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Research Progress on the Regulation of Bone Homeostasis by Oncostatin M. FENG Lihua '

[Abstract] DBone tissue is in the dynamic equilibrium state of bone resorption and bone formation throughout life,
namely bone homeostasis. In the body, a complex network of cells and cytokines regulates bone homeostasis. On-
costatin M (OSM) , as a member of the 11.-6 family. is a cytokine with multiple biological activities. Recent studies
have shown that osteoblasts, osteocytes, and macrophages can regulate bone formation and bone resorption by se-

creting OSM, which plays an important role in bidirectional regulation of bone homeostasis. This paper reviews the
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research progress of OSM on bone homeostasis.
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OSM J& F 1 41 Jfd /v %£-6 (interleukin-6.11-6) F & 1k,
SOCHEEREN T 22 SR Ak q12 XLl 3 M RF R 2 A
PR 4 1 R R ) R AR B 1 2K I B M S TR R A T R
28000 FYZX W R BE 4R (1. © &Rt Zarling 27 4l fL e 75 .
PR JH LAl 2 40 ) e 2 930 4T it 1 4 4 R P T A 4 Sk D
FEE . OSM LEM N 32 2 | 1 1k 1 B A% L I 200 T bk 1 4
b0 AR S R 40 A A5 5 A, LA R i R A S 9 4
SR S8 L R S A 9 B A S o i A o T

B, OSM 32 28 1 40 A A1 200 1 0 g 440 i LA
S4BT 2P A, OSM. B 0 32 (R A7 78 F B i 40 1 45 4 1k By
Be A i B i B 2 R e,
HZ 4y T #5324, Bl gp130/LIFR (leukemia inhibitory
factor receptor, LIFR) &Z & ; DL K& I # 3 &, B gp130/
OSMR(OSM receptor, OSMR) 32 44, 1T %152 i F 45 &
OSM, i | #U5Z (kiR Re 45 & HoAb R 5 8 11 . OSM 5 41 Bif %
G4 Ja AT 2 AR 2 Ak K R R L 3 T S B R U
s ARG /15 5 5 5 5 5 % 006 F (the Janus kinase/sig-
nal transducer and activator of tran-ions, JAK/STAT) , 22 %4
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Ji 3% AL R 1 (mitogen-activated protein kinases MAPK)
2554 B e 2 AR M L A N
2 OSMs5ER&AE

OSM X B A M B E R K #HEEREMEEM . R
K/ Pt iR OSM G 7] 51l 5 8 F 5 07 8 TURR
B S5 R0 70 A 5B e Ak B 5 OSML, AT 76 1B R FE i
PR AL, IO 0 T B SR T B R s OSM 32 14 Bk Bk 9 /N
R TR R B W 32 B B R o sz B e,
KT {5 TS MRS HE 1 3 (signal transducer and
activator of transcription 3, STAT3) {5 5 i %Y Guihard
20V o N U B A RS T R B A B R A3 U B R
1 B 20 i K B 35 OSM, #il ik /b R OSM 8 H 22 K )5 5 i
B A E D A SR R R AL, B A TR A,
OSM 7 AT 4 F5- 5 B 3 10385 55 v 9 080 B 45 g 4016

gpl30 & T IL-6 )% A 51 4 1L-6 ,OSM., FH 4l i /- % -
11Cinterleukin-11, IL-11) 0> L& 3% % 1 (cardiotrophin-1,
CT-1) 4L M2 40 3, B i IL-6 KR W AR A gpl3o K
W ZIESE & B, gp130 K B F 44 OSM 45 Ak i)

BRI AF 5 e 4% ) T R A R AR T

HRTAFR 4SS R B o8 75T A 1L-6 ZRIN FH,0SM £ % &
J)TERE S E M4, OSM REE JAK/STAT. i 4/
THEHIMM 1/2 (extracellular regulated protein kinasesl/2,
ERK1/2) . p38/M% %4 4 ¥ B% (p38/the Janus kinase, p38/
INK) W IR e LB 3-3# /% / Akt (phosphatidylinositol 3-kina-
ses, PI3K/Akt) .2 1 # #f C5 (protein kinase, PKCY) %5 {5
53 5, JHL S T R T R ) A0 I R v R 3 S O
W2 MR T OSM ¥ B, OSM 55 Hifl 11-6 KA 1, i
FHELH gpl30 Fl LIFR W5, HoAw 5l A e 3 oy A0,
3 OSM Xf 8] 3T i T 4 B i & 43 4K B 18
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A B 43 4k 1G BE, Hoh JAK2/JAK3, MAPK ¥ f3-ERK/
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R P 1E) FE BT 40 C3HI0TL/2 fhy 8 5 | 3 o 455 30 AR LA R
NI B 175 S L A A 2R e

T3 6,V 22 40 0 B L I A0 i 45 b e Sl i 4 i OSM,
VeI 422 8 A ) 7 5 T 400 A R A AR L i e A S A
110 - 1 A1 107 o e o S S 1 R R = D e
A FE W5 N 107 e A ) 70 T T A M R AT AL R R R I
G IR R RS RTE  (Tvi o =il 05 W= 3 o A A = I e - s o |
OSM. ¥ OSM IR 5 ol 472 5B 25500 30 2% 32 7R
OSM A 5 B 40 1k B9 30 I 70 . B 94K £A (carbon
nanohorns, CNHs) J& H FI-H A A ¥ i H 17 5% 09 99 K # %},
AW CNHs By FL v 20 il b 58 38 48 B i OSM, A i [a] 78 it +
20 B 2 AR . OSM. i B /0 B % 4 I 40 il vk 2> K
I 4 W 388 < B B A A R

4 OSM i B & 4 i i 1€ A

AT N B A AR AR AN R AN DL e B A
Ji 2 6] 52 2R A HL A . OSM ] B 2 1 T 0 40 i L {2
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20 it 43 1 4 R AR
5 OSM xt# & 4 f 1€ F
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fit #& (receptor activator of nuclear factor kB ligand,
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kb,
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0 BB A0 MO B9 RANKL 23k, 7 1) 38 15 B 40 fe ) B L R
I EEE /N OSMR J5 .PTH ﬂiﬂ{%ﬁfir‘%ﬁz RANKL # ik
R R B A e A, R R RO . B AR, OSM
B2 X PTH 42 BUE 208 + 4> |2, 5t 2 OSM & H
RN S E PTH A0 g Y,

AT JEL 0 B A R A M % A L 2 R A TR R S
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