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[ Abstract] Peroxisome-proliferator-activated receptor -y coactivator-lae( PGC-1a) is a master regulator

of oxidative metabolism and mitochondrial oxidative stress in various organs. In bone metabolism,

PGC-1o promotes the differentiation, proliferation and mineralization of osteoblasts and inhibits the

differentiation of osteoclasts. At the same time, it is important for maintaining the expression of

specific genes in osteocytes. This article reviews the effects of PGC-1a on osteoblasts, osteocytes and

osteoclasts to provide insight for the mechanism, diagnosis and treatment of bone metabolism-related

diseases.
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Fig.1 The function and mechanism of
PGC-1a in bone metabolism
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1.1 PGC-la #v& pk/B 48 L6 A Fedg 78

B 240 B F B8 1R] 78 5T T 48 L ( bone marrow
stem cells, BMSCs) 7 kifi k., PGC-1o A1) i
25 B BMSCs [l B 40 i s fk 3 it SRmiE %
AL/ N, PGC-1ac 3 658 1Y F B 5 2 BMSCs
1vi) A 17 40 L 53 85 P T ) 8 200 L S A D 2L T
SEcE /N RE ER B RERR D N, 5 AME
7N B Y BB T 49 ( skeletal stem cells, SSCs) 3
DRI R B S 36 b & B0 PGC- 1o (R 5% 45 1 T S 3
H IR S s DDA O BRI BT P 4 B
PGC-la FE [H i R 52 5 & /R #F SSCs v T B4 it Jiit
mRNA FRFEAG, 22 IR0 E A otk 0 A ik
HMIFFE BN, K F PGC- 1o JE PR AR /N BRUAG A H 40 i
HA A 8GRI A LB 4 B T 2 i A
RO AN S i ek Rk S R PGC-la
X SSCs JiH FL I /A B 52 . (1) PGC-
Loo Y 3k 3 3K A 5C B8 WL 15 A 75 2 [l RUNX2 | IBSP
COLLA1 F1 BGLAP )3k 58, K1 7E PGC-1a
RS PERRAY SSCs Hf, IR B/ 3 PGC-1a I3
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W5, B B/ 5 PGC-1a 13 22 35 1 DU B ik
oA ELIN 6 B A 434k, X — 45 A IE SE PGC-1a
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1K F B UIM ¢, NaB 78 4 35 5H 40 i Fn ik
H AN AR ATP Az iR A S A g 1k
HAHEE/EH, PGC-1a AJfiEfE NaB /-3 L hi ik
e AR A R Y 0 BT A, miR-23a-
3p A Mg™ W] E M B JE TRk, 76 B AN AE
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PGC-la 335, FF RS 4 i K5 32 L g v, i F
miR-23a-3p A2 FI PGC-1o FY3e 2635 S 30H L i
B AEBEE S AN Mg FEIR AN AT (R ot A
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