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Research progress on the etiology of hepatitis B virus-related hepatic osteodystrophy
Guo Yan, Tang Zhongquan (Department of Hepatic, the Second Hospital of Hohhot, Inner
Mongolia Hohhot 010031, China)

Abstract: Hepatitis B virus (HBV) infection is the most common cause of chronic liver
disease in China. With the general increase of patient life expectancy, hepatic osteodystrophy
(HOD) has become a common complication of HBV-related liver disease. To further
understand and prevent HBV-related HOD, this article reviewed the risk factors and potential

causes of HBV-related HOD, including inflammatory factors, demographic characteristics,
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nutritional status, disease progression, and antiviral medications.
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EHBVAH G B E TS, AR SCE &M %
Wk, WLHBVAHICHOD [ A 9 KRS F 8 78 K 3% 33 AT
1 HBV #§3 HOD % f& X &

HBV/E 4t SHOD[)5E & H B MAFE S . Min%g"
XT68 492451 i B i 2 ) Logistic[=l 5 43 #7 &7
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— Tk [ 6 ] 5 {d B RS 7% R A 42361 2 B AT
KIWTFRMPLJR (hepatitis B virus surface antigen,
HBsAg) PAPEREGLF, @I X AE X 2 & % Ak
W& B % FZ (bone mineral density, BMD) , £
Az B Logistic[al 57> Hr £ W], HBsAgFHYEF i & 2
BMD . Z{ik THBsAgHI 1% [ (0.810 + 0.010) g/em’
Et (0.831 + 0.002) g/cm®, P = 0.032]", TaoZgl”
T EEER DAL EFRMAIMA (national health
and nutrition examination survey, NHANES) ##&
FEXF 12175 HBs AgPH M &35 T 78 S 7=, HBsAgPH
B RE . B MNBMD R E LT HBsAgl 14
%o ChenZ"'%136 146GIHBVEKYLE F1144 584151
AT BT E 7R, HBVIER G B0t N
fIKBMD XU Ze 8 11445, R F& Ay Jon i s 1) XU
1.13f%, UHHBVI& G HEHOD KK A{KBMD K
RS TAFHBVEGL Y, $2/7RHBV/ZHOD
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2 HBV #H3X HOD & 7%E %
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2.1 FERF %4E K /2 HBVAH RHOD & #4 s it
At . HBVEYL NS, HBV A 4i{ fIHBsAg
DA 52 A 2 1) 15 5 T ORI A 7= A K B RONE
K7, IR FER Fa (tumor necrosis factor a,

TNF-0) « AN ZE1 Cinterleukin 1, IL-1) .

IL-6FIIL-1025", Shi% i 7t Bor, TNF-alLf
2 M R 458 B 20 B AR A R T -k B AR AR B2 A
FC/& (receptor activator of nuclear factor-kB ligand,

RANKL) ol 5 248 Mo 57 A4 240 B b 1 4% BN 1« B i
WAKZ R (receptor activator of nuclear factor-xB,

RANK) HI{EH, PI¥GEFF-kB (nuclear factor
kappa-B, NF-xB) 55 R4, FECE WU IMAI
B B 1 5 & HOD . [R] B TNF-ouds 2 A7 (i 3 i
EEER IS AN 1 = R = 1 RN 3 9 NP NN
S AR S 6 A B PR AT, ok — 2
HTHOD % 2 1 AU o TL- 1B — Fofr 3 7 )38 1 W i
() 2 9 A7, 3 3 386 TR ANKL [ 4 YA 2 330 15 B 4
MR, SEHOD. Ruiz-Gaspas! @it s sc:
UESEIL-1B8R 2% 5 /N R B BMD. B /N 2RI K i
JE SR U . TL-62HOD RN 7, A
A B B S B A R AR R, T S B
Fib, HIHOD. Wang %5 i i 241 o i b
SIS, FRARMLIEIL-6. TNF-a/K B %4 2kl
2 B A R S 1/2 Cextracellular regulatory
kinase, ERK1/2) MIBIERKI 2 HIMERL, &
FHOOE R R B R U IR, A %%
fIETNF-a. IL-1. IL-6FTIL-10%5 % ¥ R 17K P & 14
{KHBVAHRHOD A A= (B — 34

22 Augarfe AR HHOD S R 1) A
R EM SN Py a2 R T AR
JTIRK: (Urban Employee Basic Medical Insurance,

UEBMD . 31l & [GHE A B ST fRIK: (Urban Resident
Basic Medical Insurance, URBMI) Al Bk i &
YEBEJY (New Rural Cooperative Medical Scheme,

NRCMS) #iffiffE, *120134E14 545(51F120165E11 64845
B 2 M % (chronic hepatitis B, CHB) 3 fIRA
SIRF TR, F > 45% FIHBV AT B3
20134F f1)40.3%18 K 2520164£49.0%".  ZhangZ& "%+
T EHBV IR G (1 RREAIT 78 2ok, HOD & Jp % [
SRR KT (4F49% . HR = 1; fF#50~64%

HR = 5.67, 95%CI: 5.09~6.32; %E§k65%: HR =
13.3, 95%CI: 11.8~14.9) . 43 CHRHTEH,

W CHB R K AHODK I G R 2 (OR =

B ) 20254 F174 52

1.108, 95%CI: 1.026~1.196, P=0.009) “, 5%
T, — e [ 4 [ VKPR A ST 72 B, Pk
HBVEYE B R R m T B0, i
HBVIEY Y, Rl 44 L EHOD RS s, R
X FHBVAHSCRT I 3, e RN = B FAL N 1225060
HODF 52

23 BfRA HBVAHSCHR R A& AL 5 2 A7
EEFRAR . EFARGFERKBINEHOD, HATHF
B Z AR YA ZDIVGE . (R3E ).

YEE RDELZ R E B R AR ER R,
YelE RDRYERF B RN EEY R, 1EH T/
ZHIBS AN A AN B N TR RS . WOk PER TE Rk
A PFMRRANKL/RANK LUAE,  F 1) 35 5 £F 4 41 g
FE A TR ANKL 55 8 B 57 47K 41 B DA K2 il 1 40 P 35 T
IRANKEE & i Mk B 3G sh Y, ek A8 sh
AP, REMAREN, 44 RDEZAHBVHK
JF B rp I A7 A . HuZk I 7559 1« 8144|CHB
69641 {d FE N A SCHR FIMetaZy #T 27~ , CHB
BEEERDKFERERT R4, H5HBV DNA
HEENMHEE (r=—041, 95%CI: 0.54~027) .
Banerjee2%™"i@ 4 PubMed. Google ScholarfiScopus
S, X335 R H636015 HBVAH S i i
HEAT I MetaZr BT R B, TCIRHBVE & 14 & CHB &
%, HIMiE25-F4E4 KD [25-hydroxy vitamin D,
25 (OH) D] /KPP E R TEEMNEA (P <
0.01) , HE5 8% pisgedi)ii (hepatitis B virus
e antigen, HBeAg) PHYEF £ 440 A% FE 5 25 A1
Ko ULHIHBVR# R . HBeAgPAME. ATLF4E{bFE
JE 2 52 M HBVAH G B9 83 4k 28 DK - 1) 2 2 A
%, PR RCHBY DNAR &, 22015 e
R EYEE RDKF . P HBVACHOD & 2E K g
MFBEZ—

JAEAL A e A DK N R B s, fEfE4E
HEEDA B = # mik88.3% . AhmedZE A 5%
F B, HBVAHCHAEL £ 17525 (OH) DKFN
(40.63 = 19.90) nmol/L, Child-Pugh AZ;. BZ.
CZ 525 (OH) DAl (67.80+1528) nmol/L,
(39.93 £ 13.50) nmol/LFll (23.93 +2.88) nmol/L,
25 (OH) DyKF- 5Child-Pughifr 275, AT,
T B R S A HB VA OC s 1838 4k 2E DK1Y
HERZE, RRBWREGHEE, BRI RESHE
FELEHBVAH SHODE E A 3 T-BL

WUE . K42 F7 52 FFEAL S 7R AN K B g AL I
RFEI, tH2HBVEGLE mTHOD X 1) 5 252 0
RS, w70 SR ILEE & P AL HOD Ak ST f 6



HEP, wRlER, FFELE L S5 HOD
KA A FIE5% ™, SaekiZ P 7T Hon, FFAELL
WL/E £ 2 THOD EL 1) 55 2 v T T WL/ 1 PRk
BFE (63.3%1118.3%, P < 0.001) , ZHESH
EoR, WU & R AL 88 Rk A= HOD IR 57 6
AZ (OR=6.510, P=0.001) ', [FfSantosZs"
X 1291 FFAg Ak 5 2 TF-48 21 (A I B o, (K98 71 2
JHAEA BB Z HOD A 2 Fa bk, SCHRAE WOATH T
& SR IAE N B A P A, 26 2 B 6 ke e 1 00 ) 5 —
fabr. UbAk, JFEEACEE KHIE A RBEALS L. 4E
ARKERZ . BEAR PR AT 2 75 K 50 EHODPAH ¢
%%[15’28’2910

2.4 ZFmEER HBVIELEIETLIGIRTIF 25k ik
J& . HBVAHIMH: I K R 2 AR H, HHODKAE
R AF, HOD KA 2 B 175 0 I 2 1 1 0,
MenekseZ5: 2% 11 1254 CHB # & MW 7T B,
HOD KR AHEZ N12.1%~17.7%. ChenZ5P"5% X
REX £ Uiid: (dual energy X-ray absorptiometry,
DXA) #ill3754%1F FF g {1k ELALT IE % f)CHB i
& T A S S BMD, 4 B3R B {EBMD & 3%
1553.0%. HBVAH KL B #HOD KA R ik
66.7%~78.4%"", RHBV -1 4k 5 3 (#) & 2T
AR PLEA Child-Pugh 43 F0 T T A5 A ) ]
WAL ERE R, SHOD KA R HA BE
Sk, Zhang 5P %) 189 B HB VAR 6 - Hfi 4k, i
HHODWZ R &t iwon, mMFEEEME . = Child-
Pughi¥-/ /= HOD ¥ S o7 f 6 5 2% .

e JE 1 2% 3R AR E R RRURE A A Ak BB
IR, BRI N S H AL E L E 5 HOD G
A SCPERS . BEE B AR, 7 FE A 3R IURE X
HHEERRBEAZBEM. A RIELHEL R
L T I SR 0 L 9 T T A T Rk 2 B
Ruiz-GaspaZs!'"**ijf 5e 3k — 5 W s 1 HZL X S HOD
B B S L], BIHZL 2 S BRANKL. #'H &
A (osteoprotegerin, OPG) FikM & i, T
PARuntAH K45 K F2 (runt-related transcription
factor, RUNX 2) , gD EHEMEHR T (bone
morphogenetic protein, BMP) [J3RIA, & Wi
IAE T B/ T 75 K B EEHOD, BRI I PRI 4T
FAKCT 2 B HB VAL XHOD ) 4 R 1%

iy T TR A O 1R A I SR IR A . Bt R
B, il B R 2 AL AT S B BMD R, APk T]
Ik v s T A P B I 32 4, M g PR R
R R AEFEAL, RIS HAEAL IR VT HE RS, fiE A
WWIRRIR, 5 30 T8 B B 2R L o I o R R O

N REE

2 FEIE  HEEENENIRE (short-chain fatty acid,
SCFA) Ji/>. Lucas®“ 55 %8, SCFAZ ik
B 40 B A3 A RN IR U PR A RO T R, T i sk
N E RS, A E R, 4R iEE
RS A B RN o 38 A AL 5B 8 BMD /K- 11 37
B
2.5 WmAEHY HIHBVIEIT ZIGKIZITHBVAH
I T B A A i, A P 5 R AR A T
B8 m OB ik R Tl (tenofovir disoproxil
fumarate, TDF) J&[E P45 HEIERIPITHBV —28
23, Tz SR TG PR AR A R AR B TN A
FITDFH B HOD 5 44 ZDEk = 2%, S5TDFL
U BB AR, KB I P IE 5 s K )
i FHTDF4iHBV 5 H ILIHOD 5 TDF B #: 40 % .
Hajiania%s ™% TDFA 7 (FICHB B FH HEAT 120 A 1)
BEEME R x, TDFAHHOD K AR T E m T 4
41 (60.43%t021.43%) . [AI Vigano&5 5t fd
TDFRICHBE# 47T 7 RHI70 (14~121) MHE
WML, 4RI IR52.2% (24/46) H:ZEBMDIE# 1)
B I THOD. ZhangZ:"" Nyt — 5 B TDF i
KHODMI AL, I8 i A& &b 5256 IE SETDF A AT #1
HIMC3T3-E1AH 0 ) i 7 A FIm 4k, ek i 4 i
HEE AR S U R AR, A A P s w0 )
HAMB-ENREAMRE, WAERIER, HHE T
B, LR IR 72 U0 TR > 65%
A E R BN EE, BEHEY
RN B B 548 (tenofovir alafenamide fumarate,
TAF) 697" IR At — 25 W Hf 5E $: TAF X HOD
DS, A SR 2 TDF R T Ik 295 B 27 N & 1)
488K CHB 3 441 - 1ALk L8 FH TDF Al B 4. TAF
1697, 48JH J5 TAFZHCHB B 34 85 555 F8 H: I BMD
B3 T eEEM, LigWhEd 2. BTIEET R
KIN, 15 TDFIAYT KCHB & % U N TAFIG T 24 )4
J5i, JEMHEBMDTS 2| S k3% [ (1.03 £0.11) g/em’
Et (0.97 £0.12) g/em®, P =0.001], #2/~%HTDF
PURTEIRIT IS, FEARAFEHOD R i 3
H MR EHTAF, LUH/DPHOD R AR E. Ah,
HBV A A& — P AT e, R AL R 2 2k
R RS, HRERER, HREZ, 24
VanTiiaER . FURA S R MEIEE 5T S A5
S o R BN EHOD, 5l &,
3

BE & B U Ay 1) e 2E K, HODAN T
HBVAH I 1) LI IR R, HHODKARL
HBVAH 2 9 3k R 25 UM ¢, IR 15 In &
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T3 AN 25 % . HBVAH CHOD [ 15 5T & 95 HL il
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WS LPEMEMCERAR T . (RAKE S = A
8. #Child-Pughi¥-% /& HBVAHSHOD [ 3k 37 fE
RERWPP, KPEARBAANL. EHRZ. &
HBV DNA# & . WL R MAE . i a2k i
PLHBV Zj ) th & 75 K B EHB VAH SCHOD [1) 8 %2
Rz, Bk, #XHBVAILHOD, N K H 4T
AMEAL PG I HERY, R % B BRHOD F A 5%
R, CATIR s etk d dr itk A, $EmBEm
AIE I .
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