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Abstract

Inflammatory Bowel Disease, as a chronic systemic inflammatory disease that includes Ulcerative
Colitis (UC) and Crohn'’s disease (CD), is characterized by extensive inflammatory destruction of the
intestinal mucosa. In addition, it involves various systems throughout the body, leading to systemic
comorbidities, especially the skeletal system. Bone destruction and bone loss have been observed
in patients with intestinal inflammation or in various animal models, and the etiological mechanism
of this phenomenon involves various aspects, including nutritional status, inflammatory factors, in-
testinal hormone signaling molecules, and intestinal flora. In general, the balance of bone metabo-
lism mainly depends on the balance between osteogenesis and osteoclastogenesis. If external or
internal factors break this balance, it would cause changes in the skeletal system in the macro as-
pect, and this is also the case in the state of intestinal inflammation. Starting from the state of intes-
tinal inflammation, this article will review the manifestations, etiological mechanisms and related
treatment strategies of abnormal bone metabolism in this pathological environment.
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1. B

FAREME I TE R (CLFR N Inflammatory Bowel Disease, IBD )& 3G 7505 1 45 i 46 M e 2 B[ 1], (E4sith
TN KL 360 1N EH RIEMIESN, E IBD ANBEF, 206 Mk 40%H) E35 [FII H B IE SN E
R, BRAIEGHIARSE. KRG Wit R5 WIRTES RREEGEL R5[2]. HF7EH IBD
NBEH 2 NILE %L LS B EA R3] [4], X3 T 1BD & HILEFURA 5& MR E IR
N &, X —HUEE STk 14%~42% [5]. BT IBD [ ki DL s fa B ik, % T IR AT &
BANGVE IBD B8 4 S PRSI EEE, X T FURAS, nldid WEe X 268 % B 21 (DXA)
N FEEHE B v 0 i ofe S W B TR AR BUA R )1 &, BB %5 B (BMD). #AT, H AT & % T IBD &
e 2R 1 B AR BEALA 0 AR S8 A A, LI E U DR 3R 2008 OB TRk T T, AR 7T . REPER
i A7~ DA R YT A 5 W 1 R R GIAE P S ARG ) 5 55 07 THI (51810 AN UK A i AR A2 B R s B A L
K, GG UETE WL, EZANTTTN IBD B3 i S RN AT 4T, [RINEG e &N J7 T
WA ST Bt — 458 .

AIRE N EBRAEF T B REIPRE T, XREZE R LIRS DL Z %,
AFE T LR 41 i (Osteoblasts, OBs) & 5 3= A H (1H T B #2 B K LR B 41 i (Osteoclasts, OCs) &K%
B B E RGOS RE[9] (107,

S 4 L B 7 T B D 18] 78 57 T B M (MSCs) 34k, 18] 78 o 48 i AEAS [ AR 358 2% A4 1 78 ml 234k A i
07 0 L B R AR 11 ] R BB AL S A 2 P T - R AR . RRCE AR BRI AR A AR ) v ]
R, HZRZME ST, FEAREIEAE E (Bone Morphogenic Proteins, BMPs) LA & TG 4H
KB 15 (Wingless-related integration site, Wnt pathways), /NS @GR AT «B (NF-xB), XLEKFif
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5% MSC [Ff - PCoE g b, B, BEE FERE N7 00E, B35 runt-related transcription
factor 2 (RUNX2). osterix (OSX), ‘B - #H AN AT B HHANME, Bl & 5500 i 28 5 (1) % S (R e
B RERRE , ALP LARJRR al B, Col-1)T8 BB M A 4B M, 5 25 4 0 232 st i 4 1 JHG A 3 T A 25420,
U1E M I (OPN) B MR EE 11 11 (BSP IDFIE£5 3 (OCN) o A 240 SR V5t 318 0L 400 i 8 2R P S A i
AR o

BB 40 i v 52 B A B AR VR TR IR T B IR Y 2% (osteoprotegerin, OPG). 1% K F-xB iR 52 /A i8E 71
(RANKL)&F§2M0 o 765 WO R A, B 4 38 et 20 WA B AN 2 L /KA i (L cathepsin K RN IP 41 R IR 11 1k
MXNE(TRAP)FEARE , 70 R E I B [12]. FEE A RME IR, R A S 6 i
T € T ERRAS T AEHDRASRE S 4ERr . HbAh, BelE MME 27 B 1B BR324 80 B 1
(RANKL)FIE R4 2 (OPG), R E BN E A i G 2] — g R EH .

2. BERSEBERERS TERBRBHIRIASHH

PiBRa AR E R W L BB I8 5 S B4R LB SR AN A ELAE T TR I — A sh &1
HPRES . BIERSY THIERMUALES BN ARG, BF PR WRAS. WA RS%. N RS
LA ARG RA 0 EEEEBE L[13]-[15]. MHERAS IR 2 SR E A AR B AR, B0 R R
TR AENE I B w (IBD), 4K 1M B 3E BB 4000 42 5 %A R e A AR, JCHZE 8 R St[16] [17]

2.1. EFRASEFYENERIEHEE

BRI R L 1BD NI S VE B BANEE RN R —, 1BD & WEIFRUEEL T —F%
PORAS, I AR AR B B S B8 ol LAAFAE[ 18] [19]0 S BUX —ILR AR AW K2 A7, B
IR NEIIED, P E RS D REFRIIRSS , il B B R 3 B B 1 o 4 8 R 0 25 Ok DA R e AR KT
I FR) BE B2 7R SR I NS5 [20] 0 3K 48 Ji PRI 4 A e 3 B — B ) £ FH R A4S P 22 iy SR o (n 95 o 28 ol i e
R AR DL EAER K. EABEE21]-[23]) B0 ROR TS0 5 RS SRS e

2.1.1. 15, #%, EERERLR

IGEN T AN EHIEE R E B RETE, (ENREB RO ARG 7, HAESERr i B R 7 TH K%
FHUBATDIER . 2R, EYFEAREFERNZ RS S, MBS Z RRBIM RS R
MR, AN RS TU 3R RERE 0 25 0B M 5t A SRR [24]-[27],  BlIAnR-FER N 11.9 B EDHFEL
PEZIRF 4T 18 DMH I TR AN AL (LT IR - SERRES B, FRANARL 500 mg £54)2 )5,
DU A A1 D P A B 25 P2 (18.7% vs 15.8%; P =0.03) FEMEE L 5(39.4% vs 34.7%; P = 0.06) LA K 4= 5 %
SV E(9.6% vs 8.3%; P = 0.05)1 7 T 2@ I B2 [25]. B CRAE B R R b B — 2, 0T
R PR B AR BAS AT Bk R (28] T TG A A — RPIBHE SR BH B 4l Bh A1, 72 FAR
55 BB AR A AR A, BRI B S80S % FEWUIRAFE — € A G [29]. #E IBD B,
BT E 1 I TR NSRRI, AR AR B ER TR TR AR, HaX—RILH B2 R Z7E 11%~82.5%
ANEE[19] [23]0 XX T2 5 H RSN 4ER LS N ARIR R, F o el % RS I I BB
It o
2.1.2. HEEH

FEFENNELTFEIEAREF R —, EEEKEERE P HEIFEEEH. Kb, 4% D
TE AR P8I A A 1 T X e = T AN T 385 0 i o e 455 DA B B I 6 R R S VR I [30] 0 bR IE S 2 B [3 114
A F D Bz 251 LA DL SN B BRAR IR A, TR, EBCG A R 4E A 3 D 585 e g ji b 4%
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R ORI AL T, WG R, R RN FE P96 £ £ 4 A [32]. Giorgia 28 A [22] 0B
JL87 IBD ABEHIEL TRBES B H4E A 2 D 104 B3I H IBD A2 D 52 H0HLpI
BEMTRREES . Ah, S K e AR el &7 T bR O, UK, JUIEN
oA AR MBI RIA T, {2 ERF 5 25 (osteocalcin, OCN)FIZE R Gla 2 [1(Matrix Gla Protein, MGP){f]
B ML AR, TR B AR B SV AL I, SR/ K AEOSIE R BB T kB (NF-xB)bA &
RANKL AT 490460 B 4B 2«

2.1.3. EERHE

B AR AR 5 B K T-1 AGF-DI 4, JREE N —FhE B S IR MR, ME%. &
AR IER, toh, IGF-1 febs R B L 70 B A A A IR, 38 o i B A 1,25-—
FRILUEE R D3 (HAL =) R A 18 S RO R £ 1 £ SR 33]. IBD ABER W T ZMEE, Wf
RUREEIRIURN AL « 5073 5 210 42 5 JO0E SN DA B R i R F s e A IR 25 LR (15 - BE R B RAR,
a4k v o A R A AN R R

2.2. FHERIER TR E KSR

IBD FJHF 2 — RO B B i 200E, X — RIEIRES A2 R4 5 &4 RG0E LA T
— D RGMERAEIRA . B. Hugle 28 NHIWF7TLLIZ M. Leppkes 25 A\ [34] [35]/14518 % W] IBD NFEAHRE T
FRNEE, &W IL-18 IL-33 LA TNFa 55 E0E K1 300K 35 Th iy, TR 6 28 R PR 38 o o B AR A 56
1 PS40 5 T 4 ) A 22 A P DT A) P O 3L K R — ANV ZE AL

2.2.1. RGEREEREFxHE R E 4R

B TR RN, B BMSC 200 R B A, 75 28 A PR (1 R 52 B4R 52 1 (L 389 5 R0 4
), AT S E R K. EZ R IBD (sh iRl v, DSS i 5 i 25 sl iz 18 JRE AR
BN BT AR BE 45 4 (UC) IR BL[36], DRI EON 2 ol S F -6 IBD [IAHSSHF 7 . 2 Jmk
Fi2 M DSS /N IBD B A, B RIRE RS I Bk 2R (37]-[39], 7E IBD /MEH, HHELT IL-
la, IL-1b, TNF-a, IL-6, FlIL-33 &5 4REK - H)FAE =, W% IBD /MR 70 B BMSC 4L
GERRW, HEZH A SIRAE T A B AR AR, RNA W5 25 SR e ittt Rl 5 R Fr) R s 4 il
SRR AR I R Rk 2 . IXER 7 IBD I3 InAA i (1) 2RE PR -1 AT 906t -2 A QT P i sl 7
[FIEF7E DSS 5 5 AR R IBD R A, A8 31 1 (4 28 0 PR b 8 P01 4 P o R 1 0 DA R B A DR 2
B bl fn B B R o R FE TR AR [401]

2.2.2. RGMRERETFNBREPEEHAMEOTm

¥ T8 9 S 5 R0 v A4 PR 2 1) R A8 B e AR M o X RS T B AR . Peek SEA[6EE NS HER T
41 it 5K By AR 995 TR B B e = PAN R 5 v Ay AL /N BRI R . 1 e MR BB i R AE N,
BT E/NRRIER, HFEAEEBRE 7 Rk, KIT HAE TR MRS E M EENE . X—IRIH
M5 i SORE U TR AR T E E A% VIRR, 64 TNF-a, G-CSF, IL-12p40 %5. &t it —
PRI, K A R 4 L R e 5 R R 4 M A4 R T R dap-12 AHOGEESE R -1 (MDL-1)1)
RILWEZ SEUT W MMET RS T, Mg R . 4, M Stanistawowski & A [41#RGE K
WA B YELS W R (UC) I SZ A R I B 5 FE R PRAIS, JF HAREC T B2 i3, UC 2l g B
B AT 1 B R AR C- ARk (CTX), A mRNA PR B SORE R T IL-33 MRk s, e
B REUS (LB R A0 M = A A TR T TNF-q, IXEEZ5E LR UC B35 138 20 PR 5 Il 1 2 i3k 28 58 K
TP R AT AR v A PR RS T N, AT 5L R
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2.3. FBERERES FXERIBIRNT

FERKTHEGS TS F AW Hm TR @ REEE, HdbhpiEeg s
(enterochromaffin cells, EC cells) 7 ¥ LG R EME RS8N RE L &= H JA R 580, THEE®H ARG TSR
TR Z T FL[42]-[45] M3 2% AFR T2 % ((5-hydroxytryptamine, 5-HT), KHAEFHXHZE R G R AE
ST R VE T N NN . SR R T AR R R L T TG I 5 0 LG B e, LA P9 AR 0L 2R mT AR o S e
WX R G MIE R RN RGMIE R, )5 E LR 7= AT Wi, SRR IR g 2461 . MRk s &
KR T i b i v 1) iz 5% 28 it (enterochromaffin cells, EC cells), HIH: A KGR IRELEE 1 (TPHDE IR
AT A, X F A eh 2 RGORIER MIE R A, 55 E 4o N ) Rl 2 (TPH2) [42].
W L7 2 AE SO0 TR e e T 200 ik 4 b 7= A 22 o 2 i AN T 5| 2 5 A T )P 2R, IR — IR
K 38 JOE [F B AR AR A O R BB — i . X — 45U Yadav S5 AW T[45], EXT/NRIE
DR 2H AT FE T 2R 1 SZ AR e 3 LepS R PR JG , Arll 2 7 TPHI SRIA M B8, HE i 5] &g
B2 e L3 287K 1R S B 0 S8 e T/ BRORRCE 4 M AT RN BRI 1K) S-HTIB S2 4R i FL 36 55 A
Mol E R R. A, @ T R I, FOXO1 XAzl i 25 m /)N B i 24
M s FE e TR B O E I [47], 1XBCR “MpilE - IS FR - &7 SR BIEE T — A, X —RR7ER
T8 JRE SOBCIRAS 51 A K i, 9140, B Lavoie 5[48138 it 4k 2 25 W0 BHEHRBREN(DSS) M H /)
SR IBD #EAY, WIERE| T GIRPE IS R G RG22, [RIREH, TR IR e g N LA PR K B 13 2 d
TERTE# RGN E MK 5S-HT1B 324K T H0H] H G i AR a Bk k. Ak, RAGUREA R H
FR W[4 HEMGTE SRR N, RIEK T IL-33 ilid 455 BC 40K [ 244 ST2 {3 ik lg g C-y (PLC-y)
T TR A 4 17 5 R 200 P P 685 5 3 N AT 3G . BC Al A R S RTINS 25, X S Jl s vk 1 v 2R B I
IR B RGN R 40 M R FEAS TR A R G 51 RS A O 1 3 8 2k

B T 6 R A B AR RS, TR I L R TR A A, BRI S — T g Rk .
Yasmine Chabbi-Achengli &% ATE B 78 v [SO]E B AE f bR 1 W PV I 37 2% & B g 25 X)L TPHI
(TPH AR K E KB/ R B RSO k>, BRI S, AR N 4 B 1R 10 T 14 22 % 40 i AE
RANKL K E W4 75 5N 7 CSF FI/EH NRBLHE T8 & /i, Hax—BLRAER I T i &
JE MG I

24. FERENENR~MxE KB NRE

FESAENERTE LR, Pl AR AR AL T — AN R AR, IF AR AR E R —[51]- 1E4h,
Sternes 5% NARIE[52 RS2 18#E 5 1BD ZRE AT BB W o [ p F 5 ENECE. MiEmMAEYEN
R AT IR CH — 30, e R AR AR RGN, DIRETE A IR & A2 315 T ™ A2 R
TERL T E RS S B AR It . H AT IE R ML A R B — 2§k, B4 Klara
SN BRI FE [ 5313 WM 4 R 0 T80t A 0 L P R WAL PR T 51 A 98 25 1T 273 9 E A0 [ 541 2R A Aok
FBUA 2R AN o 8 R R W T R R A M 2R LS, AU ) R B i W PR (SCF A) DA B I35 v i 2 3R A2
KET 1 (AGF- D ILFFL, H I BB R EMEIE; X IR 1A ITTR(SCFA) & L 1
Wi, MG T IGF-1 F7KF Rf ARG 2 T IKE .

3. ZRERE

Joa 38 S X - A e BRI B AR SCHT FEATS AN O 2 N AR, RV H R M CVE IR B
)P AR I AR B B AR, (ERPRIESE B e 1 — MR A R, BRI K il R A e = B R 4
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M2 7R . [, £ FRSAHREER, HatoER TIREZ Hof 80T WA GI T . 1 Ja% 5t
Y K 5> IBD NBETT REFERE I E 72 R APIROL, ARSI I AR R B . 4EAE R A KAH R T o
B AE K IR T R R8I B35 RS IBD AHOCH BE HE AR T E T B B . RRIB ST R 5F)
PIRBGE[S]o IR, & Ml FRUBEER 3 . MR DA SOMES RS2 e BT T 70 PR SR . B4
VIR T RO T — I 0 T I B RA L, B BIE BT i 48 0 512 Rt e B — 897 RL[55] [56]-
BRibz Ah, ESREZ T AUE S o TR R R T HEKEE ), Yadav [57)58 A#R1E 7 —Fh Tph-1
Wi 75 LP533401 38 i i iz s Ve 137 25 1 7= AR M2 A 1 2% s Lavoie S5 30E [48]fE &AL T DSS %
SN IBD BT, 43 Gl A R s 037 2R A ORI AR R A ) ) DA B s A B R T A P A e
5-HT1B S5, I T & B RIIEM. PR RRN, Ferte T mE BRI ES 571
), FTREBUNARIIBTERATT T . TR, JHiE REIRE 55 A R R OCHE, B2 %
R BRI, AR AR TR R T S B R S VR R i T, DOHSRAF EIR N T A
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