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TwF MELmT
(P TR A 2B, A SR R T SC 0%, 7% 710072)

RS

FRAERAEEATH TRASEERAFURENERPRATEXETR. £XEA

FEF BHLT, AR i A AR T LRI T B Bl it $ TR R AUk
R TS 5E H AR N5, AE, 7 % B IS HtE S50 TR H £ I R
TR . TR IA SRR, UL TR & 6 RHCT A AR A R it
A, AGAFI TR QKT ARREREHY WRE, KAt id, € ERETHRAS A

F )t R LR G R T 945 T
XHEiA

1 BHELMMATHEIFEENX

BARFEEZFMBAR, R E M.
AR, HEABRRESAE. AFELERKE.
EHAEIIEENTFE, BHREH AT E
YA (modeling) 1 5 ¥ (remodeling) & 5, i 2 #K#i
BCE RTR A0 R BOE . R UG EE . SR Al
LM AR E. X TEXFAR B A
A, ARATCEFARTERFRSEEMNE .
BRAMAREEER TN T AL S 2 ae
MEFMANTEXREE,
1.1 E@EBEREAT

“HHH 41 il (osteoprogenitor cell) K5 T i [H] 78 5
ZRET A RN T IE AN EERERRARE. &
W A0 B Rk B R e M e SR B F Runx2, 2 Rs 4
ML EE R EF. EHA R AR
R IR, FEak SR S 4k, BB RCA R R 4 P,
k35, HEEIRA W ERER. 5885 A
J&, B AN A E A B R O B A, R
F g T T P At 0 B CR B B AN o R 4 PR
W, HARY80% Wit KAEMT MER. EEFENE
YRR E . EFTREOMEITBEETRES, DR
P ot AR R A R 8% B R A R S X R —
ANERN . ZEFRREMAEETE, ZHEE.
ARETF. dEFRaS HRERSEMN. K
B A AR B R AR R R E R R R .
24 T A0 B A A e PRV T (K S P B R R 8 3 Bk
MEBCE BT R T A di 5 SRR, K
TERE, RASHERRBD, AL FHWEVIGARE
PR IE R, B B> S TNF-o 512K RE

JE A B AR BT WAKBIYI T, AR N )

AT K. T BRI KR PUE P R
S e AR E T K RCE AR TR A B
B
1.2 BHEEEAT
BAREFHRTEERNFEENARE S
M B $ i 95%); HEMmtLEK, LIFSEALMEE,
EIHEREgR, HPHELY—WoRETHT. K
R E AR 2 ETY, 4Rk A T B
F, BEHEAZH. EETEREMA KA M
B, EHEYDBEZENENED . B0 S
BZE. A5 IEEREAEFHM. FEEK
B B R 40 S DA R S 0 i A R if 52 0 A 4T B
A3 o S BRI AR, 1 mT (A1 5 e AR B B
S M AT AR BARE, TE AL B B R N — N =4
P4, (R AL —ERKIZhRES KA.
B 0 ML E RSP B R R 4ERE R SE RN
REWRELEE. HATAA, BARMFEEDRR A K
ZHHERE . BHEMAEYEE S HE S EHAR
B 0 0 R i P RIRI o 40 L, AT S B IR MR T
AR RS, ZWmERER. HIFFEN,
B 40 FORE 4 MLO-Y4 [ 4% {1 45 57 25 mT o) s 4
Basrdb. B 40 R R A ML SR TR AR W], 23
F12F R, B 4RI DA B R A (S, R
RCE MMt BBV ERE, &
T8 43 AT v R 0 R 4 L ) T R B TR
K. Cardoso 25O, X K BE HEbN 14 KI5 7
iy B ] e 25 322 46 I P ) T BRI, T 5 4 BT 57
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DA 5 1S AR 40 MR T AR B A RS , SRS 55 A
T SAEE AP AE MBS BUE AR T, S
WA AR5 B BT T da A AR, BRI
15, BRAMFHRSHUKRE. XRWELKEH
MR TR FE N ER AR EREN
RS, IS R A T AR AR R B A MR T e T BB
BOGIHRE . R, EKPEKEEHEIZIN, &
ALE B> FBUE (RIBRBCR B, LRI FRER
Z. REERYNERTRR, &HKTZ ¥R
myE, FARATHEENE. KEFLT, £58
I % Er 4 AT, 1B RAEH MR TR, RIN RS
L B ARER A B 18] B P R A R AR, ke 33
AR E TR AR, I RIBORAD, 5IEE
WA TN, EREEE GRS, B
I 0 P A U R Ay B L AR T 2 S R . B
240 L e X % P SE B T BRBR, SET B
T 4 L RTOR TEOF REE  LE SR B SR AR
HfES, HEBFREES, RESBEVWRER.
B ARS8 . SR 29 s A Y 22 F B
B 40 MR 1, A AT e AR A A T
REEEFEER.

2 EEMAFRFTEHERAMEMBA TR
FER
2.1 BRLMAFTE RN ERH

EHAREENGT, YEBRZIEN. E4HNE
BB, 7727 5 e 0 2B 41 43 v HLAES (R B N AR, K
M= AR R S — 5, B ACE B RR AT
WEEFIEE KRB PNEMNERENIEREIEE, 51
(B BBAR T AN; 24 far R R SRR, T SRR IR,
WA s . Fk, B RRE LR E—BAT3E)
SMRGRIRES . LSRR, XEHHRNE,
WAEETY) S1(flow shear stress, FSS)/& LI R L&
SRATRIEAE S®. Ktk BEHAK B TBERshm -
ERRAEENRER ARG R EEN N FERBGE
5o TEARSNSER R, XA 4 BUFDE 40 R D 22 R
AR HEAT B 5 ) 5 SR P 1) 0 22 R80T 2 R AR B 1)
FEX BB Fkrh 8w RS ) Ao 4
KT B b 40 Bk AT B ARl (stretching BY
bending).

TEARPA, B 40 FRLR-B 40 BT A 27 RO
Uk, B LE®R. BT EHRAMLERR, Kk
NI I T B /NE N, DRI 40 B e K

ZH NP A ARSI T B 3R T B R 4
M2 HERERIIAEE. A, BRIV RER,
RS 40 PR 40 PRLE4T T %of 5 ol 2 RS (R S A4 Y
PIA . FEskN N ERE N D) RAE RN, RE RINVAELE
X, BT NS5 853 R
BSEARF, BNTHANERE. Bk, Harx
40 R4 B ) 5 IR e SHLEIF A 52 K 2 AT 8R K
FH 41 il R AT -
2.2 AFRMXE ZME TR EER

&2 AR RSN SR, J1#REAME R
LR A ITE . L FIThERN, T B e@at i S
BN HI A M T g R A0 SRR IR, A
A2 BUIRZS 1 7 27 AT B BT PR B 40 B RN 40 A
P, P 7E—E R L] 8 B 40 B K A i
R

FRARL K FEASLRY AT M T BE ) 2 o 2L R
HEM. FARMNAAEFZERE TR E K,
HEBRAMME NS . ERERR S, A6
JLFEAZ, BHRM %A HKTH R, S48
TR, RO, A SBEERD. Aguirre
FUAMBRREOR, /NRBE 3 KA, ME MR
BnT A RETEm; 2 AW AREE L.
B RFLBR BT, B /NIRRT S T B, B A
B YA B AOHE B R BRI, R, AR %
RIBAE SR B AMIES TH, REFEHET.
b FIRTRA B ] RIBGE R B A RE S,
R E W . Dufoura 25MHR %, R 2~7 RAJfFX
U E B, I8 00 40 M A B Al B R T
BB R, & 56 op, BEREREKT
F AR BEALES 3- 4% (phosphatidyl-inositol-3 kinase,
PI3K) BB ALK PR, AT Bel-2 AR, Bax {f
FEAAR, $R7nH 88 25 5 vl e @il A1 55 osB,-PI3K-
Bel-2 A7 IE BT M i 4 I T Mann 35041 [r)
B3R T 3-D A SO AR G0 A B KA I B n A B v
J1% R 3 000 7MY 1. H 5 min, %43 K)5#
BARA B G MIE TR VT4 51 3,
T 5% 3 40 40 A - Ee B B B4R EK, B 0 PR o
FXTRA., XLBAMALZUKPFRIFRRA, 1%
FIBA R AT SBURE R/ B AR T, 32 2R
B R EE HEME AR M A TR,

P AMELAUL A B P ) 2 R B B A B TR
R R 2 T AR M. MRS A B
0 i e D AR B V), ANERT 5E 4 P T R SR B IR 7
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-0 (tumor necrosis factor-o, TNF-o0) 54 K Rl 138
5| MDNARTE, i& n] 415 fiE 2 ¥ (lipopolysaccharide,
LPS)FI H,0, B M4 T, B a0, X T # R
ot s 4 /- A0 RO AR F A A MR AN
g, FEEPE/IANLERE.

Tan 5S35, kb #44(0.70+£0.30 Pa, 5 Hz)
AL 1 h 7 Z32 405 TNF-o. % S 00X & 40 e yE s,
ERBEPUR B MRBE T, FAEKTIETERT A
NO & e d#l57 L-NAME [N (G)-nitro-L-arginine
methylester] T FH BT, 327~ NO 15 5 @R E R AT V) 1
ViEMRAT P RIEEE/ER . Pavalko U F,
TNF-o/ 3 C. B (cyclohexamide, CHX) &b 3 4~6 h 7]
FERREARKXBME ST M. MC3T3 #uE 4 fufi
UMRI106 B PR 4 B A=A T a0 1) &40 Lt Jom B2 )
e FARETY) 1 (12 dyne/cm?) [E] i 3l TNF-0/CHX,
T % L5 2%, TNF-o 352/ casepase-3 ¥
TERSE RN . HE—PWAERH, WAV
JEPI3KAE il M, 351 8EAMMB (AkyBEERIL, tn
K LY294002 #1 %] PI3K #& 1%, WA AR PETAEH
YEPEMT . JRT, LY294002 A HEINHIMART ] F K Akt
WERRALAEF, $ROR IR BT V1) ) v e i 49 i A PI3K
TEHE R AT KPR T/EM . Bakker 5555
R, TERFERETRAERL 2 2 50 T, Mg TR
A 51 4 152 17 5 % 10l I 5t 44 (%8 (phosphatidylserine,
PS), H Bl T BB AT 4400 6 £%, & T e 40 3

B o HEN 1A Bk b M ALAA BT 9] 13(0.3 Pa, 5 Hz) AT {E

F7& PS (1 4 M2 B T % 90%, {BXF B E 4H R
SRR N TC R . WRAKEY Y 0 X 4 M T AR
P YER AT RS Bel-2/Bax KB ISR 5. BATHIBE
FURR, [ MC3T3 fH 40 B i InASAo A B 47 3% PR i
&89 47, 5~15 min B A]#B 43 %1 H1 TNF-o/CHX ¥
FIRE T, M ABI4) ) 2 h /5, TNF-o/CHX 581
JAT-H caspase-3 W& 5E A HANH], M H LA HriE s
YEF AT RESEBU I (R R K R) . DL RS RE, &
B A AR BT ) 77 (6~30 dynes/cm?), Toib & H
MR ERAE. WGk ERE, AR —EE
FERIPURE TR, (8765 40 MR sl B 40 15 3 (1 SE 58
GREFEREER.

Plotkin 2507%f f&#h 35 7% () MLO-Y4 ‘B 40 B i in
2R N ) (ZE K L ST A 40 K BE 38 0 5%), 1~5 min Y
B AT W %2 21| ffd SM5 5 1 755 88 (extracellular signal
regulated kinase, ERK) & 4= BRIV 05 3 7 40 B A% 19
AL, NP N B S A RAT, AR,

450 0B BT BAE O M 22 LUK Scii i 2 50
R RO HURTAEM . #H ERK BERR1L. 07
ST DK e SR A 900 T B R A T 5 e B A
ByiETAEA .

iR AT R, AR A BE SRS T A AR A0
FIT 52 F) 3 < T 3RT 4 X B R PR 4 T O
. HREEAEBENE, RELBRESRZAGFE—
RERZE, XA g5 BT R A 7 2RI AR (AR B9 D)
TIERARI N )~ 40 B AN R 73 AL B B (BB 40 B B
) U R T HSHUHI(TNF-o, M8 JLIRERE
Lt s JENGESESH

3 AERFETIEE LA RA TR

B AT, X AR 2 23 40 B T B AU R R A
K8 2 TNF-o/CHX 5. ME YL CL & M A
etoposide ELBE U EHITHES . HTFAREEE
RATESE SERAR, MATAR LB B EH
N LTS S R BUBR A EE R, IR
F AT AI FriEt AHE], LR BT ER
MG ARG FIRZ WY, B L8N KH caspase iEHEAE
HPETSHIARE . AN, BCR 40 BB 4 B AN (R )
RS WARBIY) 7 E AU ) ) R A A
o XEEFREMT HIMFRAIR I ST 440
BB FOE T A R, I BRGA KN AT eSS 0
ZRIBS B HSARE TR LAEEF SRR
TSR .
3.1 $5/NF-xB 55

NF-xB & —R7Esh 4 i b |z 323k i) % %
TFo. ERZHMMpWIAIH, NF-xB 7E M3 o 5305
WAL IkB AR LEERME &Y. 2 1IkB A&
BERR AL AN PR AR, NF-xB \B AW BEIBOHIELL, 5%
Lk Ntz %3 — R 5P T EEE (40 TRAF1.
TRAF2. clAP-1. c-clAP-2 1 FLIP, %)% % 5
P, {2k 41 G0 . You IR
FRY, MY F1(2 440 /m?, 1 H2)/EH T MC3T3
RCE A, 1~2 min J5 BT M3 5 0 BE RO A, Y
FH B M C (phospholipase C, PLC)#Mll3 U73122 I
i TP, 7= A BN F - 28 S A0 e 45 3 e L b 771
nifedipine FJHIAAKEIY) /15 #4515 524K, Chen
FeR & WAKEIY] (12 dyn/em?, 1 h) AT F1HEEMC3T3
FUCE 40 M B [f# A NF-xB [5) 40 M0 i% AL .
FH L A 45 E4 7) BAPTA B, U73122 #1763 45 B i
A 554 BEL T AR T |2 A9 NF-xB #5467, TN L- B e
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J AR A4 5 208 A FEL T 77 X NF-xB #6067 TG . 1X
St BIROR, MRS V) 00T el B A S T R
NF-xB #47, R PUAT-EANRIE, Wi RIEIR
BHRATER.
3.2 PI3K/Akt 55i&E

PI3K/AKGE 18 i % Pl 2 (2 ik 4 L Ar s, ot
MEATERMEBEERYTEF. PBKHEEE, 7
S0 A RS —AEAE PIP,, fEE 5MMA & PH
SRS S EA Akt FIBEBR LB MO 27 B
(phosphoinositide dependent kinase-1, PDKI)45 &, 21§
PDKI 1k Akt ] Ser308 FEILiH{b . Akt fEHE
BERRAL 2 AR B T, B X e R E T, ]
AT R R ARG RGUE TR R R RIE, Nifi{ei
MMAHIAFIE . HAh, Akt thREE T H BRI (2 T
H (IBad KA 40 A ) AE 77, I8 AT BERR AL S IKK, {2
¥ NF-xB M B ZAFFHFHHTERBR
iz\:[zuo

Sof A B A L O 9T S 7, PISK #1177 wortmannin
5%, Ly294002 r] 1A AABY U] )15 F (1 AkeBERR AL, FH
W AR B U] I AR K B OB S N B A B
FIVER, RIPBK/AKUE RS 5 SHARBIVI H EI$T
R g M TR R, SRTT AR BRIV R, Pavalko 506
RN, RUE RARET Y] 7 o1 8o ie 40 ) PBKAS 518
2%, 512 Akt B R AL T ELF A PI3K #71) LY 294002
AT H TR AR PTRE TR A, (H2 LY294002 H A fE
HHIRART I H Akt BERRAL, TR TUABT D) St ] e
T8 o sk oA AR PIBK i MM SRR R T
TAEA, RIRHEIRREAR RIZER A M T, RAREY
VIR TR AVLSIfFEZE R . Plotkin S5
R, B A RE 02 b Y AT AR B0 B
PI3K/Akt 15 538 #, {H 2 N PI3K 39774 Ge 4 il
A N, ) T HE R RIS R S A M TR R R,
X ER R [F) 28 7Y ) g 2 ) vT Rl AN [R5l
BRETRETER.
3.3 B4 REFLELHEE(mitogen-activated
protein kinase, MAPK){E Si&1%

MAPK 7035 ERK . c-Jun %3 R 5 8 (c-
Jun amino-terminal kinase, INK)#1p38. HAIIAN,
p38 Al INK & F “ Ni%E S 7 1 MAPK, T ERK #1A
RS EE . HALR S AHDE I MAPK . MAPK
I P DA 0 LR T A PR AE R AR 4 4 P S B A
REARFMAERKES, FEFEL T 48+ ERK 5
S PR IOE T ] CD95/Fas ¥ ST, {HEH

RZ BT FRIMA G T E RS, ERKUGEE A5 40
Jfa R AR A FI DNA 45345 T hnid 40 M st T2, ZEAR[F) 40
F SR BRI R A T35 S RS U T, INK/p38 {5 538
12 B4E F AT e 55 508 T Bl AR 3 41 B AR AR e,

Plotkin 5 UHF5T 2 BH, %B 40 it n 2 . g w]
7504 5 P9 3035 ERK A1 p38, N A ERK I AL 401177 v]
REL T A 4y . ) X6 B R 35 5 B 4l R R O B R
YEF, (B4 p38 BERRALIITC LM . 40Pl se N F 24
VIR B A L PR 40 B SR R 1, WUURY ) 5 S IR ERKC R
FRALAE BB, XT9E R BER S 55 A A T AR
P VE F g 52 A BRI, $RoRAE RN ) BT E ok 40 o 4
R HE S5 ERK BERRLIE, W REDTE T
. #SHRAAT Y /ER T MC3T3 il 4 S,
AT IR PR ¥4E ERK A p38, FFAJHF4E 2 h A4, {HXT
INK &M LM, Aid, BATELEHRMR, F
F MAPK #4117 U0126 BH = 3% 1 AR BT U1 1 51 &2
() ERK BERAL, HAHI 5937 % TNF-o/CHX %53 1%
B 4 MR T AR VE (B A R R, SRR R A
F1 R B PR Ve MLHI AT B8 5 R TS S AL
"X,
3.4 NO ESi&#z

NO AR X ERENESH T 285
9 ] 5 e N AE 5 150k, DA A IR N T
A'E & NO B E AL R B RS B8 R A, i B
TEASERIMZETIEE, AT 2259 01E
SME KRG . NO XA MEIMESFEERNEY
. Hermann 282425, WAABIY) /(15 dynes/cm?)
PR EL TNF-o % S/ P9 52 41 8 T A R
YER, FIHIE 5 B4 Bt H Bk (glutathione, GSH) A R AW
I B NO & B il 751 7 38 23 40 A 4R BY U1 i Bt
FETAER.

RANSEIG R B, WARBY DI VR F B 40 M m 5
A2 NO FIBE G e, NA NO & BB HI7 L-
NAME R )il £ far 5 |2 KK OB B T2 A%, (B REmG
T B BT E TE R, W NO ATRETE 1245 SN
EPPEE SRR REEER X®)., Vezeridis %0
(RS9 BH, Bkt R A& B9 1 77 (0.70+0.30 Pa, 5 Hz,
1 h) AT ] TNF-o0 855 ()& 40 Mo 12, $] caspase-3/
caspase-7 W&, 1BXF BuE A B TR M. RATH
SEEG 4 B AR, PR NO & BAS R Wi 3w 3 i 44 B
Y113 TNF-o %55 MC3T3 41 Bl T AR 4E H .
3.5 Wnt 55i&#E

Watse — 4 7r AR EE B 5 50, S8 i 1A 5T 40 i 1
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. . THDREmARKRE. BERE
R kA SV 2 EE AP P R IE R
H, #2502 AL MMH TR . Wat EEA]
5590 % [T 4 i (frizzled, FZD) G 2 F {8 EE 32 (A FIMK
FEREAZAMEXEA S f6 (LRPS/LRP6) AL
MR BV G, BIEE G 58BR(Wnyp- i
W EAE 5&2)MAESE MM N 15 5112 (Wnt/Ca? Fil
Wnt/JNK 5 5i&2). &8 Wnt 551820 Wnt &
B LRP-5/LRP-6 454, W& % AL & H(dishevelled,
Dsh), Dsh 4011 5 & B -3B (glycogen syn-
thase kinase, GSK-3B) &M, VI B- EH & A 1M
fiRigf, NIAE B- ERE AR HAR, FAN
MAut%, 5 T HREEF(T cell factor / lymphoid en-
hancer factor, TCF/LEF)AH B 4, AT HFHFR
ii{i!l] o

WLAESR, KEAFHE B~ e 40 M Woen] 38 i 5 43
WRF W ERENERERFEESEER. KK
WA R I, LRP-5 A8 B E L R BT Y00 B A
BT, T LRP-5 T AER 55 A1 Wt 30514 K B 2K 1/
RIURIAEY YEEEA S BCE 4 T
/b PR ATSEH S B GSK-3B M4 Rk
W2 1 Wat {5 5@ 4255 R S 40 A T R 1
EHEMFTEAR., Wang 50K R AL A
#14) Wnt 3414 Dickkopf-1 (DKK1) 1K iA )5, HizE
KA MC3T3 Ji i 40 Fa i 1t B BR VG M A B 45 R
osteocalcin 1A 4 HIVE F B EUH, HRLZE KA TR
AP T BN E] . Almeida ZEBEFSR IR, MEZ
#t Wnt B (B3 Wnt3a 1 Wnt1)F13EZ # WntSa &
H ¥ AR I E YU S 2 /) MC3T3-E1 40 fH .
Wntl 1 Wnt3a HUET-/ERAWKE T B- EHEH T
Hy%E FAE R, T Srev ERK. PI3K Fl Akt 3% M) 4
Whnt5a FLIE TAER T4 .

Armstrong 2093 2 %t ROS 17/2.8 & 40 g il
JRAR % 57 BB 4 R e n A B N 0 (VU RS i, WA
3 400 TR 7, 1 Hz, L 600 R) 5, &1 B- EH
| [ 1) 40 Ha 4% P R A R TCF/LEFHR &5 T i is
S AE P AT A0 3 3 S AR 75 BT RELT, 7R W/ -3
WE QBB S B A ) F TR 0 RN, E
AT RN FHAEF . Norvell 0345 B iR 2
P10 dynes/cm®)YEH 45 min J& 0] 5 [ Al 40 fig
B- EREE MWL BE THREA T - REEE
(TCF-reporter gene). XEE45 R LR, J722 R BT AE
I YT Wat/B- R G5 S8 BT R 40 KT
TRERFEH.

£R ERTIR, J 2 RSO HUR B 40 PR B 4 R T
KPR R AT RERE Je 2 A Sl RE, IX 805 5 10 B 2 ()17
FEARRE MG o 327 B B 2 23 40 M T i ML)
5RTHESTEEVARX. EARERRT, A
YA TR AR AEN U Z [BIAFAEZE 57, B AnfE R E /T K940
Ha A T e R B i TR SRR ) R B A 5 1,
MZFFREEZROEFNGHEHRRRZ . TNF-o 5
WZH K. B, FEESIHEIAEE ) 2 R
PUE R A RN T TN, R RS 2L
AR RIFVE TR, IR ANMEA By Tatt— 2D 1 W A 3
EHMEHBEN TEER. BER. BRRAE
PriE B R, T EH AT B sh B A MG 7 R E &
FoAt o BE B BR/DIT T ELSEAM . RES.
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WL . MTHTIEEMERBRE. BERE
R R ST 2 FEEAAEY RS RS RIEREE
M, #2552 AL MRABT-HIAT. Wt EQT
5540 i % 114 i (frizzled, FZD) G & RS2 A FIK
FEHENREAZAIMXEE 5 M6 (LRPS/LRP6) ik
MR SV, WS4 E 582 (WnyB- 3%
REOESRE)MIEL KN E S iEf2(WnyCa il
Wnt/INK 5 5i&f%). L4 Wit f55i&% K Wnt &
H5 LRP-5/LRP-6 45 &, WiiE %L A (dishevelled,
Dsh), Dsh 31 #1%5 5 & R EE 5 -3B (glycogen syn-
thase kinase, GSK-3B) i 1, VIWT B- i B K
&, NITME B- EX R EATEARRTIRE, HHEAN
MM, 5 T AHEEF(T cell factor / lymphoid en-
hancer factor, TCF/LEF)# G.AEH, 8RBT HF
]‘z[ﬂ]o

IEAESR, KBRS Bl 40 i WntAlE S B 4>
WS WEREMNTREREEEER. WK
WU R I, LRP-5 248 B PR B0 W) 0% B I
H37, 0 LRP-5 J &858 A1 Wot I FIE B R 1/
RIWERRAEY Y REREF & R 40 T
D IGARHTSEH S N GSK-3p MHEIFI 4 Rt &
BRZ2 4 Wt {5 538200 & TE ORI G B 40 B 1 R 4%
EEMFTIEAP»Y. Wang FBOEH R X ZBREA
14 Wt #1414 Dickkopf-1 (DKK1)HIEE G, HhZE
KX MC3T3 Rl E 40 bl M e G B HE N B 45 &
osteocalcin FiA I HI1E FBEUHE, HhZE KA 51K
ATk imEl . Almeida B9 5T KL, MHZ
# Wnt FEH (.55 Wnt3a F1 Wnt1)F1EZ # Wnt5a 5
H ¥R R ME PR 51 /) MC3T3-E1 48 f808 1.
Watl 1 Wnat3a KIFUHE T ERWK T B- EXREANF
H#E /e, 0 Src. ERK. PI3K A1 Akt 754 U K
WntSa FLREAT4EHFTLFE.

Armstrong 5P, T ROS 17/2.8 H 41 Ao
B AR B 77 BCE 4 Mt hn S A R ) (Y RS i, e fE
3 400 AL 7, 1 Hz, S 600 R)JE, &M B- EX
R E 1) 40 i P9 SR 4E ) B TCF/LEF R 45 F (35,
SR FH T A M B 3 52 A U5 i BELBRT, 375 Winw/ -3
R AE MRS R g st 1 R IR RO, B
FZARTT RN SIAEF . Norvell &R 4 B Fa g
MAE(10 dynes/cm?)1E F 45 min J5 71 5 [ ACE 4 g+
B- M EE MW EAL BE T AMRE T - & EE
(TCF-reporter gene). X5 R LR, J1#RIBAT BE
LA Wnt/B- IR B A5 5 8 B 105 B 40 v
TRERFEM.

LR EBIR, 732 BB U A 40 A B 40 MO T
HAE I AT BB K 2 A5 Sl B, X5 Sl 2 (A7
FEAHEL LM 72 B 41 23 40 MY T O HL s
H5HTKERTEEVIMAR. EARERRFET, A
RRVA TR AN 2Z A FE 2257, 1 anTE R 1 40
ARE TR A 22 i T SR B RN R R 5 R,
MZFEREREEEUSHRRRZ . TNF-o 2
WHEH XK. B, FEESI AR ) % RIS
HUE AR A T BB T R IERS, DRI R 552 L
PSR R VR ToRRERY, 108 AMEH B T3t — 20 [ 9 A 2
TEERLEEBUEX TR B BEE. FRRAE
IERKE X, TERDYESIE A B G T RE K
oAb E B BCDIT FEREM. _RIHHES.
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Mechanical Stimulation Prevents Bone Cell Apoptosis and
Related Signaling Pathways

Hai-Fang Wang, Qi-Bing Mei*
(Key Laboratory For Space Bioscience and Biotechnology, Faculty of Life Sciences,
Northwestern Polytechnical University, Xi’an 710072, China)

Abstract The apoptosis of bone cells, which plays an important role in the maintenance of bone
homeostasis and integrity of bone, is tightly regulated. During weightlessness or in many diseases, decreased bone
cell numbers and activity due to increased apoptotic death of osteoblasts and osteocytes can cause loss of bone
mass and bone strength, while bone active hormones and many drugs can prevent or delay bone loss by preventing
apoptosis of bone cells. In vivo and in vitro evidence accumulated during the last decade has shown that physiologi-
cal mechanical stimulation, which is essential for both the bone development and adaptive bone remodeling, also can
prevent bone cells from apoptosis. The purpose of this article is to review the role of action of mechanical stimulations,
mainly fluid shear stress and stretching, in osteoblast and osteocyte apoptosis and will focus on the molecular
mechanism.
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