- @tlll AL ADEMIE
BilEHIEE TE TE

A e ST g

el

PUREMES/\ERR 4% 1 518033

B OB CANEARDN FIEAARARTOHEALT, AREKLAT TRAEM T, EmoARfet et ET20ER.
BE R — B BBt e, AT BRI R B R R R T R Thh. AR S R AT, A
BAERIEA L B mib ety A2, FEEBESMH TR T RIEEER, e AR R R T RO R R — AN
BR R, REGATENGT ANEEREEART me st AR, S55E It EERAG LG,

KB ARMLIEAE 5 DNA TG 5 B84 5 sE oL

Epigenetic regulation and osteoclast differentiation
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Abstract:Epigenetics is the heritable change of gene expression without the change of DNA sequence, which plays an
important role in the physiological function of cells. Osteoclasts are the only cells with the function of bone resorption, and
play an important role in regulating bone metabolic balance and abnormal bone resorption diseases. More and more studies
have shown that epigenetic regulation is involved in the process of osteoclast differentiation and plays a role in osteoclast
differentiation disorders. Targeting epigenetic regulation is a potential therapeutic direction for bone resorption disorders.
This review focuses on the physiological role of epigenetic regulation in osteoclast differentiation and the relationship
between epigenetic regulation and osteoclast differentiation disorders.
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