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Research progress on hepatic osteodystrophy

Liu Yaping, Liu Xiao, Gao Xuesong, Duan Xuefei (Department of General Medicine, Beijing
Ditan Hospital, Capital Medical University, Beijing 100015, China)

Abstract: Hepatic bone disease, also known as hepatic osteodystrophy, is a common bone
metabolic disease in patients with chronic liver diseases, especially in all patients with liver
cirrhosis and cholestasis cirrhosis. The definition, diagnosis, pathogenesis and treatment
of hepatic bone disease were reviewed so as to improve the clinician’s knowledge and

understanding of hepatic bone disease.
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& BHAMEWTR . SFECERES N, 5 k4
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FEMELERA (B0 MathEd. XREXZ R iz
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I HTAE (T-Score) K. TAHRRSZRE B %
5 ) 4k ) R0 o R L5 6 N 3 T O 22 T
HRAIEWHOHEFE (2 Wb " Xt T4 2 )5 Lok
509 K UL BB, TE< -2.5NEFGMR; 2.5 <
TH< -UNEEEE TE= -UvgEIEs
P BRARAE FE A5 G s A AE 12 WA ifE,  [RIB PR —
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2 FHE BRI & SEALH

FEABRZS TS, B 4 A Bt 20 B 0 9 o
T RSOR B T R 2l 3K R 4 RS, P
P ETAERFIER BN ESRE. AEERSE
WSCE B 2 0T, B R R, BEREK. 18
PERTI B T, AN TR R B s A TR i Bont A
AT RZEWFCRY, IR R AR

ZMEEEAT, BB MnEaMiEsn ke, 58
b, BB, CEAENE TR A, HKE
1K NS e S o 2 L B N A T S NS S

2.1 RANK/RANKL/OPG 2 % # A F-xB3Z 1k i%
LK -7 (receptor activator of nuclear factor-xB,

RANK) . &K F-kBZ MG AREL A (receptor
activator of nuclear factor-xB ligand, RANKL) F1i%
THZ KT & (osteoprotegerin, OPG) JERE 4
MR & T BEVE A KOG BR "Y. RANKUZ 43 A
TERG B MR, SHCE At fbE A DA
KRIEH K2k 4S5 /ARANKLE &1,

B Al RlA SRR Rk, (et 17 aE 4
o3 A e, A B IR o T S 2 L 3 A £
OPGHL F /£ A AT A ERANKLIK 24, HRANKE
grPE 25 A RANKLRBH B RANKL 5 RANK (I 45 4

N T A6 8 - 2 L ) i RSV E R . TR, OPGiRE

FEA 8 B M ) A FH S 3, (R G Tt R 4
T AN E ISR o 3 TR FRATL R D i 2 A5
TRANKLS5OPGHIELAE, % AE 32 HR 5 IR 5
1, 25044 KD [1, 25-dihydroxyvitamin D,

1, 25(0H),D] LS4 Rl &5 52 m . 4 RANKL/
OPG L JFIF, B 40 B i) B R WA Itk 3 o, AR
HhEa TP 4RANKL/OPG T FEIF,  Jl i 40l
(0 T R P 3 i, AR T T B
FIE)— TN N 1 19345148 M I 563 (R it e 2 W,

A BT Ag Ak 20 17 T VA PERANKL  (solubility receptor
activator of nuclear factor-xB ligand, sRANKL) 7K
PR T A A R R 2 . S R R
AHEG, B Ak 4 AN S A A 2H 35 OPGK - & 3%
TheEn. AT A4 41 OPG/sRANKL U AR & 35 & T AT
T £ 2 gk e HRAL . fE A AL A (874911

S HE 0 I B 30 B O 2D BUCE BB A SR OP G/
sRANKL LB B 8 v T8 %5 B R 8% . dEIH AL
1 1 7 2 B sSRANKL /K P T 75 1] BEF 7 X o i
s,

2.2 mIe B FA-F e XE R BRI R
B4/ 26 (interleukin-6, IL-6) « AN &
1 Cinterleukin-1, IL-1) FIfEERSEE T-o (tumor

C Sk . 23

necrosis factor, TNF-a) %54 i K7 7] i i 34
RANKL/OPG L8 Sk 1 s & 40 M () 5 1% . AE 1
B, R AH R 1 KT T, 4
TAHEL R, G318 1 SR O it B A0 ok iR R
u& [‘I&,ﬁz}zﬁ [13,19,20,23] .

22,1 IL-6 fEN—HE RAMMP 7, TL-6X5 & AL
VRN @ DUR L5 TS OIL-6 H B
iR 24 Y O A 4 L ) G B % oy Ak, A R 4 i
ARG TR RIS RE s @TL-6 il s B 48 i = AE
RANKL, #2=RANKLFEIE, AT A0S i B 4
J: DIL-OFEAR I B JE o7 AR g 1) ] sf A 1) s v 240
WEPERIE 00 AT g ST R R S
HEF B BT BAR /I BRBE Y 43 5 2 il B) 78 o 4 i
BEATHEFS, FEXTEE T 58 g AA AR 26 &R J5
R, B R P B BE ) 78 5140 A -6 73 /K1
AR Sl e T IR O IR ZH,  IX SR BHIL-6d 43 mT e 4 1
‘B R 78 PR T AN R . FERFRE R, IL-62 2tk
Iz o7 0 TR G 575 0 1 B L 3R e AN S I
AR, mHSFREARBIIEEE <. 118w
BE IR RE S, AAAEIL-67KF ik 5]k 2k
S S AN A I P AR P IR IL -6 BT S
YA DI RETE ER AT fe S M E R R A R .

222 IL-1 IL- 128 40 Bt i e s 70 il Al
1, MEVCEEERNELZRNE, el Mgk
RRIEFAZERN . OIL- 152 50 2H i 5 7% 7 38 )
¥ (macrophage colony stimulating factor, M-CSF) .
L 2 - 5 M B Y B R . TL-655 9 U1
SRR, T 5 R SRR 2 T A P B A
o @IL-17]EKOPGHZIL, HMEIE LM, Er{E
ERE BT 4 )8t 1 g A R R, R A R
s, IIRREE £k . GIL-1TFITNF-oid 1] [H]
e R ANKL-RANK/OPG £ 4t 14 Ntk & 4 i i)
TE AN 534k . JUFLIL- 130T 3% 5 & 20 i - i 21 i 2= 1)
B, TR TR SO B (g R A i AR
18, LR E T &M FIRFRIMIL-186 = . IL-1a
B2 AIL-1B TL-1aXUk = 1 5 PR B /s B BT AR
RU/INER, 25 R S 7 B DT 0 B PR JE B ™
/NG O R R S5 R R A R, TL-1 8 1
TSR A A AR A O IR RE SE R BRI B L ATmRNA
RiL, HRUWEMESME, IF LT ARAW264.74H
P oA B A i T A TR R T LR AT
Ak B F TL- 17K T, Al ResdE s L b 07 SCB0E
YL, R IR, ETT R A -

2.2.3 TNF-a TNF-aff Ny HEEFRIEAMBPE T, =
BB R A WILE ] B OTNF-o B8 3



T RN B I AT 22 53 4 R B AL AR i 44k, o)
AT A0 R A B R A ;. @ TNF-ar] A § 3%
5 200 PRI v A T R e A A A T L R ) ¢
W iR T, WM-CSF. IL-6. RANKLZ%, [i]
Bt b AL AN ()34 58 ;. @ TNF-ofig 2 2 il
8 1) 70 J5 2 ) B o AL R R AR Ak, R A
0 B B AR 2200 A W A e IR AR RS
RE T PE I e T INF-alk 5 B2 THE, XAlfes
Z R 1~ 2 5 0 SRR 1 40 PR A SR 0 ) e 4T B T A
g o AR A AT AR AL B R, K
B AT 1 R SR BE IR 7 2 Ak pS S R AU
5%, 5ERISCER I v S E A S, Ht
AL, TNF-ofE k5 B 0B 1 20 Pt o) 8 R 7 A e =5
IR 7 AT Jd et e s e 1 o S B R i, e B
T
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231 ARKBEREAEDEFAKE TR 2K
EW Sl R A KM R 2k A, (Rt
Y B 73 WA g By ZFEAE KGR 7-1 (insulin-like growth
factor, IGF-1) , WA EF4EH T A& 40 i fe gt
G WAIGF-1. TMIGF-14E N 35 BEAE BT = AR 1 5 A
R XM ER, 2P SERFEENEKR
T, AR LS . OIGF-1 A {2 2k i
UMb SEAE. B, (R HERCE 4R R B E
RERL IeET L, EO AR A KR R R
FExRBEBMAEM; @IGF-1iEid 5 & p-catenin, 1
SRWntHE #1455 5 Sl B s v, Db R 4i i
(VR T2 ATk i A AR R G S T R AL R
W, BEE FEAE A R Th RE IR S K B Al i AR KR
ZARIE IR, KRN A e ER T
[, IGF-11f13% K F TP, Mitchell P2 HT 5t %
B, 12 1451 £ R JFF 0 S5 P 8 8% 1 S 3 LIS IGF-1
KFETRE, HTFBKPEFSEEEFREEMX, 5
18 14 995 96 TR B 35 A 5o P o LinZ5 P suth 3%
B, R DK T IGF- 10648 1.5SD ) i /K T 1
Wif, TLCLEGE Lot 2 1 A R B
CBUBMET3%, HEFPE67%) o AT, 18
HIGF-15 B> . B S, SEE &
Wb, BRRE.
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233 MERRBE BER TR RIRIT B & ARG
JH0 ) 2 BE 250 o A PR B o i 3R T 2 B )
LSS R, HPLGI TR T . Qg IE
B RS F, R A P Ak
W 32 Ay 32 AR 2 A0 1 Wit/ B-cateninf{5 5 4% 51
% T F ) BSCE AR BR I s SR, (RIS R 2 PO
T, BRI @m gl W R
BIMRANKL P AE R, J8/>OPGIIAE R, HE T ik &
YHM AT Ar . BCEANE G N, E IR s @
FIC T I PRI R KT Y i TE R
(I SRR B R AT B AR UL R 7 2 R P 55 [ 224
Mt ELR. RRH, KGR OREER
7.5 mg, MEARE TSRS b, T
PR A B e 2 £ LA B 7 JEUR 1k R R A
RESHGREEFREEGITTH, HrELEM
FRELZGIEIT AL, BR G IUER 16T 7R O I 2 215
REAE B IR, BRBAA A AE SR ™Y, X th R 7E
&I VR TT H L %k LR R B B R VT I R
KIEF IR AE .

2.4 A EDRBA FKEZ
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F81,25(0H),D A kb, 4EAERDEE A EE KT
FEA, Bt oAU A5 R Wi /b, e, IRV
o3 WA 25 L 2= T BUIR 7 W ST e /D N 4 A 2 D ) I AL
15, SEME T R 25 B e, Zhao %
WF 503 A8 M AT s B 25 L 4 AE XD /b, BT
1R 5 2 (1) 24-F:1LB§  (cytochrome P450 family 24
subfamily A member 1, CYP24A1) /KFTti, %5
54 RDIIREfFE A IS, 1X R IR AL AR 3 4R AR
DI, BRI, T AR N 4EA =D R
AR = Pyt v 0 s e R MR A T R, PR e AR
I7 B BBAASE B SCRF M2

2.42 #ERKRZ HAERKN FHEE (EE
) P aEBRAE RN, Pk SEREER. 72
R, 4EERKERZ 2 FECE U ERC, I
IR, X2 BT RS RREA GRS, ™
IR AR B 4 A RKOK BRI, mTRE R R K
P RE V- FF 4L (primary biliary cirrhosis, PBC)
B RURAARE IR IR R Z —

2.5 gkt IEFEU R, R e 1 P
MRERRETRKEELEEH, XH5HRIHBRET
Fenton ¢ B 7 A5 K03 M SRR 4L 20 6, B3
WA, B RGN R X EEW AN, RN
DA B SR R AR R T T . AR RE AR
T, FAG SN 55 1 RCR TR 40 2 H wnt/B-catenin
o, BHIb T RCE A Ak, A
TR FEREERTTI, ik BE B2k T — s a1
P SR B M P oA, B B R 4 RLE 1, BRI
HEE . WEARY, R Rk T 0 5 R R 4
SAACHH SR T BUR IR mRNAFI R (R, [HRHE
00 1) et T 0 9 A T S A B AR, T ] A
BB, FLICRI i/ LA R B AR
Tsay %5 HIE Sk 2 0 /N BRI H 770 20 o o 4
UL BN, FEOEA B RO AN B R o AR
[E S, ko 2N B 1 K Il 1 TNF-afi
IL-63R FE T+ 5 g 2™ B AR FE ARG, HPTEAL )
BT BN R SGE B N RKE RE .

2.6 A G E RO R A T T
fERE R R 2 —. RS @ B A S B
PR B, ORI AR A LR T RS R = A 8 Ak
I, DT A R A, PRARE TR R . B B X
B TR DS B T b B L5 B 85 3R K1 B
X, GG B8 = ACPIE IR . SRR ME
W ARG E, SEUE A B, AT RENL
VoI i EEARE & v =R ECt N R K A =i i)
(R 53 AR, T I B A8 3 T LTS A 5 1) ol iy 4

- g5k - 25

M A A, U HRE I OPG/RANKLIE R () % ik
bbA BN, B e e M Sk A RUNX2 (1) %
X TR, fEPBC R JEUR MEREALEAH S & (primary
sclerosing cholangitis, PSC) 25 fH y A -4 i i
Hh, IR KT s A A AE BT S
2.7 BERE WL HEPBCEEM LR, 4
KD A2 AR FE A 1 i ] B 2 PBC i %85 JiF B ARG 0 b 37 38k
FEFM R F o gaf T AVRLIR R LR (Spl 2 &1 5
PBC B # (M 5L Al 2 B FRAR A M IGF-13E R 3%
PR A R BUEAA RE T F B 5
SR MAEETE 2 41
3RTT

8 VT A B B AS B ROER R, A
BAER R, NG5 REM, —BRAEMREST,
AIROBEE TR, TEE AT . Rk, TRETL
TBYT OIS A E B,
3.1 ARG YT RA A ARG IS5 A [R) s AR R
ITIERIG, BeEARAEETT R T8k aE v
Wi, PUWRERRIT TSGR Dh R, (A B B PR T
i R 4 A 5 T 0T i B s, O T B A
v DA N A g 13T FH o 4 5 T A 5 v 4 5 T
XFTPBCHEFE, il HfE £ UHER ATy e 0N,
Hn4EEZmD KA R, SGE B E R XTIl
FEPERE B3, Al A Ol . HINE IR o
JHF Dy ge A 3t 45 R 24 A 25D IR IR ST B B o B A A
R
32 M Z[HAABMTEEEAE EEHEHFESEW
ST MM E YT AR T HIE R R R
BIT (> 31MH) L WIRZWPBC. FFREAL & F2
AR EE, BNANEZE, BE LR HEER
MEHEEEEN2~3FFEEE. X NAH KRR
W R, NIEEEE,
3.3 Bty
3.3.1 HEFEIEEAAN AR 45 M iR HDE i R
KA, HAEPUE R RIT 4. HATE Nl
FEHE NN 1000~1500 mg/d, [IAR25-FR4E4: D
Y751 42400~ 800 TU/dER260 pg/2 & B 325 #4258
Y EDIMIE KT BT 75 711830 ng/ml. 8% 5 B
JHDhae sz 8, 44D IR A SZ 5, KT
JHF 11 s A R WOk v PR AR DN A =
B = R R 4 A R D i B R 2 —,
WA H 1R800 U, AT REE ARA5000 U. ESRT
F WD 7845 77 J 4k A= DX D & B A B
YEF, B 259 B AR M T BEAFAE )
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MEWER . PR MERER SRR TR (IR SR
B2 EH) LURERANKLIPHIF (HiEFHH0) o M
IR EE R L B BB E AT, AT InAE A S R
JR B FA UA 2 B B R R AR 3T A S A XU, T8 A
9l R FH U E BUBAA 259 o B 70 3R W 4 J 43l R
O TR 5 Bl R H AT O I IR 6 A0 i 1 UBE IR R 76
JYPBCHFE, S5/t 2 R, B
HRYARFM, WFHREARWHMmBES . DR
UL EE I P AN RS, R 2 B ImIEA R N
CEAE B IRIREE) MARALEE 3 kil
N E R THTEA RN, R S 7T LA S
WK SR XU IR £ o AL ER T AE A P S v i N
W FRACEAT IR, DRI IE 75 ZE AR 20 22 1 Il PR 2k
FEEG 20 WEBIER . IR FR I MV R 32 A T 1 77 DA A th
FEHTAE H BT CN TR RO g R
B0 T 1M JH 0 85 OB BB AR IR YT H A G
I
3.3.3 HIRRALHER] HUIRSS IR R A2 A AT (L &
T RHIARR YL 259, A48 Ry 7R Ik K By 2 4 ik
Bl P b T AR AR S R B AN FOIR 55 e 3 |
Uit 1-343%5 7% A Bt (recombinant human para- thyroid
hormone 1-34, rhPTHI1-34) . [a] Wi FH /N &
PTHafe RIS o 40 i s 1, (2t B IR, HnE
W, BEEEE, FRACHEAR A AR P R R
REEEY BEFERM, WS T A LIEE AR (g
PERRVH IR ARSI ) HUIRSS IR, W G Sk iR
KEEBENNRERE, FoRZAY) ] GEXPBCH
JRBRFASE R TT A VEAEVEH .
3.3.4 Fifth ZEBRBGUE N E AR B RS —
B HUE B AA 2, RN BAT (& T B e
RS o HR 3 5% Y 20 A T 2 20205 BE BT I
(A% 5 10 o/ R AN RE M 29 ie 7 Fama ) B2, %
TR B AT RS R A 2 S R R AR I A,
P52k agi, AP HMARERN BT, HAERE
P B T R 7 R St — IR AT
4 458

g LR, HHEE R e CH RTS8, AR
D8 PR I I F RORE AR B AR BN, R
ML 7T § NRANK/RANKL/OPG 2 4880 . 4 g Al
TRTEUB L RAE R R RE . 4EE R Dok
Z BRSO R S 2 R R R 3L R S B
T AN B W i, BRI A B, B s A
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