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Exercise and bone endocrine system research developments
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(1.School of Physical Education and Health, East China Normal University, Shanghai 200241, China;
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Normal University, Shanghai 200241, China)

Abstract: The authors carried out a comprehensive review of exercise and bone endocrine system researches. As a
new endocrine organ, bone has endocrine functions. Currently, research priorities are mainly osteocalcin (OCN) and
fibroblast growth factor 23(FGF23), in which OCN is carboxylated into uncarboxylated osteocalcin (uOCN), then
works on fat cells and islet, thus regulates the secretion of leptin, adiponectin and insulin, and ultimately, works on
the bone, forms a feedback circuit, and then regulates energy metabolism. While exercise may affect bone metabo-
lism by regulating the bone endocrine system, and different ways of exercise has a different effect on bone endo-
crine regulation, especially, the essence of endocrine is to seek for internal environment stability, short-time or
one-time exercise is insignificant for the body; long-term exercise can significantly affect corresponding factors
while regulating the bone structure, thus stabilize the bone endocrine system. This provides a new idea for exercise
improving the molecular biological mechanism of bone and body metabolism.
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1 OCN RYELZCHF 1 & xF 28 2R 40 AL T RE RY 2 A1

OCN  HH B3 AY B M AT RS 1M (osteoblast, OB)
BE MW, HAERRE R 10% ~ 20%, 53T
4 6 kukDa), H 4 PMIMREFH 3 ANNEGFHR, N5
/NEUTE OCN SMR T R4 EAT T0% AR, EL45 98
NI AL, B 23 MRIEESHER . 26 iRk
KA 49 DERFERGAE T 3 F ™ 7E 21, 24 27
BiAT 34 y RIS HAPRIRIE, RN v RIS
ZIRHE [ (bone vy —carboxyglutamic acid protein, BGP),
OCN h4i/EFE K KM v -4 Bk 5L R [ (vitamin
K-dependent vy —glutamyl carboxylase, GGCX)fEfL 1] A&
AR BN, FEEHUALIR T, Brn] R BRI 58 2 B85
Z (carboxylated osteocalcin, cOCN)FIRIL A HEFEER
(uncarboxylated osteocalcin, uOCN), AT DL i
WG R BRI A0AE , A B X Se ey B i
F558. HAER K RIERGRERAZETN, 27
i OCN 5 ibae , DT 5 S A A A A DGR 9 &
Hzo Hrh cOCN AHAZTEIERE Sy, FEAEERBIK A
(hydroxyapatite, HA), f#ffFE 53 ETH ; uOCN f255 1~

2 y REER ARG AL, 5SS A RO AT
PE, FEAAE T MWAGER ™, ATfest N USRS B 20
B PR M . RIS R IRBT . HOINRE RIS,
1.1 OCN 5 ik AR F0 A5 A 40 BE BY S T3 (2] 2%
1994 4, Ducy 418 OCN™ /)N £ H B2 R AAE ik

i, LB AR T R R B A LB PR AT
Ko Lee FF WAL, B S5IRE Z MAATE] 2152 E.
YERT, JF A BE OCN HoA = H DAL 48 m B i 2 il it
PEFEIR R ZAE T BB AR HERR . B 2 A5 5 B g

EE AT, B EZR(Insulin Receptor, TR)JEAL
HAMUAAE . SRR LR LB, 1T OCN™ /)
B2 Y LY e B R R e AR e R
ﬁ‘?ﬁ[‘d\(glueose—stimulated insulin secretion, CSIS)%T)IE'\I .
(KL Bl 2 (ANEEE SRS A LD W Rl =1 7 VN
A TR, WA U R SRR A K
I, P wOCN A]_E3 Insulinl | Insulin2, CyclinD1 .
CyclinD2 F1 Cdk4 7K, WA KERRf# uOCN XT B 41 A
FAAERGRBON" o TE/NRBIFFE T, 1B 2R E A E T 0L
HAEIEIE OCN Fal, ] OPG RE R, SIEME
Al fifi (osteoclast, OC)HF RANKL AO7G LR, B 40
P A RE T 1G5, JBT 5 (H) RG2S 1 (C1) AR 154
JL AT NS , JE A pH=4.5 RYRRTEERS, 5
ST PIBRIBAESEN, S581ERUE AR cOCN &
AR HE wOCN, FEAMBAEFR, HBAR S
SIS B AN MIEETE | 55 2R 3 W LA e e i R AU E T
HILBE R 2R 5 OCN TR MU 5t Il , {7 cOCN JRILTE
B PR wOCN, AN IR (5] 1),
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R F RIS R, B SR W AE R
V5o BRWFEHLV MR . —Jr el T B 4, il
JBEE R, BT OCN; S— e T T R
fiti (hypothalamus), 18 1< I AN 5 e A HPAX B 28 R 5¢
ST IR ARG 5, BT Iikith 52 0k
L3 11 IR E e L2 i SO T @ W N
el i BRI, MFITERCE A B2 ' EIRER
ZAR, IEAL TG 5 F 4(activating transcription factor
4, ATFA), P A is v, BEATAE 405
oA, il E AR B RE 1, S OCN i
RIS o Ducy S5 IUESE 7B S ARV A0 M B% C 2R
e 98 2 4 B PR BR /N B (ob/ob) AR 38 A7 PR A B /I B
(db/db)BIF5E A B, k2 98 2R B 3R 2 AR 2 R
IR LG, W) ob/ob /NS 3 BN ENTEAB RS,
ANEUE RGN R AR T ANE, SRR
Loy ot B 500 o R 40 o i R R R e m]
FLHAE TS, DEme s RABURE. 2= IUiR
Wi R . IRECER 5 OCN JE R 153 1]
1.2 OCN xfREE R AYIFE

VR & 1 20 )M 5% B2 1§ (embryonic stem cell phos—
phatase, Esp)J&[H (X4 Prprv)id i i fith 52 AR 5 1 1%
B IRWEBR I (osteotesticular protein tyrosine phosphatase,
OST-PTP)s e L F A 0 W DA 3~ ) A, T2 4 9]
TREECSIME, HEZET X OCN RIS, DAt
A, EATRERRE R A . fEXT OCNT
/N Esp ™ /INEL. Espobs  /INRAFFETH A B, Esp .
Espobs™ /N BUARITMEAE | [ 1B AT e, 3L
Esp TERHCET . B 20 LS B AR b o 2 A
B A Esp BYZRIAC R T LA B 4
[y ZRIFRIE S, AR SR A BURE, R
AR /NP OST-PTP H Esp MIBICKE T3
OCN FALALME MRS AR KA uOCN, Esp /Ml
BV L1 S R e | I 1 e R S e
HSFEELE , wOCN BIE R T 5 OCN /LR A
AHEC, OCN/INERER LR MARERS I . e 3R 40 T e
MU 52 30 B AHEHEFEI8ES . wOCN BRI, HI
Esp F1 OCN 7EAH R AYIE # T HEATA S B985, 1T Esp™
OCN"/INELHYRER AR DU 2L, R Esp™ /N
W] IR —A> OCN WS PERRY i i ) R 1
SRR LA Iy R A MBE RO, SC—YGIER] Esp™ /)y
PRV A B/ IN B e B SR BBURE T T 50% 447, ELr
kS cOCN WAl OCN/N A RE AR

ATF4 TEREHACH T BT EE AR, BT
cAMP [ W ot 4 &5 B A (cAMP-responsive ele—
ment-binding protein, CREB)ZZGM 61, AL H 20

Mo BRI RE 2 FE, ATF4 /NG BL AR K OF
TR, R REERERES . RIMSLREN] ATF4 K
T AN 2 0 JF 200 v e 2 ZE A0, T R 2 i
ATF4 15 S 1A N i 28 70 S OHAUR S, (A2 ATF4
1 FR LR BN R ARBUR . ATF4 SE {2 i
Esp #ik5 [ IR E8ERIL, HWCRE s, (1540
JANEE 5 (extracellular matrix, ECM)TGHEFE, 2L
#E OCN 764k, TR™/INEUR B AT M 52 ) R I . e
By RBURMEREIRIN S, UHOZ MK uOCN 7 TR,

WA T R M R TR O [ R R O 5 BEAh, IR
WERRALFEAIR T FoxO1 0% , #07fi] OPG 53, FoxO1™"
/INER 23 5 DA IMUBEE FI s 5 K, 585 uOCN 7K
PN, X I Fox01 A BER: OCN 5t a
BRI . TS A B, Fox01 AILA
5 Esp JAghF M RIEGSZS G, IS FiF Esp
Fik . OST-PTP {Ffk, i1 OCN 5 uOCN 21k, #i
1) cOCN ¥ R IKAZE G, DIRTEE ST, uOCN
H T FoxO1 A1 ATF4 L [R] 7 Esp /K-, 1fif ATF4™
ANERUHR BT R R, AT 136 BH 32— OCN
AT, TH7E IR /N TRER FoxO1 232 IE X Fhge
R BRI AR TR 5T FoxO1 8 R it

2 FGF23 MR ZA4FAE K SRS B ThRERI SN
A 2000 )5, FGF23 #l e B Wi R Geh E
BERIF, D Y 0 AR 0 P ARl S ) P R R Py
PR ERE NN, 5cd) & BRAE I A (4 B S M Fe i N, e
JEE 2 TR A A, R A S R A
B I FGF23 1 251 AN Mk il i 7 11
J& T FGF13 WAL, AN ish 32 ku, FGF23 &
BRI T IERRE (0324, 2 B EFn Bl 4E 4= 2 D
A, TERUE A FGF23 mRNA (33K LK PE )7
2O M A MR AR ) T, BRARJEUR A/ N X 1)
WAL, T IR LA o Il o B2 3 A R i
FVE /NE BRI, — 5T, FGF23 /EFT Klotho-FGF
'§"1ZI§(Kloth0 - FGF receptor, FGFR), SRR NPT2a
1 NPT2c BERRER L iz 85 1 i 215 40 il i 1 S G i,
NPT2a Fl NPT2c BEIRELF42 58 (A 0 ST B /NS T
W, thnTLiEs PTH [0 NPT 161, #EIRE R
SRR /NS I 2B, R LT
FGFR ik &8 T [, FGF23 J 55 4k 2k £ D3[1,
25—(OH).Ds |k K "5 F5—TJ7 T, 78 FGF23 [
T, 25(0H)-1 o ~F2 4L (Cyp27b ) FIK F R, fili 1,
25-(OH).D; & W2 FH, [RIAHEdE 25(0H)-24—F2 1k il
(Cyp24) kT, XAH 1, 25-(OH).D; 5rffHE 13
5, FGF23 FZ& P4 1, 25—-(OH).D.ARHE s, wiss 1
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IN RV INEE T B R AR I A ™ MR B,
FGF23 3= 2258 oo 40 ) 5 /N Wl iR Eh Sl fn 1,
25—(OH).D: IR RE, AEFEiERER AR 2 (E 1),

X FGF23 5 1, 25-(0H)LD: IR T —Fh i
WML, SR, RS FCF23 233l 1,
25—(OH).Ds (AL, ST 1, 25-(0H).D: S ififie i
Y FGF23 mRNA (9L, [FRHAKI, FGF23 5
PTH WAAAES Ryl #e, b PTH [RIAEAZ %
FGF23 [ . FCF23 /NI Ao . AR E
Fe R4 DA SRR AU ZE LIS, 1 FGF23 i 35k
NegREH I, PTH JUik, 51 MIMBEE. 1,
25-(0OH).Ds 7Kl LA S E TR A T4, 0T itk
BRSNS RE R SRS 3 K
1) PTH, 2 3538 Bk 5iE b FGF23 mRNA ()50
M FGF23 53" . B stit KL, FGF23 7K
5 A O, il g ke A L EALKAE ; FGF23
S35 R AR v ROBRO LA I Y o B A R, ke
FGF23 {4 #IHP A RUNRUR N 25 i A0 &R R, i
1 FGF23 FHmasv i As hee, MMk, s$Emisi
T, IR R A i B ML A SR S A R 4 0
FGF23 DAL IRR i MM #8 B i Thae™

3 EHREBRS RS

AR LI BaVER TR, o eis R
GER BRI R AR B A P R s (1
AR, 38 BN AR ) R X BT B A 5
Mg, 3 AR ) B A R AR R, 4R
e AT ] B AT B R M A TR, X R R
REBAER (VR o 1A )y 22 s 4 N 43 R EE 1Y
PENT R P AR, RN T S 5t e i v 4%
AT R Y
3.1 =BT OCN [ 3% A iA=L

J i riméde SF"E DUEHERRE 9% BRI E 2h B ESE
X5, RIM—UPEERRIIZGT, 2805 R 200 g
IRERVR WA BB Al — s sh(dEe i .
BB L IR ATTHSE, 30 ~90 min, 50%V0s.))5 BN %
IME OCN Jo i F A k; —kEizsh b, E st E/h T
Lh, FEAKVETALEREL; #7880 HKT 1 h,
SR EE TR, MiEh T REZHE, fE
THAES DM 2Kk, [RIRRA 235 AR A AR,
A, RS RUSE TR SRR, (B RS
PFFHUARRS A, — KBS A ST =
AT AR, FURXE T ALK AR BRI R
X AR RE FOIF 9T AR K .

KIWiz sh 2= A xR e IR, KR NI

U —E TR AR . X REIHERLC BT 4 J5 Ayl
Ukizdl, SICREAZ S R, MR 3 TR,
ML BRI R AN 51.819%" ;s XHALIE % 14T 6 Jliz5),
BRI R A T X BENLRE T AR T 4
JRRA SEaB S AER e T 1, SR IRIRE R 2 Tt
s BRI ACEE B SR PR B A TR R,
RIS AL . B R AT FE A SR A 2%
ATH, 6 ARG, KRIMLEERA TR
XPREREIA 64T 9 FRI AT 4as 2l s Rk BT FoR
B F AL OCHRA P A B, IS T R LT
R TR RN TLE 4 ~ 10 DAY, Wil
IEIFARER BN RERTHFER (R, A LURIHOE R
MIBETT; BAYESHFAET 5 AR ZIAE ML, R
KB B RIR TS BT, 3 2K RN
ARt TR TR, SCEBE R I ARSI 1Y A B0
LR R RIS SRS | A58 K F
A BIIREER , — okt 12 LA BB g R A
RPN 12 JHA B S RENS i UG R
B RE A UBE | (DR SRtk ey SRR
S, ek B AR IRE™ ;s FEXTACHE L A
AR 4 YIRS IR 3R | MR ALIE AP TR,
BRI ZE AL R

A — MBS IR R | R RS RS
B AL/ s I TRLE Sl 19 R 4 A2
NEDIRERE N, Pem R/ N H RIS
AW GE OCN i, SRS s 40 o I iR R
IR, RIS ShAS B o ox s R AR 40 i i ks
WF5EHR H OCN Fiz 3 Z (A AFFETEARDE , Hh B2 1 e JEE
BHIEA SRR OCN KF-o AmBUE ., HH SRSl
PRI OCN i, SIEHREJLEMIL, NLHEJLE
AR ZARPTIR | AR I OCN MIRERE K
K5, LS OCN MU LSRR s AR S AL AL A
FE, OCN HUBRE) 3R Z (A1 B B A SCHRPE A R U,
11123 PRI AL ) H RS Sl BUREGE OCN, JeffJol
AIBCARIEIATT OCN EeSE izl ral, MUl
i T RESEIR 5 1k L AT RS AL B R A, of
AIBFTE gt OCN fEftER Iz SE AT, W] ik
AT IR o B SITEI T OCN [ E% R, X 43
WA AR B AN — ISR R R, 3 S Ex) )™
AAEIE, FREdL X AR AL . B . R b SEAE
I ANFETTRaE s i A — R B4
BB B MAREOR? R EARM R R AT
s St — L HIIRTE, AR RN — DB LR
AT SRR IE S B N BRI EGE, W
PlAp Al TP RO BRI, XL RN R AR, &
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BN NI YNt S e W = RN T
3.2 EEXF FGF23 By F

FGF23 Z Y A MM BACE IR, R
HEIAARN FGF23 i IREBEZRR, KN FGF23
FUMBEAREAR 5B K BB RGN, 25520
MEWER FGF23 7K [FFE, FEAEREAMRN, Nk
BB AR M BB AL FGF23 K™,
FESE I R s — Uk iz s, SR FGF23 K iy i
WA T A S B AR A AR, KSR s K iz 5,
2%t FGF23 F=HE 5200,

TERKWHEENE, FCF23 Mmoo 7281k
HEEE 2 AFEXT N KN R 2 Bl A 5 PR A T S
S ESWET I R, ASRERESE, BRI
TSR X 9 AIRF EAR AT 41880 51 43 HIFESS
1, 12, 22 R, JHCsRBEEEs . o AR
HEH(HE . KH . BMOAYCIH A RER AL . Wil
DAR)FEFR R, TEORFF US| B A AN 11
BT, PSSR ER 25(0H)D . PTH 4% A4 ik B 54
FasE, LTS RIE, FCF23 Biin 509%™, FGF23
Fr B E TR T RE R RS . B, Bk KIS
SRS A, (BB BT BE MU RO
X 42 H 8 JEllE Wistar MEMER RS E1T 2.0 P(Ca)sk,
1.0 P(Ca)IfREEHRA , FR4L XA A BRERAL A2 fR
KM 25(0H)D ., £5, FCF23 Fr &34k E e,
CEEIORY/Ipiees SN S N ) B8 A
B s B, K sl S R i FGF23
W e, MR RNBENASL, BB &, 4
SR IRENIOIAF B

XFT OCN. FGF23 M5 k3, B —FNa
WAERE , AT OCN JBHACS  losi as E X e )
RIBUERME | fEE RS R A Il FGF23 P85 1
WP, SO RRE BRI 1) SR FIYA YT FERE T 4T Ay 43
W St HATRMIST RS, AR SN I RS
PEATAROCHE , BRI 237 | B 200 MR B 4 P D
R, 455 OCN Fl FGF23 23224, OCN
REAR S RS 5 R 43I /D R 5 R ARBUIE N ;. FGF23
WS EECRBENAE, TR S L, BIRTEZS Y
G RRE R A — A5, DA AE S R
WAL ie, AHUEXTTHa sh i i & N R 58
O IR A TR A RIS I SE 36 1 fd ke, SR T
BB G RURTE Y 2577 R 2, 1831
43 s 3R 48— 22 Rl iig G HUZ: 11 ADBE PR ) =35 1 ¢
FAIRAE T —FIBIRIAL AR, OGRS T it
—HRE,
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