIHRE AT, RN B0 S0, B Il S ke
S, BUEERNETERE N, LS AR B TR E RS E B (WHO, 1994) B 5L A & A R A 55
ERABERRER UTE, IR AN 99% W5 F1 85% LA W BEAFAE T-H v DR REXS 45, A S
AT MR, 22 i BNV X A R W, I R P HE I 2 A n e, DLZERS ML ES Bl A1 4
A YEFIE R BMD BB ZNEAR 2 — . B BB AL T B0 N R 89 5[/ Al VA0 RO PEFI gk & 1k 2 26, gk
KM AR fe W R BOR A 3R 22— JE LA TS R B o AN [ A4 D A M - B30 R o i s ) L 1
L BMD T RERIFEEEA I, CKD Je i B A% o ZU M0 S 4 fE B &R, 30Tt 2= 3 BMD A9 R B,
FLHEA B 2 B O R BE A TN E , BMD RO REAR SN (8 2, 15 BB PARE 1 A AR R I ™
AN, CKD FHSCHE R BB CKD B KA NG AT e 2 A I, 7 R AR A AR
SR E S CKD AR H A E T SBURFER M WE R —IASI#FE " K, CKD & &
JRBT A S8 BB B AR 1 D RE A B A AR L T, KURZ L 2355008 2. 10 #1635 55—
[BRPERFSE ) %, CKD 5 S8 BT BT A % LU 8RS 17 £, it nl UL, 3 s i X HC
EMEEEITE CKD B P B A E,  NIEERTAIBTTE CKD B BB i AR UL B B2

2 KImHLE

2.1 R EA
2,11 =W, (RS IME

BRIV 2 CEAE YT RE I U 0 Y T, RIS S5 5, meRt R, EERmAE R MR
PE BB IRRAS Bl B LA L R v S R R Eh U R A 02 Ok 4R RE, X R Z B E
FERSRT, AR 1,25 TR YRR D [1,25-(0H),D, |, JNEF4edniisk KN T 23 (FGF-23) FIHIRSS
R (PTH)

FGF-23 Fl PTH 2B 0 2L 2R, Ho FGF-23 2 h B 200 it 0 Al i &7 20 440 it 0 % %) P9 R
WE, IR EEESE, HATIRE 3B B /NS R A0 A L% 12 B 1 NaPi-2a
5 NaPi-2c MR RIG BRI 0 SMBAE T, Sk JREEHEN A 858 W, 76 CKD R, T H4HL
O A/ NERUE S R R B, A FGF-23 #R3T, 33 FCF-23 /K-F-BI R Th i, Wik 52 R A i a5 7
o FEEWR, EEBEIMAE R CKD BH A — R EALMERWIEER, 5 CKD B FRsiAs i & & ik
YIRS

CKD & MUK V-5 B /INER 8 b 250 0 B A AR B 5t IR AR G, Rk v ol I — ) T T 2 o, 128 ol 3k
FGF-23 7 HEH 4 rh By 3 A BE0 s, 09 FOF-23 ANMEEAFEBEMIEE, RIS XAl 5@ % 1o 40
AT R HE 242 SER 1) AR PR 0 5 7K P — 2B BRI o 5 — T g ol IR 77 220 38 PP R 55 B
WE (PTH) KIS, [RIRHE R FGF-23 FMIKES LAk A9 2 R B A VE AR 806l PTH ook, #
PUAEFR T PTH 7K F-HA Sk 384 w2 IR 55 AR A1 2L A QA 3 2R MK, o B 34 A4 JIE K 1y PR 55 iR 2L 21
P IS | WY A BBUERSZ AR FRIE T A, SO AR 55 M0 e Wl A B I P SRR A A KT, X A ol I st
PEVETT VR B H N CKD g S5 RIS 38 LA RR E A S /K (9 PTH, FREaid s ) PTH iRk -1
FREsR, SURBT YRS, S35 BMD FEICY B R ALLE CKD B3 B T M R T O
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YEH,
2.1.2 {EPE4EE R D b

HPEAEAER D [1,25-(0H),D; ] FEARA A FVE IR I 1,25-(OH) D, 54E4E R D 524k (VDR)
56 LAEFRE Wy RS R B B S e, ORI, R — RS B E R IR —,
X A IEH AR R i e B, 2 UVE R AE VDR B9 18 17 i 308 X 45 0 R 5 A VR WAL A
iZ, B /NEXES I E L, LUZEY PTH 400, B R BT, (RRRE R e s R,
TEELEA: 2 D W] e B AN b B B A, — S mRgE Y RGE, VDR 7E R 40 R 40 A A
T EAG A, VDR 76 A A BB A0 A HP ARG I 30 R K S (8 e K, LT i 2 A o R 0 i e A A )
VDR [k, SAMATF5E ©4IESE VDR S A b i 22ak , TEPE4EA: 28 D AT 5 nii 40 i Fn g 4i i
H VDR 454, (RUEFED Mk, Deoh, BB LB, RS R SCE AR S VDR i #EaA /) B
H, INERUEP B R RE R RN, SRR RS R D A 8RR

B 255 B 4EAE R D (25D) HeAb MAEAIG iR R D 19 AL, [RIEHKE 25D VE /hER
FRUER P E I EAE IR, DAMERF LG 25D K 0 76 CKD iR, BEE B D Re AT, S 3L
la-FR AL B PEAR R A D, I3 T PE4E 2R 28 D RPN 20 VDR {6 1k 5932 #1820 & SHPT & 4K R,
BMD FARAY N ZK, R d CKD 51 AR FGF-23 i Wi MUAE Al M fl 4k 2k &% D Bk, HIbREg5 R
SRR AE R D AR, EE T sh B

— IR Y R, 7E CKD ZRIIBE v, YPEIhiEHE4E4E R D <15 nmol/L B, HIE AL
R /INEH R TFIED , Lee 2512 KB, 24 CKD MG TEIELEE R D = 12 S5 BMD T & H 3
IR, 9 —TgE > B, E4ERRE MBGENTY CKD BF T, iS4 R D Sz i, a4
& AR B3N, FIE Rl WL, CKD BT TR R D b= 548 TR A & A S IHIE
2.1.3 4kkM PTH i

PTH J& &4 84 ML s Z MR, BB HUREMR A A, Hoor W32 i B 45 5 T Wk
(P& JE T PTH 25230 i VR T B R R B S R R I . v B R A i i sh A8 Al , H =229y
WK, (1) HER'E AL la- SR LB IEPE, MG R D ARG 2, (R 8E /N 45 A W R
¥z (2) 5B NS R /INE XS T, R BNV X B R (3) TR AT
B R 0 A A LA T R A, B A

CKD ' DREMIG5, X PTH AiE RIS, HBE R, [FIEF i 55 D s 40 3 300 o i AL 45
MAEFSIE LA R D, SEAk LMW FRSZIRDIGECE, PTH FH& ., PTH FE4ERE B 1IE 5 I sh &
- A R E AR, IR R, CKD 4k & HURSE IR I BE T HE, 2 HUIRSS IR 4
WBITIE, RIAENLH PTH /KRR RINHEA BMD A9 TS . CKD %8 AE B PTH BEREAE JE
TER, MR W, R DL WO B R A PR R R B A PTH B A R A0 R
B ANEIN T kB (NF-kB) ZAG LN FER (RANKL) /B9 % (OPG) H(EE ™,
£ OPG/RANKL/RANK REMEMET , ST B 40 Mg AL 0GB, B il AR 38 s, R 45l A
ORI, Ak, FRELREE T EKE PTH S S 8URA MM ED-1 G5 —Fa il i) rFese il
SECERE R
2. 1.4 ARG+ B

MNRTE— AR SR, A AR O S A BRI ) /It (R B A Qs = 4, i B O 8 5 AL A4
PRIV b & D) RE, B BNV 1 I SRR SR A F I SE B, XY CKD i, B /NBRUE
RPFATHEREAG,  [RIAF B /N I S A 55, A R PR AR ™= W 3 AR BUR IR R h 2, KB TRl AR
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PERR PR, — 7 IR BRIR S Eh & Bl /b, U R WA R n Y, 55— e i pH (E R AR
B 1a- R LR IS, {1 1,25-(0H) ,D; BY-E BUs/D, TR 5 iz 18 R0 B /N X 85 25 - 1) K
W, BIRARESIAE, i 5 T M B R >,
2.2 - FHLH
2.2.1 FGF-23 ##75 . Klotho & H kA

FGF-23 J&—FP B ik BRI R, i g R0 1 27 4R 40 M o300, 32 A0 FH T B W0 LA 3R 35 i 2 56 A 4
AR D RN, FGF-23 S /INE SRR D ) 4 12 1 DA A75 S Wl 9 PR A I [ A1 i v i A VR 2 . FGF-
23 IS E IE 1o-F2AEEF mRNA FIEE 1 3R35 91010 24- 3210 H mRNA 5k 1,25-(0H),D, /™
Az T AR I A5 ) FOF-23 AEWIRLRERY 58 5 8 32 FGF 524k (FGFR) iM%, Hl THZ MR L
BEATRES S8, FHEEEA Klotho ZH  (a-Klotho) #§ FGFR He AL HA Fe k= 26 M 1 24K, B hk
FGFR-Klotho B A#, W W& FGF-23 A4 Wp2gskni Y Ik, a-Klotho f& FGF-23 HHZARZE A1
Wit L 2 A4

I FGF-23 — 7 T8 32 YT 5 0 o Rz i /N Y FGFR-Klotho 5254, #0HI'E /NE Bl %
ER LAV B BEIRER (O HEME 53— 7T FGF-23 3l ad 1 v B /N H 1 Klotho 4RSS 545 AL I 90 ) 5
la-FRAbRERL, il 1,25-(0H),D, A s/, TR T i 18 XS s it sl

Klotho S5 # iR b s 3L R, H: S A 3 vty RS0 i B /N ) A LI S i e, 7R 1B AR B
T, BWERLERF Klotho KM FZ NN T, AW LB, 7EBRA CKD KA Kok h P B R o
Klotho FiAKF FREIFAEA B IIREAR 4, BRI T HXF FGF-23 F= AL IRy, S0l & i i 1 R 9835 FGF-23
SR FEER -, R FGF-23 By A3 i Rl 4 5 [ MU EARES i, #F—ff PTH J+&, FGF-23 5
PTH LRI AR, Bl s S B st bn > . JFA IR £, FCF-23 nl i #hn Wne i #%
VR0 ) 700 b ) 40 o eV S B0 BB, $7R FGF-23 3 i 23k vl Il BB A

IR K IR, Klotho B [ # B HE 2 CKD /N BB % A= 15 451405 1 BMD 5. 22 R A% 114 56 it
WK, AR KB, 4/NR Klotho ZEFEFR)G, HAE RN AL 0B 40 BT 5, (HE bR
B A AT AT B TR, /N B IR BT R B 4R Klotho £ 1A = 5 B ACMHE Y
R, I, Klotho 2K A FEAFEARTE CKD H FREGAA Y &R L BA 40 B 1R
2.2.2 HIEEKEHNA-T (MBP-7) Wb

HIESKAEEN (BMP) AR E T B FKE MR —5t, J&7E 1988 4t A REE Ik B IE i
(B AME AR 2 88 B B R R, BEgEdE s T Eh BMP R EEEH, HETC 24 &8 T 3T 20 Ff
BMP [, JEHEMNMESEFIERW R ZHE RS T, ERHERT ., g SRS g i R
(2R M e AR P R A BRI, AR BMP 43 ) iZ s, ELAE B RV A5 28 4 A 0 T BMP-7,
HFR B T B/ NS/ NK E Rz 4. BMP-7 76888 & & i B B0 R Y 2F ShRE A A T H e i
S A A R 2 R IR 2 B R IR AR 2 MR SIAE S Y — ISR g O e
SZ, 7€ CKD EBAE#i0iET, BMP-7 (WERIA AW T RE, (T H0ud B 40 1k il 40 i & A i, S5
HERE R, AT, i i B b A K BRI ST BMP-7 BI5TRBERORE, Aok
JE B EE BERR () B A, It 8 CT 28 30 2% 11 9% B ML 2 B3, X 3B BMP-7 785 P A=
AR EAEEEH, BRNE, XELRIIAK BMP-7 248 L 7 R NEEF ST,
2.2.3 RMRHTF

S B RAE IR ] CKD (B 1 — D URRRRAE , BE'E /KA B8 R BT M R B, SUE A
THERZ IR, WA S B a7 KR R R, EEALAR R I A T R AR A
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PR, CKD BE 2 B RAE AT RE SIS E R B, Bk 8 3 B B KUK . 7 CKD B R &
PEARAE A T, MEIASER F o (TNF-o) FIEZAHLAZR-1, 6 (IL-1, 6) FEHHAPEE 2 CHED
YEF, X Sedi i R 1 AT LA E P 5 75 2035 S RANKL 1) 28 35 R 3mt B 4 A i, 38 nl LB 4%
AT 1 B 4 R AR

TNF-o & —Ff 32l 1E AL % B W 20 =2 0 2 Th BB A R 7, L mTam a2 A 2 i) 40 it 2 i 2 14K
RIFEYHAEI, HAZ M TNFR T (p55) FITNFR 11 (p75), TEZFAMER 35k, H 5L RAME
SRGA K, Hr TNFR [ 403 TNF-a BB ED ek, I anFE 7P 40 S8 T-F NF-xB 1976 fL, A
WF7E T B ZUEN], TNF-o B EAEH TR A ATIAR TNFR T AN RANKL 75 S 000 B 40 A i, Bl
7E RANKL R Z IR B 0 R 2t . Rtz 4, TNF-o 30838 14 2 B 40 i 45 S 5 5% 9T Runx2 19
R A T LRI R M I RE Y 11 B —Fh 2NN T, WS E MR FRIREM, W
TNF-a A1 IL-6, 5 TNF-a 2500, IL-1 5HAZKESIENE GWma G 5 RN, FZ0%0E NF-«B,
[ A TR I PR A e i G 22 ) S SO 1 A R A B N, TL-6 5% B A9 o 3 M 2 L 1 A4 A
B AR ) A5 IL-1 1 TNF-o (7R A B OCEE, HRifoe > ikiE, g iimA 1L-6 2k
235, 1L-6 52K G LR Y, 1T LS5 43 s i 77 =2 B 3 000 i A M e ik, s LA B 4 i 7 3
AR, S B 400 RANKL 9%k, TNF-a, IL-1 F1 IL-6 7] DIJh <7 #bs§ 5 RANKL B [R4E
EATAE A BB A0 M RANKL 72 A DT Sl - 200 R T A ol - W s i
2.3 FEAMk

TEH R, B AN B R R RIS S T O R L — S SR NS R B e, XA R
BERR A RO TS, 1 50 Sl 25T A7 170 S TR AR R B A A W A = T K T R )
204 5 o DR {fF o 200 B 4 L A BB LA R IR /L R ) R e AR R A S R o S R
SRPEEREAR, S1& S RS, HALH R FE 3 & OPG/RANKL/RANK £ 4 il B-catenin 4% X} 5 2 Al
WAL
2.3.1 OPG/RANKL/RANK %%

OPG/RANKL/RANK R 20 B /E TG AL A B 2842, 76 CKD ‘& BT B b iY & i ML o i 22
YER . 2055 B BOE AT AR NI (A0 PTH, MR POBE B TR ) | M IR B RV B 5 RT3
M52, BT CKD BRI T8 9 B 25 LA A S RS R N 3R 45E h, OPG/RANKL/RANK & 12
TE CKD ‘B BB A (8 it #E oL # e,

OPG ER TNF 2B i — 51, F25 i 20 % 25 00 45 Fh 20 R 300, R 400 B 1 3 Ak 5 H
(34 2 L RRIE &, AT A R A ME— IR R . OPG AR 24V E R 2 AE i RANKL 119
W AZ A B2 B R HEPERT, 5 RANKL Se 4+ 5 T B 41 M %3519 RANK  ( NF-kB 22176 fL 1A
) A, NIRRT e B 40 A S AN o, SRS A R B Lk R & A B RANKL & —
RO TR 5L, Wi e S R R I i A AR R S OGN, IR R TR R, EE S
AR T R 2 1R RANK 454, ¥ NF-«B F8 E40A N, (0% 4l I8 3k R () 5% s i &2
SEE MM, TR R A A AR A, R AR, B RS B AR

CKD Jir5| A& () SHPT i = i faf PTH AR T 0B 4 M, $2% RANKL (938358 5 00 i 240 il 7= A
OPG, Mk S B 4 A /> A e in 30 BMD R, [FIRT, CKD B 7R AE P 3R
B8R, IL-1, 6 M TNF-o 3800, fEUERCE 400 RANKL (93 ik, S RANK 456 %K, SEEH
TEAARREIN RV RS T B BB .

2.3.2 Wnt/[B-catenin S5
AR RAGE R, Wit/ B-catenin iZFEAE CKD B A 1E A SR MMER, BOMIZIBRE 030
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AT RE RCE AR A . 1Rk, BOARIRE TR AR B IR, B A EVE F A0 S HE R Wit BLR A
MBS IRBELS A5 2 FhESIE AR 124k [, TEAL AR 2 MR B-catenin, B-catenin J&—Fh% K+, nl 3
TN Al B S R F- 40 Runt AHOCHFE SRR F 2 (Runx2) FIEESEKF Sp7 (osterix) W=z, I A H %
B4, 5 DNA LA T 40H 7/ ik EL 3R N7 (TCF/LEF) JofFHIEAER, 1 3hE 5 aiE i
ML R 53, TR ™ A AR 200 A 550 O 14 i T I S R T S RIS, A
SEEGFIE Y KB, B A Wit/ B-catenin 3 AY LS 115 RANKL /KER#ER AT OPG /K- TH 4 5%,
SEUNRATRICZANE . M, YA Wt ITHEIFRIFENVER T, W B-catenin BERRILIE N, F3 Wnr/
B-catenin IRFRIG LIS /D, B BGHE R 12

META ST EN, ME#E CKD kR, BEALEE H (sclerostin, SOST) . Dickkopf #56 % H 1
(Dkk1) ZKV-Z s, SOST F1 Dkk1 J& Wnt iF2 Y C AN HIR, fE4k & CKD & B ba i & 5 # 24
M, B e ELS A Wit 2R Wat FLARMESSMEETE AR ER R IE, Wot #0H]FI7E CKD
T AR AN 2, TS CKD A S A s R N Z vl e S HOK S, A st WoR, I
SOST il DKK1 7KF-5 CKD 35 Wi 5B K TS A DG, i I 7T B2 0 Wne 90 1 590 £ 565 — JRL AT
PRI, CKD S Wat 0§57 134 Z2 0] e 02 (B Wi il 55 —Fpor =X,

3 NG

B B RAE P IE CKD BE W H WA, UE R R AT T, IR AR L RS A
B RSXHIAYT CKD B B2y, eeEfiE . 26 BATXT CKD ‘B BBAS &AL o i >k
A, 51 CKD BHETREMIEE 2 HE %, (AR —MPLEIIEAISL T HAL, MR R & 25
WS BMD TR, Hr, ki iE A b & CKD B BB A G sh 7 etk PTH Fl FGF-23 7E
CKD ‘B g i) Az & e i B0 s VR, 5 AL i AR A0 BLE R FIS2 0 ;. RANKL/OPG Lt
RPN BB e B BB g N, (5 CKD B s i B ARHLEIE RS R, A ot —8
RIARFFSE .
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