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[ Abstract] As a self-protective mechanism for cells to obtain energy by degrading their own structures or
substances, autophagy widely occurs in basic physiological process of all kinds of eukaryotic cells. In recent years, studies
have shown that autophagy can be induced through a variety of mechanical transduction pathways when various tissues
and cells are exposed to different types of mechanical stress, and cells and tissues involved can thus regulate cell metabolic
functions and participate in the pathological process of a variety of diseases. The stress receptors on the cell membrane
and the multiple signaling pathways and cytoskeletons have been shown to play an important role in this process. At
present, due to the difficulties in the establishment of the stress loading model and the limitations in the research methods
concerned, the specific mechanical transduction mechanisms of autophagy induced by mechanical stress is not clear.
Therefore, more reliable in vitro and in vivo models and more advanced research methodology are needed to investigate
the mechanical transduction process of autophagy induced by mechanical stress, and to promote ultimately progress in
the understanding of autophagy-related diseases and their treatments. This article reviewed the regulatory role of
mechanical stress on autophagy in physiological and disease processes and the signal transduction process related to

autophagy induced by mechanical stress.
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2, W IR ) J2 38 i i 28 40 it bk I (extracellular
matrix, ECM) B & | 41IIE 2 . ECMZRIE S FI 40 i %
JESF A ), SMEIE I S AR R A BT U1 ) | AL
T3 FEJIEE . N 208 AN, LA e A A
JL O WUARAE A, FR 22 BIHUN. T o A IR — SR Y
WA A, TERT RIS, e a5
E R BRI, X 20 M A A A 2 Ok B & AL, S
H BRI UIAC . B ETFER PN W RE il A
Wt 52 1 240 L F) i s
L1 SMERMERA
L1l ERAL A% BRI R, R T
BETTREVE T A W, AL TT REA ] F . KINGSE! MR 7E )
FETR R P A B, A B T LA 5 5 1 /MR BT O A
PR R A BB 0V B, 3 B R A8 A . H FTE
SUER, TEAE ] BEBEAZ AN . 2 J B 2T 2 2 A L K i 2
Ji 45 2o R AR L T TR 0375 S Y IR e A AR A
HENR] FEBEAZANME b, A WIS 9 1 B8R A0 S2 A5 R
ﬁ? JEARBUHUAM B FH 2o 10 T S N, 7T A S A ) 28 1Y

IRAEN 2K A AT dEdm i b, F WRAE VR R R
15, B Fr BZ ARG LR FER A (receptor activator
of nuclear factor-x B ligand, RANKL) /H £ # %
(osteoprotegefin, OPG) {5 5 5 g - AN Y A= 1L, 4EFF2F
FEEIE R E™ P, MR A R R, DFE R
T35 FEAE It T A RS, X — K AT By T BR AR AE
HRMAEY I . SRJ1ES AWM, 7 — 3T
KB, e IMALAE 77 J5 FE 40 ML FE Al B W AEALORE )
TN R BRI, PR BERE A0 R B RE T AR,
X BT A2 20 T LS 2 i) g, TR P R AT
AU AN AR RE 1, VT IR N BRI T
WEBRI B S ik TR T AR
112 #ZEhh5 a5 H ) FEHHTES . Ka. L
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HEREFER AN b [ R R R Rk, T | A0 i A K
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[Fi) 588 B P K 7o AN TRI A 1 W S, ARG, e JBE e
JIA] LM H ﬂ‘*, ﬁﬁ%ﬁ1¢'ﬁ§iﬁ%‘¢4 000 pstrainfif, U
SN F R, AT RE R T v AR s B T AR AL
i, U\ﬁﬁ#ﬂﬂ%ﬂ E W, 5 AN E T, SR R TR
TIVEATHCE KB AN . FEO LD, BN T R
FIvE, JF HZ B4 nT 68 5.0 WUIB K | o0 WIURE B 2555 55 A
SRR EMENR] LT AE SR A0, HUBERL 38 2 S v,
PEHE T AN A

1.1.3 AL a-E U EENBAMBRE. W
PRZEGE VA K 2 ML ) e fe b o FE IR R e, 2
TRBYYI 7% 1 AE 20 M ) s EAA R VE L, miARETE) 0 5
BNk o3 Xt AT 30 bk 0 3 kR RERE AL AR A O, BF
FER I, JZ YY) 1 R8T 0 P R 40 A R i S AL
20 B A 1, A S BELUBT S0 ik S AR T Ak B e ) I
2, AR o A ST Y AL Pl A 4 8 ) B B A
A5, A A IR AP E I . 52T U) AN IR, AR YR
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JIREIS B LR A A W, DR MR BAE ST,
TN /N FOR S 2 I, olyg 200 L I A I
BN K AR A2 RS B LA P ILRORIAR P 3 sl 34 B A 55 1)
71, EE I S LIE S MDAMB-231, MG63, SCC25,

Hep3B. A549 J¢HeLa%F R 4R AY A WG . i FEBK T g

S 2F e e 40 e A= A ) A AT RS A 4 e A TR
YHREFET -,
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0 A7 BNHLAN 7 1 TR, AT et 32 380 Al R an I 4L
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2.1.1 B4R MRS IENR BN 12 N A A R AR
Jo7 55 8 A A AX., T L e i RO R B T
JUUTREE 31 2 B 2B o T A e A DX Hh o RS 194 368 5%
G TE T AR B B A B, BEAE e B
SZHUBORIE, 58 & s B ANl g HeLa S H V. R HeLa
2297E RS AE BB W VRS & A A RN, %8 1 7 T
51 H MR 2 58 B 1 R EK A SR Tl g, 51 p3sL

24 AL 5 P (mitogen-activated protein kinase,
MAPK) FBERR AL, HEMT B A W™ 5 EaF5E & B, s hE
FIABIY] Sy —FE, W] DL i R 1 p38 MAPKIER
A RS S AR, TR 375 S 18 W AT LA i 52 0 D¢
HEREE G B L EAR M paxillin ANV P 38 T 4R 2 11 7
MMP-21) 3 WK AE i HeLaZ i A 228 PE . HAT, JEAE
FEALAN, 3 T 955 1 W 32 S8 vh T8 BUR AN A DS iF
T, AR 20 A0 T 0 2 A5 A AR ] ) RS2 AL o
BB HEUEM
212 MALE WL ERETHE WA, 1T
JERSZ AR M AP IR BT I3 3 2 T 03 115 5 1% SR AR X S
B S BN R ORHONZE il i & Py A Shs2 i,
e B AR AT A B W, DT I S R AR B Y
TRTR, W19 ET T 1 11 2K BT U 1At sl A Wi S AN 2
LA R 1 T, TR AR S R 3 1 R G S5 R 3k fg
O3 TAERN LT BALBAR S, LA™ A A MRS 15 WA 5h
S MYVIN I T HIHEFE I PtdIns3PHY-G AL, T XA
R BUR LT B A AR FIE 3l A W Pr i 1. DLk, BB R 4
JL5h SN ] 4 PtdIns3- VG, 74 PtdIns3P, LLJS s T
VIR0 AW, FERCE 40, XTANGSF X 4
BESEA TG LA W ZE (cyclic tensile strain, CTS) AbFESF,
RICTS A W HIRET B A AR BT A MRk, T
IR T WIET BRI SSH 2 ] F v Bl bFe k RTE R
AR, BT BT LUBCHURI A S 3 ) A 35 1
555, LAY 41 R S A i 1 (heme oxygenase-1, HO-1) 4
SR WO , DT 2 A 40 L P 40 D A1k o 50 25
A, AT L, X TR R AT B A5 R A AR U, I
BRSSO THUMN 175 SR A R G2
213 BT@@E BFEEE - LEE A,
B HEAME S I S/ A S A A P
0 g, DATT 42 T B R/ 200 M P 5 U B IR {57 A 240 £
el AR Z R s S | WA OC, ATRP,
ITPR., VGCCsH™s HAT, AL T35 T A WA A5
AR AR AR ST, 307 29225 1 238 240 T A Wk
BOES ., HTIZR AR I TR b, I, 75258
— 2P (R SEBAR ST AL S A5 AT 0 R T W1 LT B
S HERIRE .
2.1.4 HAb A LB AE— SRR 2 S PR
J&N . RabZJ&Rho & if =B R i (GTP hydrolases,
GTPases) J&A7-7E T35 R0 A 25 R 18— 55 AL A /s
73 ¥ GTPLE & 45 11 Rasil 2 H i K IR S8 , 251 46 I
HFAFHF, I H—2ERab7E H Wi f b 78 24 A& F 0
B8 T g B FC A8 WIS R A I P B AR, 2
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BT Y] 1 Raba i 1 KF-TH i, A AR &SP Beclin- 151
LC3 I ¥40n, H WY p62iik /b, Z5Rab4 siRNATIAL S,
Beclin- 1FILC3 T 7KV (74 55 BH S 9855 , 1T p62 1) 7K - i 3
TR0, FAA A L ) 285 R 23 R P 200 B T AR KT
$Eim, BAA)Z BT V) ) B T Rabalf Rk, A BT GE i
BN AR B VEFIDIRES . BeG RRAPE T AR
) — 25 FEE 1Y) S T — R A, e S S LU . YAN
SRR K IAE Hep G240 M v, W AR BT Y 71 g 5= I I,
RS R o BYFRIE, MRS R AT LU A g, X
BERWSH THMN 15T H R

22 ESHSEAX
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Theia | AN AN ZE A SE T RES . O 2 Sk
TEFW], A WA Y A A iz i AORE T 22 20 1 AR oy
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i 2, LRI S A 2 A A E RS 5.
GTPasesst— /N TG, 7AW 12 RIECT nl it
Z AN E A RS MAL, 7525 5T
i PR AR B R IR, TR AN TP A I Rho AT
DA IR Rho Y 48 - 227k 77, I REA ] 65 58 T oA
Ky A W, X R RE 5 R A0 I R 1 AE e A R TR
HepG24H i, WFFE A BLIAKR Y U1 11755 F Wi, il &
EEAE AR E ! =R R DS & g U
(focal-adhesion kinase, FAK) 7k, #E il B Wk, 25558
WA AR BT U] ) il B G R - AR AR oK 15 2 Hep G2
A 1 W, TS IR (0% | (=28, ECMAERESE N
Y F G, HLZ0d M A SRR Se 2 i L3N 2R 1 At A 4
FINE S1 €74, 33 AT g2 N S ECMAH J3E ol 725 1] % 38 ZH B B
P LB - LR AR 2R 4R K T, SR U 4 S i 2
[RGB T3, #1225 S5 A5 5
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2.2.2.1 B LEE3-34 B (phosphoinositol 3-kinase, PI3K)
fF5 % miElsh¥) &A% 2 ¥4 H (mammalian target
of rapamycin, mTOR) J& A Wi Y 32 f 4% K 1, PI3K/
HH BB (protein kinase B, PKB, X FRAKT) il 1% &
mTORM i 347§, PI3SK/AKT/mTORZLIK i
SRR WA ) — SR 2 MG I, R W SO
DLITRAR AR AEMER] SR AR LRI BT, LIFE
I, FEFE TR, BEA% 4 i B2 (L R PI3K . mTORA!
AKT LA R 89757 30F 34, O ELBERR AL Y mTORBE
PR B b 7 R AR e A B, TR S B 0 i
PI3K-FAKIE {55 F W, 7 2 A0 b, HLBOR ) s

T PI3K-AKT-mTORI# [, T2 A W e,
2.2.2.2 AMPKH# 4 H i (Adenosine 5'-mono-
phosphate-activated protein kinase, AMPK) {5 518 1%
AMPKERAN WL E N —Fh 2 Z 2 /93 2 BRI, Re Ty
BT UG TLAS DG S . AMPK BRI A & Y
il e BRI, VTR T 22 A I AR AR 0 5 A A
TR 98 LA T 375 T 22T 6 25 e i
(liver kinase B1, LKB1)-AMPK-mTOR{% 518 i 45 [ W
FNANMAAFR ) e — 2B P90 IR, B30 S 0 S i ST
T TORJHI Y 2107, 100 Ji 391 B B 1 W S IO A4 3 i
LKB1-AMPK#IE R AMEI mTOR™ i oh, SUNSEE
WEFE K BT ) 3] LA T 1048 - 1 LA AR B ke, ]
AMPK . &/ p- AMPK Fllp-unc-51#£i8 i1 (unc-51 like
autophagy activating kinase, ULK) [J7KF, & Hip-
mTORMYZKF-, FELLC3 I FiBeclin- 17K Fl FAAR, 404 1fi
G-V UL L 2 78 P A4 3R ) IR AL AR, X 1]
LI 338131 G B0E AMPK-mTOR-ULK 13 #% Y [ %
i B 1l A8 SF- T VLA AR Y R AL IR S . LA B BFSEE,
AMPKA 518 4 7 B2 8 1 AMPKRERR 1L, 1 mTORE
EiErE, IR AWK
2.2.2.3 MAPK{G 5 MAPKIE # 2 A4 JE 40
MIRg A 34TE . Ak, BSR4 Y — SR B K
AL MAPK AT LIAZ i A0 AME 5, B B ATk Ik, HFL3)
YA AN AR MAPKAN L AME 5 AL AR 2 i
(extracellular regulated protein kinases, ERK) . ERK5, c-
Jun 23 AL K 5 B4 (c-Jun N-terminal kinase, JNK) Fll
p38™, Hrfip38HIINK MAPKY) [ /-S40 M SRl S
F A ARLYR T AN F W, LIENZE%F Hep3 BAH At it Jin i (4
85U 71 )a, 2B A VER N, 3 Hp38 MAPK(p-p38) 34,
1M p-ERK Al p-INKTC B i A8 Ak i — 20 %% Y p38 MAPKAF
SPERYSIRNA S FHp38 MAPK A 4L H S , i i 5 4]
73, LC3B- Il BYZIAREAR, H MEREAL; 245 R0, 594175
I8 P55 p38 MAPKAS 538 Ok 5 SO A Mk, LIN
LECE N K 7 510 IUAE K B AL ATF 5 v 4 B, BLAK
5K J3375 S0 LAH AL 5 W, I ERK , JNKA#1p38 MAPKYY
AEARLCUIE X, B A #Hi p38 MAPKA-RESIHI H Wit S
N o BFFE &R T35 S NPAI M A WA AR o, INKAE 5
18 6 1 ek 59 Beclin- 15 Bel- 2 45 &1, {17 25 Beclin-
125 g, EMTE T2 B, 53 A 5T R B ERK B
FRALRE AP 400 E A A A R e Ab, TR ERK UL AT LATH
I3y o s 9 IS By A R e, DL B AIRSE R,
ERK. JNK. p38u] fE#f 25 1 MU 35 5 A Wit 72,
(ELAEA [ 40 35 5 64 S A5 AN A )
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2224 YesHIKHE /5 ILHIG N TPDZEE G )7
(Yes-associated protein/transcriptional coactivator with
PDZ-binding motif, YAP/TAZ) YAP/TAZH# L % 434
AT, ATLARS (7 2 ARSI -5t S TEAZ AL 51 (TEADs)
TE A e 57 DR RHELAE ), DT ] 5 A SC R i 28, F
172 55 40 M 38 58 . 200 L a2l 0 20 1 i o A5 A 9 50
YAP/TAZAIEANMIAURES 58N B i A 71 BIFSE A
ILECM [y B i 5 JULBR 2 1 A e 1k AL sl 2
FUEHGORSE Y AP/ TAZIYIE VL, (Y AP/ TAZAERE 3 L 4%
i I, T AR X A A I A G
Gb, WFFE K BAE R AR, Hippofs 5 i B B,
Y AP/TAZ A MIAZ BT 7 B, S EY AP/TAZR L
BREE 1A 5 ARHAR LSl 2 11 20001 AR AR SR TR g 3
e SRVRFE D, WL AR P24k B T LEh B A B
ZRFIUER A 1 198715 e SCBE 2 1 Aoz, 202 i A
N T A Y A4, A SRR W R AR 4 T Y AP/
TAZ i) g 35 H 5 (A il SC B 1 A 1 A0 a8 i sz 40, AT
TPECA MR MAIE IS DL BRI, YAP/TAZ
TEIRIER 31755 A Wb & 454G 22 G BRI
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2.2.3.1 HiFIHEZEE2(prostaglandin E2, PGE2) PGE2&
— PR BEGR R 50 7, EARAE AR P RE P B
BRI, PGE2EMGIE I T - 2 A W) A W2 id e, 6
FEANMIIGAE P M AR RAEFN G LA, B
FER AN EMEPGE2 12 25 U5 5 UK 14T 4 40 ] (human
patellar tendon fibroblasts, HPTFs) SET-F1 H 1, 3+ 27 &
MOMEOCFR 5 T IIMEALACE i a] 25 B H P TEs BRI PGE2,
1715 BEL BT PG E2 ) 7 A= AT Ak 25 i /0 AV 5 5 1) 11 e 4
FET, SR WA PE N UL A 3 i 05 PGE2 R - R 15
HPTFs H Wi fIsE T,

2.2.3.2 iM% (reactive oxygen species, ROS) ROSE—
XA N AN S S 5 S B R A A T, L
UEFEZE W], ROSKS T3 R 25 Ml D07 T 1Y B W A
AL, HETIFSE R BIROSTE N 11755 F Wi i i A2 vh
FIRE R FEAE 4, TEREAZ AN b, LIS ARG )
PEFROSAER . MHMKHIIROSHPI3K/AKT/mTORH H Al
ROSHF AR Y TN KGE 605 1 75 S K BB A% 4 i B A
Wiko [RIRE, MASE TS A BRAEREAZ A0 b, 1R 7 30 o
1 P EROSIE S AILESRF . DL ES RS T —Fhib &
ROSA AR S BEAZ A 1 Wk B A R AL

3 RBE

HI TR N AN AR b A 52 A B ) 7 3R o h, HLIARE

B 2 2 R RN AN A BRI B )2 A R AR Ak
VB R —Fh B R AR, TEANIAAT . RS P A
iGN HRE T ZBER . BRTPESERI, 2R 4R
TAMG, AR DR LT e, & FililE . B5%
SRR Yy T AZ BN BN 1, R U R LB S A
KTE %, WIPI3K, AMPK, MAPKZ%: {5 538 4, B PGE2
ROSHFAH IS, [RIA el A8 4 i B 42, 175 R ek 1 A8
b, I A AR RO o SRS TN, A AU 5
T A W AU S AL A IR SCRATY SR A R, 18 AT
BN —AZMAETE S AU S ARG
IAE W SRS 45 : OBLA 0 R I8 TE MR SR A AE
A 3 19 S B, 7 P e e o B 2 L A %) 3 9 e
S RAESE) o BT AWERT LLAZ Z2 Rl (w4, DR,
LS LA S IUAS i b T390, QA M4 b AR
PRl RS T 10 BRI R 2 A5 PR I ) i B A AR A
B IR i A J 1 1 A A TR A P B 2 bR At e v B AR
1k, S AN RE, AN BREER MR RLAR N ERSE . DB B
FEER DA S B S 0 UE A 2% AR NIRRT AR 175
T AWER R AL SHLE, FEAER KRR o Aok, REA4katf
N 1755 A WE AL Sl B TR ADFSY . MG SE
N IR T TR 5 A MR LSS 5 B A O R (5 55 3 i
IHRATRFA W U Fs 42 Z WA BAE R, D
LN N 15 S A WL S 5 SR 4 . i
AN, A0HE ML S P BRI 0L T 5 S R T ), X
20 BB SR AL IS, G A /MR Bl ) 2 S 6
EEEA TR I OC R EMIME . e, RRIFR T
HENT FM AR A A P SNBSS AE 25 Rl L AR
FEPE | AL P 100 S TG S 56 A AL T v A
3R, XSRS A U A P S

* % %
RIFMR  Irf 1E & PR UIRFEAER 2 e
2 £ X W
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