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Abstract

Sports can affect the bone metabolism form the aspects of physical force, hormone and nutrition.

This article was mainly stating that how sports affect the signal pathways of mesenchymal stem cells (MSCs)

differentiation into osteoblast from transforming growth factor beta/bone morphogenetic protein (TGF-B/BMPs),

Wnt, mitogen-activated protein kinase (MAPK). It was found that sports intensity, time and types of muscles

are important in the differentiation of MSCs to osteoblast. And more, rest after sports also play an important role

in the differentiation of MSCs to osteoblast. This review provided theory reference for how sports affect bone

metabolism.
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MAPKAE 5 18 26 W] 2= Bl 5, AT B s 240 i 1) 43
o MEAh, 2ERZLEEE, PUEPTEML R SRR
JE LIPS R G, M BRROS I 77

2, FUAPLEL REGTEFRROSINRE /114 5
LA R BE . — ek, R IR /s
Bl S AR I SR R L AR 4 A R PUE AL g FT 113
e, AR i 12 2 5, ROSIE AT — AN
KT, IX B AT 5 IR R )32 3, WROS—
BT — N E K. Wkl S, ROSEAF] K
IF M35 B, MAPKAE Sl B A A0 ), 7™ 2 2 ) 3 B0k
B4R TSR FE . FatokunZ5CV T 58 R BN, AL
IS e B 00 1) AR A B A, (SR T, R
Tl

12 F4TFMAPKAE 5 18 #% 1 52 1 7, ROSHE
HEEH, ROSH S ESEFAE. B, JLLF4E
RAEYIMK. 128) FHROSE &l mmEA T &
B B, AN T B 40 L 1R 234, ROSHH 22 23 % A
A MG R . Ak, BR2IE BRI, A E
SR 2 A L, B TBCTE 22 [FTROS (L i JR
i IR S )

3 B Wnt(E S @R

Wnt{5 5 i@ B R Wnt/B-catenin, &85 K B L2
H— 2R A U T R, O R AR PR R T2
HAZ 2%, BEA] DU SCRT D], 32 I T MR
B TR IR, 2 5 E KA Wntl HIWnt3altf, A
LA S ALPHYIE 1%, e #E i 4 i i) 5 I B a1k,
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