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HE FRAGHERCEER, REOHMETEREDER. AN EARAEALWEE, BEKEE KA
PR EFEEEEA. BARNE B 50 S B IRE 2 W E TR R AR eE, P m IR T T
ABEZE, MHERKERSPALKERETE. TN o eET T 28 KM R R ERENF, X F R
BAME . ERHEME RO FRMIERFH LW, BB ERERER. AXSZRT FMEFRESRETHE
FEA R E R FRER, SRS T AR A |,

Xggim B, k=2 Ru, BFRESWE T, FRu, REERE

HEA AR S EEN15%, EEHEERER.
T4l FR R A R ALK R B AL
VIRTCHI PG o> A, Ferh A LA = A4 R 4
6 53k (R TR i SR A0 22 P i S 2 1, T TG ALY E 22 e
B OB BESROLAR, R AR EE S MBS D B
18] 78 )i T- 40l (bone mesenchymal stem cells, BMSC)
Al A RCE AR . G D7 20 BRRD BB A M. R 4 P
BT A BRI R 5 R G A S T RV SR AR i (T AL AT
B R E A LI BT A AL R B AR, B AN R B 2 R
EIRZ AN, e 2R A AN GE R T G AE
M. a2 oE i EEA STy, S 5%EN
B —EERE. &M RE A AT ), RE
RO ARG, A2, AARSE, TARE R
AT BItkEL 40 & E AR A dn . Hodrep
A% 0 5 T BB 4, 5 R S WA LR R B
BRI el 2 . RS H AT A W 2 A

IR e A D) REFAR 72, (HOC T B FEN LR AR
IV &1/ D HE.

N 2 A 8 B A i — SIS I A DK B A ] P 3 R
WE AR IIReRIA T, W I A= A R
Ui A 4 40 o A= A& [K] F(fibroblast growth factor, FGF)
2315 45 2 (osteocalcin, OCN)H DL P 40 Wh i 77 2 7
e PAT A AR, RN A A e s T
JRBRAA R S L AR R AR USRI AR L, FE—P5RIE T
BIENN ST EEZEH. FHRREANZ
FIHANIEIAFER 52 m, 38 2 im it B PR 4
e A, REEARUHE OB R A 1 2 RS
AW B A N RE & LR ar i it A2, 24
FEVLAR IR AR B D Re AZ O #E, AN EEAEK K E
MHFUEE R EE R, B RREE IR
XTSI HEIE B PR AU E R B G B B, HEH
R MR E AR, AR RO T K.
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BAEJLE R AR AR A A K, 7R AR SR U i
BE R R B R S, RO RCE 4l 7E
T BHT B B 75 22K IR A R & R 20 b B 1 R A
AMIAN L, MBEERAA RN B E RIS
ERW: WAEM AR BRE R T, TR
BN, BHAKTREL, BESKERD, R4S
BUE B AED, TE AR A I FERE B Y, W4 B
ReE Rt R EE EEEN. AL N ERE R A
Mo B4, BMSC. B-E 40 AAS 7 40 P AE N 1) 2
ol 2 i v DA AN o 22 Bl AR DTS P T R A
i~ ZRE. AT BERT R TR, X LR
TP TR I E 23 WA R 55 43w 1) 5 SR T B AR R
RERARBI(AN). BANENTE AT DLUE R MG E T
0 AL RIS Y AT S 4 B B AR, R 4
I3 WA FFIOCNZ B /0 B EL A 1 77 BB A T e 1
HEE. RIS R B OCN ] {3k 5 iR P2 i i 18
FE AN 5 240 T Sk 9 R B 3 B g b e
. ME T 4R AT T Th R ATk TR AR
S AR AEN AR AR TR AR B Fe i JE, R AR
W 7B LGN AN R A B 3 IR AE AR S AR
AR ELAE T AR AR L. TR AS SO 4R T 4R 7T
AT R85 7] B TR (R Pk

1 BMSC

BMSCR ZRe T4, BA sz fAFEZEE
RIS, EAMBMSCIE A& 1 B $E 1 M AR 5 1
HEARA . AR SRR BK
BMSCHIR ST AR E 20k, S8CE R gt
BMSCCL# T4l B A 1 LG T AR 0. shi e
I RS 327 B BMSCHE 1 A1 2 i 2 41 i 1 384 51,
TR 1 AR

‘B M7 8 A (osteopontin, OPN)s& — 4334 7 3L J5i 41
& . OPNYEBMSC. JRH4HME. A& 4i i Al s
Y5 2 Fh g i b 225, BMSC/M i fIOPN I 1E Sy
43 9 DR R R R S B A LA
OPN 5 4R ists 1a) f7 2E A 1) Marciano®8 Ak
PLOPN % i L K SPP 12 1 B bl JR I 1) 5 B Rl 2
—L811 - OPNH] LLIEH A BMSCHI4M Y, 77 ], OPNRIE /N
ST BMSCHE 5 7340 M i o 41 B 52 30 1B 48 v Ak g
L8P AR A RN R OPN & B g A, HL

OPN = Z M AAAENR T 2. SR YouSs N RN, R
RERER D 4F B 7S OPNTEIZ 3l 5 2 3 T B, (HHAR AR
TR BT, X2 W55 OPN AT B 52 51 fig by
HIALLAN AR LA R m. % T i 422 OPNIY)
HEORIF Hagahmr ol B0, B AR nshaA2en]
AE2 X MLIEOPNK = AL 520, i YR T OPNXT AL 4 %
s fg B AR I B AR E A5 1 — DA

B A DU 2 W SORE R TR T RE AR, B EAIR
JE SO S AR R A A I AR IR R, SR TS
4% K FxB(nuclear factor kappa-B, NF-kB)Hlc-Tund
I AR BT (c-Jun amino-terminal kinase, JNK)Z % i
Fom, #—PTHMEBREITHIIIFFERGER
BT R A0 43 A O TL -6 T LA R el ),
BMSCH] fie Lt il B 40 0 508 R AE RIER 1, V2 RUE
R F-nIL-6  EL MR 20 i 28 RE 28 - 1o RL4H B4R 75 il
T KT~ ARRL 24 Y e 4 B v SRR R, P9 B el
BMSC/ 4>,

B AN LA 280 g0 i ER g3 Wb A W
RO LA RN, AHENF-«B. NF-«B
B Ak 52 AR E% 7 (Receptor  activator of nuclear factor
kappa-B ligand, RANKL). ephrinA2. miR-146afll
miR-214-3p%%. BMSCRIFA/MBIAHRNAK R IA 5+
AR B AU D U6 O 4 7= 2 B A s ) ek AR Y, 2
W3 g i A A A AT e EL AT AE AL AR I 75 4 B e AR Y
Ae /1. BEAhSusE N 7R SEBMSC ] LLE i 4h i 44
SO R AT AR AT AR G2 B I D R, ARATT K
PIBMSC/3 A 1 8 47 miR-29b-3p 1 41 WA it 25 4 4 1)
KT E BN, AN P 2 A M P R R
TV EANRITE ), IS BMSCR U 4k 14 1 4
PRGN, FE N miRNA @ i 4t A K
[AF-B(transforming growth factor-p, TGF-B)/Smad 5 ji&
% 513(Smad family member 3, Smad3){5 5 1B MK E
% p D,

2 EY

P B 24 PRI 3 R RS o R A R T VSR AT
WALFE T A, RO BRI PT 73 A OCN S AR,
i, OCNZ— i H46~50 R LRIk H M HEE 2
Jik, BHREASN G T BRALOCN. B i R 1LOCN
PR T O O P 9 3 R Y R SR EE X, AR
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BMSC RERL4AAE
OPN. IL-6%4HAE AEBAR. ER.
EF. FhpiE L6, IL-10
BYHRE [pA=gl)
BEEA. OPG, OCN. FGF23,
RANKL. Dickkopfi LCN2, NPY, OPG.
ZA/-1. 1111 BEAER
WEMm .
OPN. DPP4, CD7*B#% 4Rk
CTHRC1

B BAZNKMROREE A . B A AR, DR R A PR B IR TE AR . B T 2 P A G B A S
AN RIS B G L RE % 70 5 P DR 7 S 55 7 WA B AL IR PR T AR A 2 A S8 B DD RE. XSS e R AR O ELAE A, S

R+ A B T 2 4 Y R RE AR,

Figure 1 Cells within bone tissue include osteocytes, osteoblasts, osteoclasts, bone marrow mesenchymal cells, bone marrow adipocytes, and
immune cells. Different types of cells secrete various factors that regulate the function of multiple organs in the body through paracrine or endocrine
mechanisms. Through complex interactions, these cells collectively maintain the energy homeostasis of the skeleton and the entire body.

TR A OCNAE B T 1L M 1 A I AL AT A £E
B OCN A AR IR A K 2040 WA B 40 g 2R
B A IR 2 SRR R E SRS,
T4 5 RS AR SRR L OCN BB g 1
BAH A H [ B 3 15 TR 45 & B Le(sterol regulatory
element binding protein 1c, SREBP1c) Mk Kb & W [
TG 45 4 B H (carbohydrate response element binding
protein, ChREBP)f#] 3K iX, U\ﬁﬁﬁi&ﬁ?ﬂﬂﬁ@iﬁﬁ[%]. EN
A OCNGL AT DAIEE i 8 15 HE A 2 R AR i 5 25 7
T bR, ARRALOCNTTT LAY N fk & 25 )3
P g e MW 35 A3 P - 1 S R 27, 7R il B 2 e,
ARFRALOCNIE ] LA a3 & B R FH 22, I3 a4 i
xR 8 R I BURAE. KRR OCNIE I HEPI3K/AKT/
NF-kB{5 5 1 #% R G2 P o I S, AT e i oy 4
J L2 B LR A R 4 i i % 25 AR

FCAT 4 41 i A K R 7 (fibroblast  growth  factor,
FGF) K GAE TR T AR I AR KR & I 4 B 2
fEFIPS) HhFGF19, FGF21RIFGF23HH8 9 4 43 b
JRAAEA AR, BN BATT Dy RS AR Y 5
PIAR S, FGF23 A2 — b 32 B by Al i 40 A 4 2
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WALV 2 R Y, R 2 R A e e e
FGF2319/)N B ML 1 TE 46 I BIFGF23™. FGF23EE
AfDMEN H B 55 b R BEEAEH TH A, W
] R H A 2 Dy RE DL i fe AR, FGF23%
FGFR/Klotho i Z A &M A A R ERAM ), %HE
W) E BAEAE T IR AR 38 1 op ) Klotho Tl 5 i
ARG A A E AT BANPGE23 T 1
B TL 75 R FHF 200 e Hp 90 PRl R 3R, AT I 2 9 iE 5
IR, &R b KT R 20 IR 7 0T DA 3 4l
MIFRFGF23 1 73, 33 2 0 Rl FIFGF23 (8] (1) 1E
TGRS R 4E i P FGF23 5% T v T 0% PLCy/
518 195 T2 B (calcineurin, CaN)/i& AL T4 MR K F (nu-
clear factor of activated T cells, NFAT){5 5 i@ %, (£t
W JORE R TR R, 5 T PR AT S I i
FGF23/KF-5BMI. JEFH . JERLL. i g A b i &
EIEMKY i Te v R SEUE R E & —,
FGF235 & AEH 7 2 (B¢ R AT e s 1 IR REAN G o
RUFHITELENLH]. T FGF23FIFGF19/21 A 457 | B
A FEYEYE, TFGF1921Z 50 RS 4E R4 &
iR S AU R, MOEIFGF23 7T B B A 280K
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B, XA RS EAR RO T 5B L,
FCE 4 B I e 8 O IR 12 %k BX 1 2(Lipocalin-2,
Len2) 408 IR AR A& 8K, B Lon2 DART#A A
N 423 53 s I S RE A O, AR A 78 i B Len27E
BRI R RIA,  HOSE 4 R Lon2 (R R IE 7K 2
/> H T A AR S B 10655 Len2 i /N
MAER R ERWEA —Cmit. a5 /RLen2ik
FEREIN T 345, Len2fh = /NRIEE BRI, R
Len2X T &8 AEE . B % i 2 %2 fk4(melanocor-
tin-4 receptor, MC4R)ZLcn2 524K, #HIAN &
#. REAALE P, Lon2 W) %5 MU 5 o 5 T
e i v il 5 55 A% FIMCAR & 5, 2 T MCAR
b B I, Len2 X 4E R ARSI A2 ik Th g
AAHEZ/EMH. Len2BhZ 2 FEEH K2 AEFNE
[T B Lo Bl I /K ST 3G I, 35 R AN TR R T 7 TR ) o
HEZKF A, AT R AR €20 1 s 28 2 2 R AR (1) Bl 2
ST, FEUERLR D e B T 5 e R AR e B AR AL
M1 SR, S EmTORMEEEY, IEAFLen2fh i
O T BRI 2R, X S R AU B AImTORYE
SIEERAS A K Len2 0 IEACIET I 5 — VR R
fEfe st B e kR tadt. B 2H Lon2 b B A A HI3 T3-
L 1A o5 440 B 5 807 A e ) R 68 2 AR €8 g 1 400 B
FRACHIPRICHIRO L3, FEREIn T ki ikim D psh,
5B A RUNRAHEG, 4 B P Len2 B R R /N B R
SN P I D TR AR AR, AR T Len2 BT AR E )
PERP. SR — e sz 25 L B T Len2 ] E A A
EF. 9 anLen2 b B2 /5 5 1y 4H A r 360 67 i 02 2 1 LA
71 %60 W 38 2R 1 400K ST B A B R R R RO,
5B INERAR LG, Len 25 /0y B 23 IS R BE 5t AR,
AT TR, Len2 T AEiEIE - HIL-6/1 2% .
P b S A P A 1 B D 0 52 AR y(peroxisome  pro-
liferator-activated receptor gamma, PPARY)FIfFIE 2 1
TR R R R Y, BRI, 25
PRI G B Len2 /KB B T IR AME, KRR 5 C
RMEH IL-6FHIE A FER Fa(tumor necrosis fac-
tor-o, TNF-a)% RIERR G/ R IERIEE, ekt
&R ZE R HE 5 Len2/5 5 18 B 102 24 A 50
INERIANEA L, AT e KA R4 2R 40 W ) Len2
BAARIFEE. 5140455 K A Len 2555 /)N BRI 8 %0 5%
T 38 1 LA 28 R e A, R R S
g5 /I S U) SR 3R, R 26 R - AR R R i 5 3 U P 32

B,

FHZEKY (neuropeptide Y, NPY) & i i 40 ffd 1 42 b
AT o —4E R NPY = RN & & i & M2 Ik
Z—, H36MNRIEIMALRY. NPY BAIHE &L —
) B KRB 2 K, (LA 4R 9 R BINPY L 7E
SR AR ALY, TR B s ERR
4, NPY ] {2t AR s 40 M 264 G R AR s 2R R 2
Jir, NPY 524K B0 w] LAk B4 i 3 T 0 4
iRk, WIS AL W HINPY £E N 730 R G b H
HEEWERDY. EEHT, NPY BB 41,
E A A WA E T AU @ EAANPY
X T GBCR LR, H AT DA = R DT IR B IR TR
ANERBE BRI, AR R PINPY T AE LA i
BMSCsBIF AP TE R, — 06 FNPY 32 44 19 F
FORIL, 7N B 5D R B L B 2R Y 1 S AR B A S R
W P 3 85 R IR 7K T v R W i R BRI, X
BEEH 5 AR T 1A (H TR TR R
NPY 2 H4% 5 R 40 5 &, NPYH] B e iR
2 B D B 1A e A 2 B RO AR, SR T BAR LA
i ANE .

FCE A A] K & 2 W B ORGP 2R [ (osteopmtegerin,
OPG), OPGARTNFXAREFIRM 1, fEH i
B 0SNG RIET A e
B OPGILIE R .25 TH i, JFHEA RIEFR EHIC
SN E A AN B ZARPT I N, LA K o S 07 R
. Bx T OPG/RANK/RANKLAE 5 # 3 4, OPG
A R, RUBREIRSE R A < 1 T A4
(tumor necrosis factor-related apoptosis-inducing ligand,
TRAIL). OPGIf it 7% 4+ P TRAIL J2 H AL T 524K
trail-r1 Mltrail-r2, MG T TRAILKILZ 14
e NSEBIRBLI I AT, TRAILE 5 s vl
DU BUE S B A I AU T, J& 1AUKE PR I £E K
SIHLA. PR A BRI BE Y OPG/ TRAIL A 2
EHRAETY, RYIOPGTT AL %38 4% U 7 g B
T AT 78 K IOPGIE ] REE i #1111l p3 8 22 2 J5L it A ik
F¥EF(p38 mitogen-activated protein kinases, p38
MAPK) f % SR 5 M B R B A, TL-1B 5 5 I B2 A
TS T B R4 MIp38 MAPKIE, MOPGH #14p38
MAPK#GE 7. gt4h, OPGH Il ITEIHOCN I 43
WA B R OR A AT AT B AR W % OPG
AT 5 AR 5 A g 7 A OO AR T
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OPGE{OPG/RANK/RANKLAE 5 £ 4 5 8L 2 7]
[l R M ANTE 28 R R 40 M 23 W K B OPG, {EH i T
OPGTEHAMA L)) 2 Kk, MM E 5 IR IEOPGZ
T3 122 52 T J R B A .

REDRPE I PPHE 0B o 06 S5 A 1P 0 i
P B RS2 3R A R KT T SR
AR, B R A R A b T A 4 A P
SRS AT R M A R R IE
FHIBRE. EEAEANRE &S EE L EEL,
iof i ek U S4B R R R R EFLRS T,
HLE AT DAER FEAL, Enl UAENH 5
WA FAEZ A2 B R IE/EH. DanielefllYuss A 1l
PR Tk B WAL 2R 1 5 2 R0 F s j o i s I 0%
FKCF R S A . (AR 5 W R
BEAL R £ /N BT 25 T e, 15 S s g ™,
171 S 2 1 38 T DA K B i T T AR, i
gk BRI B AR AL AR 1 B TR AT REAS AR R
Joa R 25 SR, T (R (5 ey R AR I — AN IR R, (H B A
MURIIANTE 2. B R AGER A A R R A5 1L,
2RO A A, BE L UL S5 L A 0 A 1) 4
I W T g B2 TR BRI BB B B Bk R AL
5 MR R AEE R, A6 &R (1 nT Red
FEARARR 2 55 i 2 (9 L[] 8% (low-density lipoprotein cho-
lesterol, LDL-C)FNES 7K1 >R /b 2 ik o83 B A A6 B B )
T, AT A4 LA P R 40 S ko e R AL 4 5, 78
2RUNE R R R, v USSR 2 ks RERE AL PR 3R £ (i
HELDL-CHI& AL, I8 EE Py A 231 B 41 B n] 5 3%
WA ELILDL-C, S8R F /e EvgEgn i Hp AR, i
RS KRR A A0 I A R BT R A 2 T
T BERLDL-Co A g AR R, Mo sz & 445, 1k
Ab, T B I T g A A B AR
DA A B B AR AT AR Wt {5 5 @ %, 2k im ) T
RAEWOE T FE T 7 1 Wit/Ca” 18421,

3 B

TN BEHARAD S ERFE MM, FHEERE
U R BRI, FAE A BUR IR R &
MR, xS R EAW AR, (ENE RS
(T ZEH RN AR, R A0 B e SR RN AU B A I i
oy W R WntfE S IE S DU T, WE it E A M
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Dickkopff ¢ 8 -1, 3 0 V28 B 400 M A 05 4
(e R0 o 3 8 5 4 AR ANKCL 8 42 ik i 40 i
HITE AT RE, M EEMA B I, RANKLZ {2 3Em B
S A ) S 4T B R T, 5 Z RANKLI B 41 2 5
SO0 AR M R R Y, 5 R, AR
AT LA k43 WA OPG K B 1 R ANK L5 B 41 i 3 10 45
&, BRI, AN, B At 4R B AR
VE R RESE MG WK BE AR . 183 SECE B K ZHL
BRAAE, IR B LR R R R R, T 4 4
F R TT B RS VA WU 7 s R I T R MR . B R
TS FIIL-1IFEAUR SR I L3, (Rt 2 s 30 g iy
AR, BRI, A MR IL- 110/ B D,
4 B 16 7 58 0 LA e BT 2 M R AEG  O E  4
A S P 2 T 11 A /S Bt 22 T L AL 1 2 ek
/D FN A 5 MRG0, LG 0 40 B S B TL- 11 £ /N
BRIV AT S 0 Tt i SO 4 5 240 PR E S
A7 FD RIS T A R A S R A R, S
4 B B B AR,

4 BRI

it 200 s E R - R A B T B B 2
1240, I B RIS S g R e A AR 4
CIBIIEO e = Wl € 5= STy MR = 1 i DN A
(1) & 2 OPN ¥ 4 Jifa 41 330 v {2 3 BMS C ¥ il i 434k,
FUARTE, OPNA#E TGF-BHISmad3 i ifi {2l BMSC
SR R AR, AR P 2 2 S = e
B H 8 H-1(collagen triple helix repeat containing-1,
CTHRC1), {8 878 540 i sl 704k, RNy
SEVER R A 1 Chre l 22 T 80H & R EAEIE
R T A R RS A R A
K, AR ORAE L L8 WSR2 v LUB OB, — I
PRI 508 — Bk 3 Bk B4 (dipeptidyl peptidase 4, DPP-4)
Tl 5E N B 4 T i 0 0 1 B L e A A TG A
OO R R s A R 4 2 R, DPP-4
MG IR & 5 2 T I, (BB S BE 2 FEIR-1(glucagon-
like peptide-1, GLP-)I& & EJb; Ak, 5832308
PR SR B A 4E A RDIG YT (280 0E PR B A b, #5%2
Hh VB FRHTIVA T A2 BWE R v R B A 4 B R B
i, #&/R"DPP-4MNNZ 5 [ HEHB, I 7] REXt 4 5 fE &
gt i,
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5 B4R

BMSCAMYEA e 8y, thBA g 71, Hk
JE B 77 8 A AT P BB BT B 7T IR . LB AE
B IR T T A0 B LA AR € AR 7 4 ) 7 vy
fiE, T 7E i v DU 8 2 30 AL g i 4 ) 3R
OT) BB AR T3 AT B T 400 L O T 1 J
F BN W IhRERIE FOE AR TS 4y, (E-E 56 I 40 i
IR 7T L2390 22 Fh 4 R 7ok 1 L oh e

B Z AT R T Mg W AT L R 8 2 0 A L A AR i
BT ARG BEEH, HSARTEE BRI A
R g B A s ) IR S kS S e
BIEPPAR, AMPKMlp38MAPK M i i 5 B fig 4K
O AN I IR AT e G B B T rh Rk
ARG, ERE BN 7 A P A 1) P D B R 4 B AR 1Y)
PEFI MR SE AT RS, H L AEF B8 UL A 1 7
CFENIESE.  ARIDE SR AT FI B B 1 IR N RS B 1
BT, HIRAMPKIEVERI LR A A R SR
AL B S A R R I RE, R R
155 IUE AT e B AR i R o h et . W T K B
N R 20 B i K 2 ) e AR R ARG, X
0B PR B P e A0 M AT 52 o b B, K
AN o N B T AR I 14U R 2R 193% Y, kR4
SURIR ek = e s = A /R AT A 4

Rl A ORI E S W, SRR R k.
R ZRENZHL GRS, HPET 5K
Wy ML L BT EATE R Rk s
R E L2 E RS FSTAT, PIBKAIMAPK(E 5
O, R BT LA B0 T 5 5 4 4
By 22530, 3 WU T A I 4, SO A B T R B 2R R A
SR, BT ORI 4% R, AT S RN
el A BT BaE R, B BEAR I At R Rk
R, I EEEH T E RS Rk,
FGF23 I OCN ] 53- 3 SR 5 - A U SR T 34
A W BA PR IE 4 25 I MAT H (1988 28 mT DAV 7 B A4 Rt

IL-6 M TNF-055 78 i & (5] 755 il i 197 200 B o v 82
FAEN SR L B YA 48 R 178 355 P Fr K T3
WA, R4 BB I SR>, AR AIMIE TR R,
NS BB AR T 40 i v LAY Wt /b & (IL-1BFI TNF-0, {H
WK EMIL-6, XRWEBEIEIAM TS 548
JIE P AU AN ARE S . TL-102 —Fh B Bt 4 5 P4

Mo 7, HPrRAERKE T 5 242 5 YIL-10RaH
IL-10RB&E &, Ja & il R A5 5 55 T I B0E e 3 Bus R 1
3O BN Lt RS R IAIL-10, TL-107] LA 25 75 18 1
YA ITL-10RaSZ 4K, 55 BEAN M s = 1 IL- 1075 R
/NERAHEE, BEARIL- 106/ BCEA S i B R i 4
SIS T IR AP R SRR 1 A T R, DRI
FHE DT B 8 SR Y AT T - 10425 52 ) g s 0 248 A0 ks 5 2 Uk
P f o e e

6 HHEs e

HHER A SR KHG M D RE, B BEAG I T 20 17
FORIR S 2R 70 A BRORL AL BA A% 200 6 R bk E 20 45 A
M2 5HAREAB TS, PUARB RIS SEE
B LSRR . WECRY, {EURAS-MAPKIH #% 1§t
R A7 (1 Spred 17E g i 7 OB 26 A7 T X 44 I+
MRS IAEE AR, T Spred AR 2 (8 3% 1
TN/ T i A A B e B D B S,

MEAERR 1 — T 141 8 SR R 4 R B S B )
g, ZFETRH, B HECDT HAL YN M R AL N B
WKL, B EHE A O R K AR s HL A RE
AR, AT PR S, A H S R AR EE VR T
M — KBk, e A RS LA BE R AL/
SNE, AREATER YR B R R I E I ANE 2. 7T
RILT TR ICDT A% A0 L F L £ 5k
FRAR AN AN REH R, IXSLAH iy mT 40 4
S, TTICDT HAZ AN FE I £ e s o e
CD7" S A 108 o 00388 A 5 3R A T AR 2,
ST H BN HEARITALL, AR LT 4 ER
JEFER 2, Wos R L MEEALS Sk, (2K E gD

A B S AR, (BT R, FMSHERR Z BRI
fiff3(Fms- like tyrosine kinase 3, FIt3)ACiAn &1k
CD7 HAZANIAIHE 77, MATHI 250t 1A% 25 (1 (RO S, ol
URR 1B B8 R UR AR A2 S % 40 e v DAVE Bl iR
HEJHERE IR REAR. VRN B - B R S 5 — oy, B
WA 25 T ReE AU, R OR I, 188hReN R
B BEE R WARCNY, i (e 3k i 1 2 2
AR AR A R, IX IR R DT A R A R G
IR T st B G R T 2 WA S R
PRFARERRAS, B BERIEM2 B A0 H S vk = 3R IA
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The role of bone in energy metabolism

LUO XiangHang, GUO QiaoYue & XIONG JinMing

Department of Endocrinology, Endocrinology Research Center, Xiangya Hospital of Central South University, Changsha 410008

Bone serves primarily as a support for the entire body and is the primary regulator of calcium homeostasis and hematopoietic
function. An increasing number of recent studies have highlighted the importance of bone as an endocrine organ. These studies
suggest that bone-derived factors regulate local bone metabolism and the body's metabolic functions. These findings could help to
provide novel pathologic mechanisms for associated metabolic diseases or may help to diagnose, treat, and prevent metabolic diseases
such as osteoporosis, obesity, and diabetes. This review summarizes the regulatory effects of bone and bone-derived factors on energy
metabolism and discusses future research directions.
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