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Break and then stand: novel insight into osteoclast functions in the skeletal system
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[ Abstract | The skeleton provides the scaffold to support body weight, enable body movement, control
mineral homeostasis, and provide the location for hematopoiesis. Osteoclasts are specialized cells formed by
the fusion of committed monocyte/macrophage hematopoietic lineage precursor cells. The importance of
osteoclasts in bone homeostasis and health is evidenced by the diseases in which osteoclast formation and
function are dysregulated, such as osteoporosis, fracture healing, osteoarthritis, and primary/metastatic bone
cancer. All the time, osteoclasts, as “bone eaters” , are focused on exploring their role in bone homeostasis
and diseases. With the development of single cell labeling and detection technologies and their wide
application in the field of bone, the novel concept of osteoclast subtypes and their emerging functions have
been continuously uncovered and improved. Cell-cell communication network coordinated by osteoclasts
balances bone microenvironment, therefore, from the perspective of network, interpreting the relationship
between osteoclasts and bone/joint diseases will help to understand the nature of the diseases better. Finally,

we propose osteoclasts controlling-based strategies for rebuilding microenvironmental homeostasis, aiming to

[EEWE] 65 [ ARSI 4 T 00 H (81930067) ; [1 5 [ 4 FH 2% 5 4 1 1901 H (31870062 ; 4 2 B 2 B4 15 4 Bt 77 1l #2091 H
(20QNPY022)

[EEYEE ] HURR, W, 02, WL BFS A S0, LU HE# 5 Ann Rheum Dis Bone Res .J Extracell Vesicles % % 461 X245 . BHEIEE 4 7,
FRIIZ AT 10 300, 5K 1 AVRFE 0 4 T 0000 7 0T 46 001 H 20 AT, 78 DARHE s — 48 Y Mo S B R 3 —
A 1, M LS T R I RO . E-mail: dongshiwu@ 163. com

1000-5404/ Copyright © 2022, BhA7ERERAF (BB = BERY) o RGBSR CC BY AT HMY (https: //creativecommons.org/licenses/by/4.0/)



80 Bl 4242 PR R 241, 2022,44(1)

http : //aammt. tmmu. edu. cn

bone/ cartilage disease intervention and regenerative repair.
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