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Abstract; Bone is the main target organ for malignant tumor metastasis,
but there is still a lack of effective early diagnosis and treatment methods
in clinical practice. Therefore, bone metastasis has become an important
cause of death in patients with malignant tumors. Bone metastasis often
causes a series of bone related events ( SREs) such as pathological
bone pain, and bone radiation

fractures, spinal cord compression,

therapy, seriously affecting the quality of life of patients. Based on
previous researches and combined with domestic and foreign literatures.
This review aims to elucidate the mechanism of bone microenvironment
formation and escape, colonization, dormancy, reactivation, and
proliferation in six stages. And summarize the latest research progress on
the intervention of traditional Chinese medicine monomers and formulas in
the process of tumor bone metastasis, clarify whether there is a
synergistic effect of integrated traditional Chinese and Western medicine
treatment on bone metastasis, in order to provide new ideas and
medication basis for the in — depth study of the pathogenesis and drug
treatment of tumor bone metastasis, aiming to further illustrate the
advantages of multi — target treatment of traditional Chinese medicine and
its important role in the treatment of tumor bone metastasis, and improve
the efficacy of bone metastasis.
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TS SRR R R 65% ~T75% (TS I
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B R I B E FABLER , H400F 08 A (9 1 R I AN (B
AR B BFFE T 1]
1 MEBHERERRILE
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4G PAGET 1t 1889 4F B 42 i iy “ A1~ - £
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JLW 5 380 P T D A I 4 S el /R T B 4
YU AN DR 7, 3 T8 3 R iR R Bl
BRI A B4 S5, AR, IR R IR
1 IR A JL I ( Lysyl oxidase , LOX) 5 i 4 i 70 i HY
IR - kB 3Z K165 46 7 B2 {4 ( receptor activator of
nuclear factor — kappa B ligand, RANKL) #H H./E A, Jil
RS 20 M A, (2 R 5 AL B O SR TR L, ) T A
TN e A L AR IR 4T i R, RANKL {55
EKF 2R S B O IR B S R R kBT R -
W EH 2(R - spondin 2, RSPO2 ) #1 RANKL i@ i 5
HAZARBAH EAE T, A2 1 i s 200 i 5 B Wil B SR B8 1Y)
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1.2 PhEMERRIES EE

I TEE 240 i A= J0 Ak e B i T A M e A b R TR B
¥4k, ( epithelial — mesenchymal transition, EMT) (o1
EMT J2 40 i 5% 255 b B RRAE T A5 [A] BT R AR 9 3 A2
N4 ) 266 R A A kY AR RS A
HH E(E - cadherin, E — cad) J& I B 40 g 7] 24 B ) 3=
BT, R, 2R E — cad 2 BOEE IR 40 & A

EMT [ SCH A , 34 171 SO0 RS 240 B DS A 9k 36 I
MG . b6 240 Mk T DASE 58 43 W 2 1 K fi
Wil 0 3 7 4 @ 5 1 BF ( matrix metalloproteinases ,
MMPs ) %5 fif 40 M S35 5, D 31 e g 48 e 32 2 e s Jog
PEAEFR 1 476 BR B R 40 M ( circulating tumor
cells,CTCs) , iX 46 CTCs ZF 12 A Bz 4 i 0 1L A7 Ak i
RAEHE, I HARR SR M S EE o A AR VR T A 2t
IR 2L A A o B A B 00 D 3K Y i B A AT
H: I 1 (stromal — derivedfactor — 1, SDF - 1) , g FK
4 CXCL12( CXC chemokine ligand - 12) , J&—Fj f1 &
T A o A L 0 e AR PR T, R SR AL PN R 40 i
ER IS P P T R R - X - b
RIRF A T Z K 4 (cysteine — X — chemokine recep-
tor, CXCR4 ) 1) g 20 B 1) 5 T , 475 M9 400 B 1) 2
AT o CXCRA MR 40 I v 5 3, e 40 B % 2
TG ARG § CXCR4 5Z{k 5 CXCLI12
B A1 TR AR NI R AR S A A
J2 A K [T (vascular endothelial growth factor, VEGF)
TR 2 5 TS PN B 20 2 T ) 1 S R e 52 A, T
U IR A o 3% i CXCR4 kBN, I i CXCLI2
P A A S g 0 e 1 B T A A B B I R
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TR 4 it ( disseminated tumor cells, DTCs) , i 1 5
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WRITZI R By, TS B R 3RBE T A Ak I R
(extracellular matrix, ECM) Ho45 —Fh I B R 1, H
YEFIAIL R AT AR 2% 38 ok #0 f Wnt {5 5 58 #% ( Wingless
signaling pathway, Wnt) , Notch {Z 5 1 % ( Notch signa-
ling pathway, Notch ) B i 7 ‘B B & & 4 & H ( bone
morphogenetic protein, BMP) {5 5 J§ 5¢ %1%, fff DTCs
AEFARBRARZS ™ oAb, B 20 M AT 23 9 5 1 2k K
A F — B2 (transforming growth factor beta, TGF — 32) #ll
4 K 4 46 A F 10 ( growth differentiation factorlO),
GDF10) , ji i p38 22 B 545 A6 85 H B ( mitogen —
activated protein kinase , MAPK) 4 #i i #2 5 i 28 48 Jitu
Ik TGF — B R 32 A 45 5, A foff J3HE 0 fi5€ 240
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2 PN B IR FL sh ) v 2 5 R 2R 1 ( mammalian target
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activator of nuclear factor kappa B, RANK) 25 & LI i
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5 EERAGIFE (P <0.01) o XUEHIM T -
P AR 24505 EL A 410 B 0 W A P P T, O BBk A%
R ZSwIBLEiErI
2.2 HHERH

XUFRFE B1E SoR , FUE S R AR M T
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2 356.23 +45. 801 955.35 +20. 02, ¥ . & & F25
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