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[ Abstract |

Receptor for advanced glycation end products( RAGE), a member of the immunoglobulin super-

family transmembrane proteins with multiple ligands, is involved in the pathogenesis of a variety of diseases, inclu-

ding Alzheimer’s disease a neurodegenerative disease, diabetes complications, and many diseases related to aging and

inflammation. RAGE also plays a key role in regulating the innate immune response. RAGE and its ligands are not

only important factors in various inflammatory reactions but also express RAGE in bone marrow mesenchymal stem

cells, osteoblasts and osteoclasts. In recent years, the role of RAGE and its ligands in the process of osteoblast and

osteoclast proliferations and differentiations, chondrocyte development and bone remodeling has been gradually recog-

nized. In this paper, we mainly review the effects of RAGE and its ligands on bone metabolism and the mechanisms,

in order to reveal the regulatory mechanisms of chronic inflammation-related bone loss and bone remodeling, and pro-

vide new ideas for the treatment of metabolic bone diseases.
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B MR AR, RS 5 2 Fh N IR SRR
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BB EL SR R L ZOR 7)) (advanced glycation
end products, AGEs) | & iF X% H B1 (high mob-
ility group box-1 protein, HMGB1) B-JE 3£ ik ( amy-
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WF5E = W1 S100A16 78] 78 5 T4 oAkt 72 p i]
3, 23 BUIE 534 , RERAT S0 20 e 5 IR
-2 (runt-related transcription factor 2, Runx2 ) [k
2.4 AR XEARHIMEENT AR At VEM AR FIHI
& (amyloid precursor protein, APP) 7K fift = A= , 72 ] /R
DRI 1 s L P A OBV E . AR A B i
TF1) 7 0T 200 A S 0 B 0 v A s
PRPIRFSE " R A T B A L, 4h4F APP 5 IEIR
/N B B BT AT ) e AR AR A, AR /D B
M H A R AR, 2B APP 76/ BB B P
ARTEAEH . A, AR AT LU 1 255 RAGE )3
B AN M ) 34 B, 38 T i A LTS P B AB X T



RIS BES: 202148 2 514 % oM

T2 F 240 L ) R s A RUAEAE T, — MR EE 9 AR AT LA
PG B 200 L ) 34 5 434, T v R BE Y AR T X
HAMEIER

2.5 AMAXHEACISRORE I AMATE P A B C3a
RAGE fy 5 5 MR o AT 6 /5 2
Sato HBA B URIESE Y, Sato 26 BLIBF ¢ 31, 4%
1,25(0H)2D3 ¥ fin 21 /)N BB 6 2 5 40 fifg (ST2) #11
JRAC B 20 B, A C3 3 34 hin, 9 H. C3 B fE
HERE B A . #MAXS B H A B A PR E
WF5ER" & B C5aR Y mRNA 16 B 20kt 7 b B
% LM, H C3a,C5a 5% 4EH+ IL-18 L =] 5 3% nT
5T 0 E A0 M S RE I TL-6 Al IL-8 1% B il
C3a I CSa XA 40 M A it BA 5 VR T, A1
AT ELHES S0 B A0 R B, () B MR TS 4 B e
TR RRE B R 16 A8 A R aE i % 45 4 1 4m
B 4340 B M e 38 5 45 A RAGE $%11
SRAERBL T 9B A, B H i JTCIRA WA

3 RAGE REE @SR i Es i &0

3.1 RAGE JHFEARX B T R KT
RAEH WA, 8 T O R TR AR,
FRIE RO 3B IR 1L 3l T B i AL B 88 B
BRERE R A o B O % RAGE I BLIA AGEs 72K
B R R R AR Bl AGEs M/KETHE &
k0 B A IR B B IR AR A M AP T, I
) 1)) e e L el Q1R €= i S T T
HAFIIRER IR o BR T O R A0 4 3
SN BIFFES S B RAGE B8 s vl LS W0 ¥ 240
(35 . AGEs 38 1 30 ¥ B 40 iy _E i RAGE ] L)
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[ Abstract |

Coronary heart disease( CHD) is a disease with high morbidity and mortality, and depression has

now been proven to be an independent risk factor for the occurrence and poor prognosis of CHD. Both of them can



