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[ ZE1ER AT S AT IS B 3l DR AR R A6 14 52 ) B A6 PR ILACRL ) 76 S0P AR %% B2 1R B 1 (oxidized low—density
lipoprotein , Ox—LDL) $ll i T M4 P9 K2 4 i 5 Piezo Y AL A5 8% B -3 18 4H 47 1 (piezo—type mechanosensitive ion channel compo-
nent 1, Piezol) B I, B B A 40 AL BT IR 128800 B9 DLIAG A5 Sl i . F7 3K 2 TIa 3 T 10, 8% 20 HUEE IR E
(dpohpoprotem E, ApoE) il bR /N S e iz s Az Zh 20 , AVEAl iz Sh7e 44 s sl ikoki AR RE AL B2 o 1A SP SR X Ox—LDL
5 1 NS % Bk P9 B2 48 (human umbilical vein endothelial cells, HUVECs ) fifi il 10% $4{1 (1 Hz, 24 h) FOAEFRHENUAL i, LIS
P32 Bl T 5 1 I K 0 X8 P e D e RE AR SR . PEAG 4 R AL HE HUVECSs 85 BB A Piezol 3k AL N RE AR I 1 41
(reactive oxygen species, ROS) 7K Hoechst 33342 444, A T4 1 K35 L M MEW R 3214 1 (estrogen receptor 1, ESR1) MEME %
& 2 (estrogen receptor 2, ESR2) Fl G £ [ B Mk 3 2% 32 /& (G—protein coupled estrogen receptor, GPER) i3k, &R 5 iz s
AR EL 3z B 2 /N BT 3 ik ok A A8 Ak B e Tr AR 2/ o [RD I 9 PR LA A (U 58 T Ox—LDL 4k B HUVECs f 45 i
JEIRRE ST, 1T ELFEAR 1 Ox-LDL % S i AL NI . W58 % B, 76 Ox-LDLAFZE AU S 1 40 ROS ZK-F, 0f T 1
Ox-LDL BT 51 L H) Piezol ik o WUETE Piezol $547157) Dookul BAU T AFFMEHNUMAL I B9VEHT, Z2f#% 1T Ox—LDL S B JA -
Piezol ({31 il i 7£ Ox-LDL fil#41) HUVECs " N T ESR1 . ESR2 Fl GPER ¥ 33k , FLZAIN 76 MU LA 2 0 T 3 — A di g
E538 B BTER XS S KR ARRE AL BA PR VE ] o [RII A RIS AEARSME 78 T 38 3 30 1) Piezo 1 /ESR 155 38 % 22 fift 20 Jik oo A B
PAR OGP B A5 03 B P R 7 SR
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Mechanical stretch alleviates atherosclerosis by regulating the Piezo1/ESR1

signaling pathway:an in vitro and in vivo investigation
Wei Mingian', Wu Xubo’

(1.Departmental of Rehabilitation , The Seventh People’s Hospital Affiliated to Shanghai University of Traditional
Chinese Medicine ; 2.Department of Rehabilitation Medicine , Pudong New Area People’ s Hospital)
[Abstract]Objective : To investigate the effect of exercise on atherosclerosis and the response of Piezol to cyclic mechanical stretch in
vascular endothelial cells exposed to oxidized low—density lipoprotein (Ox—LDL) , and to clarify the mechanotransduction pathways me-
diating antioxidative and antiapoptotic responses. Methods : Based on the method of exercise intervention, 20 male ApoE-knockout
mice were divided into no—exercise group and exercise group to assess the impact of exercise on atherosclerosis in vivo. In the in vitro
experiment, cyclic mechanical stretch(10% elongation, 1 Hz, 24 hours) was exerted on Ox—LDL-induced human umbilical vein endo-
thelial cells(HUVECs) to simulate the effect of exercise—induced vascular tension on endothelial dysfunction. The assessment indica-

tors included HUVEC lumen formation, Piezol expression, oxidative stress markers, the level of reactive oxygen species (ROS) ,

Hoechst 33342 staining, and the expression of apoptosis protein, es-
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ELWHE: LA THANE ZARRERAFFAATHAAD (5
5. PW2022B-01) k4 i £ 47K T Ak EE R A 545 ared compared with the no—exercise group. Meanwhile, cyclic me-

trogen receptor 1 (ESR1) , estrogen receptor 2 (ESR2) , and G-
protein coupled estrogen receptor (GPER). Results: The exercise

group had a significant reduction in aortic atherosclerotic plaque

A% 33 B (%% :PWRq2023-04) chanical stretch increased lumen formation ability of HUVECs

55t RR : hitps:/link.cnki.net/urlid/50.1046.R.20250728.1047.002 treated by Ox—LDL and reduced oxidative stress induced by Ox-
(2025-07-28) LDL. In the presence of Ox—LDL, cyclic mechanical stretch in-
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creased the level of ROS in cells and downregulated the increased expression of Piezol induced by Ox=LDL. Dookul, an endogenous

Piezol antagonist, simulated the role of cyclic mechanical stretch and mitigated cell apoptosis induced by Ox—LDL. Piezol inhibition

also downregulated the expression levels of ESR1, ESR2, and GPER in HUVECs stimulated by Ox=LDL, and such effect was further

enhanced by cyclic mechanical stretch. Conclusion : Exercise has a protective effect against atherosclerosis in vivo, and this study

reveals the potential treatment strategy of alleviating atherosclerosis—related endothelial injury by inhibiting the Piezo 1/ESR1 signaling

pathway.

[Key words ] atherosclerosis ; cyclic mechanical stretch ; endothelium injury ; Piezo—type mechanosensitive ion channel component 1/

estrogen receptor; lipid peroxidation

LA DA R 7 2 R o A et R AR 4 1t U 3 g 2
J5 R O E AR I BRI 2 S ik ok A
fififb % e ) EE RS R, N B A i o W &
Ao 100 A3 R A SR VAT LA L DA 3 R LA AR
K A WS R AT 2 i X, i i 3L
PR AT A6 DX IORT 2l ok o A A ) o e P I B e
T AR R R T LA 15 S PR AR B (2
1 B UL 3 FURL A ) fe i ] 3h Bk ok A A A B9 2E
JET 1 IR K B, SR 3 U B 30 min [ AR
9 B AT RE A% 0 3 B v N B — S ML A5 Tl (endo-
thelial nitric oxide synthase,eNOS) i 2 i , [R] i F#E
AL RHAR S K

PEAPERLA L (cyclic mechanical stretch, CS)
T PRI S P s 1 728 Al iS5 0 o A R i S i
R it , AR 830 AN T 10%~12% , 1722 1]
A AECT) b 22 NN AES AR B CS AT B T4
R IMAE P R B2 A, e B €S W AT RE 35 S A A L
L, IO A 2 e s N M RS AL 7 1L A8 )
RE V4% rh B dE AR L (E G S i B 3
R 5E 2 fRNT . Piezol/2 &5 18 B 78 1145 N B2 b
B VUL AR VR T, O vl 5k Ca® N T
SN A, Piezol FEE IR T I I K2 A
Sk ILAR L, I C # e S A ok 4y 3 5 4 Jas 2 1
fitf —2 (activates matrix metalloproteinase—2, MMP-2)
SRR 13 it 4 J& 25 1 i (membrane—type 1 matrix
metalloproteinase , MT1-MMP) %) i 4 , 1711 i 2& [iff 75
1L A 25 Ay L 8 10 6 A0 1 4 A i e v R G B A
FHML ST R W], Piezol 76 145 4 AR 5 20
2 (perivascular adipose tissue, PVAT) F1 5 ik, {H
FXHA T PYAT FE7E ) SR A DI RE A R 3L
FLEEZR" SR, AU AT Piezo 5118
T8 K HAE N B Dy RE R g b i B FBLRIAT A 1
E— L RVT .

e 4 2% 32 K (estrogen receptor, ESR) {5 5 18 i
TE ) K RERE AL O DRI T B 38 20 BIE S, I fE
0 38 3ok I AT A2 S i XU R & 450 1l A LR A 1
FM G A R ME N 2 521K (G protein—coupled
estrogen receptor, GPER ) A8 W% i 1o #11 ] Piezol 1 P
R ZE AL OS5 S 0 AN R T, X R — 3 vl RE
FAAE HARR AR A FERLE AN b, M
R = 5 00 O A T S R R 3h A B 82
i, X — i B BEE Piezol 155 FIIIG , LA K mi-
croRNA~29a Fl Wnt3a ) L3, J& 7R WL 5 5 MESL
F AR ] BE P R AR DR ] )
B BTN 7, AT Piezol 38 1 e % #2611 43
(Connexin 43) , FF Ml {12 2F 210 A P4 45 ¥ B il — 2 AL 2
AR 7= AT T AT LAR B D, Piezol 32 MR
32 AR 5, GO R R AROUL P B K, O iR
eNOS A A ET SR ™, X SEBIFFE 45 R 3 1
TEAUBCRL AR A4 AL B 75 5 T, K3 Piezol 5
ESR AL/ IR B2

BT BT ARMTIRDT T Piesol MESR {5
T PR AR BRI A 25 A A B ORI
fili HAE SE A% 2 i 2 1 (oxidized low—density lipo-
protein, Ox—LDL) % 5 ) HUVECs 4 Jfd 95 1~ H (1) 1
o WF5EEs SRR, MU ] 38 5 ESR A5 4l
Piezol 42 A 4 ML T , T ML A 0 2l m] 744 P AR
Piezol IR IK/KF-, X 47512 3l ] B8 HA UMK
N BRI RN o X 8 S I B[] Piezol/ESR
{53 AR AE TR IR T SR, LS M 3l ik ok A A
AR SR I 45305

1 #REFE
1.1 #h¥ 3%t

AHWFFE R 20 B 7~8 JE W4 (e ApoE-/—/INERL, T A b
Y A ARSI S R A FRZA ] (Beijing Vital River Labo-
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ratory Animal Technology Co.,Ltd., FE L5 , FFMm F% T4 E
i JEAKR [ i (specific pathogen free, SPF) ¥ 3% . i fg SL 561y
T SR Y PR IR R, JT 28 i 2 25 K% 52 50 3
PR ZE L o bl . SCG W) ) 1A 35 PR I B 2 R A 22+
2 °C, M B AR R R S R P, JF SR 12 hOCRE AR A
FEA /N IR 55 5 S AR B (45 kg BRVBEET 150 g $#%ih .20 g L&
.S o IRFR AN 825 o Ed Akl , A HHARIK

/N BENL A N ez 3 2H (n=10) FiZ 3120 (=10) . &
BNA/NRIEZ H AP HLZ Z) T 10, BARS O, 3 12 m/min .,
YeRE 07, 43 H 30 min, FFEES JH . SLHAS A , /N EURH 4
At (CO2 ) P %5 B IR ANFE , I AT SUHENE FI LA (R T IR 22
SRAE o BT SR S LR RE A 3R AT 00 A 4 A (R Cayman
Chemical 22 8] (9 B R &), I Uil E3h kA 48, e F
4% Z R WP o AR A7 T80 CHE /R S SRl .
1.2 W8 FHH

T kA WAL R VR E) L B S HE T IR AR - B
2T (hematoxylin and eosin staining, HE) %% {4 (HE i 57 £ .
Abcam ab245880, & [ Cambridge ) , J4% B8 4= 7= R 156 W F #
Y. Y1 7E 400 £ K 1 FH Image—Pro Plus 6.0 #4347 F{%
8T, IS % (mean optical density, MOD) PLPEAL
AR AR
1.3 IR A4 5 Fe 9% 3 oA

AR5 2R FH A 5 41 214k 2% (immunohistochemistry , IHC)
4 2% 22 36 (immunofluorescence , IF) 6 ] Piezol [ 3 ik 1%
o X THC 28, o e % S A i 20 2] 7 b A5 3% 1
AL AT, LI s E A S . RS VTR TE
FrEE IR 2% v (pH. 6.0) T i i s H iR EA T hL R AE &, IF-fifi
FH 2 07 35 LAg D AR R R 45 & . BiS VTR 5 Piezol
—Hu(1:50,NOVUS)#E 4 CTFWEE LR, I AEk H 37 CH &
LhJiE, 5EP/N R 1gG Z 91 (Alexa Fluor® 488, 1: 10 000,
A28175) % o VI A2 DAPT A% He (4 10 min )i , fifi F Image—
Pro Plus 6.0 R #EFT 3505 B 401, LAITA Piezol B FR3K
I XEF IF 4307, B 5 [ H 32 U A8 HUVECs
T 4% Z R F R, 341 0.25% Triton X—100 147 21 Jifg fil
B4k, b 5 76 PBS W 3% BSA #EATEI 4], 4015 Piezol —
PL(1:200) 16 4 CHFF 7%, PBS hk)m ,37 “CIFH 1 h, 548
[/ 89 — 4% (Alexa Fluor® 488, 1:10 000) 2 ¥ . #%J& , DAPI
(10 min) PEATAZ Y (0, H-4F FH Leica SP5 028 45 i i BE it
TP NCAF TR AN AR AT o
1.4 HUVECs %@ ftL3% 3+ % Ox—LDL 4 22

O T P e A0 B (HUVEGs) W 3 IS0 AR 2 YRk
FHRRAE (R, ) |, 20 55 5 WA L4l B R G5 Yotk 2
2T 4% 5% T PN 2 40 M 8% 5% 3K (ECM, Sciencell) , % 3% 3 b
7t 5% Jf 4 17 (FBS, Gibeo) A 1% W 1z 41 il A 4 % 78 711
(ECGS, Gibeo) o 135545 48 h T4 1 V¢, 4100 55 3% 5 80%~
90% Jii FHF 3258 . SR 4R FHAE 5 2 74040 M, IRk 22481k
PR AE R Y B AR AR e M. SR8 b K HUVECs 41
HE (7X 10940 M /FL) BEFH T Bioflex 41 i35 35242 (flexcell inter-

national corporation, Burlington, North Carolina) , 5% 3% e Ht JiS
T LR R 5, B S AR S 6 SR 4 S DL RS2 g AL - DX
M8 4 (Control) : « -MEM+2% FBS; @ Ox-LDL 4b #i 41 (Ox-
LDL) : «—-MEM+2% FBS+50 pg/mL Ox—LDL; @KL 7 it 41
(Stretch) : «~MEM+2% FBS+50 we/mL LA Hz i (10% 1
R, 1Hz,24 h) ; @Ox-LDL+HLEHT A 41 (Ox-LDL+Stretch) :
a-MEM+2% FBS+50 wg/mL Ox-LDL+HLHL{H ; ©Piezol il
20 (Dookul) : «—-MEM+2% FBS+50 pg/mL Ox-LDL+HLH
{1410 wmol/L Dookul (Piezol ZEHEMEFEHLH]) o LI, R
50 we/mL AR B AR & (1 (Ox-LDL) (g [ L RME 24
BRG], E, B A FRANE 6 h, LIS S kb
ARG BEEREE .

1.5 PASRPEAUME LA 55 3

HUVECs 41 it 5 3% % 80%~90% )5 , 1 J BioPress™ Flex-
cell FX=5000™ HLHE 7 fif 2 55 (flexcell international corpora-
tion ) G ARG ERPEMUAR R . 4005 57 M 8 2 1 2R 40 2
BB R 64T SR, PR L A B AR
SN /1. AR EE T 10% iR (1 Hz(60 ¥ /min) )
BUHLAR L, FE4E 24 he
1.6 Piezol #74) 523

NARFE Piezol FENG AN HL M7 S 40 B8 T (19 4
F, 256 2K F Dookul (Piezol &£ PEF5 LI, #HY-126010,
MCE) . 7F Ox=LDL 4t ¥ 71 20 min, T A 10 nmol/L. Dookul,
WFE 20 min Ji7 B4R G 1 AR 2L FREAT Ox-LDL AR,

1.7 w4 A REE

K Matrigel % I 1S58 VA HUVECs 480 (4 1% 2
AHE F120, LB FARU R < /E 6 FLAR (TissueTrain®, Flexcell
International ) F il A 0.5 mL/fL Matrigel(BD Biosciences) , 3
15 37 “CHUI & 30 min B )l AE 51 )2 s HUVECs (1.4 x 10° 41 i/
fL)EIFF VEGF (100 ng/mL) +EGM-2 5 32 3 v | 5256 43 4]
R QXL AR AL H; @O0x-LDL AL FEZH « 100 wg/mL Ox—
LDL b B s @HUBFLAN L - 109% (1K | 1Hz UL (4b B
L hJE RN s 4R 37 6~8 h i , 7 Olympus 1X73 31 i f 5%
(100 x ) F W& 53 #r
1.8 HirOfé

RSS2 55 - HUVECSs 48 i [ %2 5 , 181 0.15% i 41 0 ¥
W (60% 5 PIBE-PBS Fi B8 ) 44 4, 10 min, Bl 5 #4793 ARG &
e (1 min) , PBS ¥Ei4 27K, Olympus 1X73 (100 x ) WML fig i 2
BUE L.

RN /N E S 2 T 4% 2 R W E (4 °C,16 h),
YA 7K (10 min) F160% 5 P4 EE (FALFR) ik , R 2L
O VIR 5 15 min. B J5 KUK ] 60% 5 N B /R 56 , PBS R ik
3R, e S SN VK T A b B T A
1.9 AT

HUVECs £ i £ ¥ PBS P£ % )5 , A 5 umol/L Dihydro-
ethidium (DHE ) ¥ W (J&L Biological , China) , 37 ‘CHEGIEE
60 min, FifiJ5 18 FH Olympus IX73 (100 x ) #EAT 9 6460 , LA
PEAL A N ROS KT .
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110 BAL B33 A 4 32 4 m)

TEPGAPEDLI R A B | ISR AN 35 i kA 14
WAk 2F T o SR RS 5 A 9 TR A58 T (Jiancheng,
Nanjing, China ) & 1t (% #6300 32700 &, 43 590460 0 P9 — 1% (malo-
ndialdehyde, MDA ) #8484k ¥ 15 1 Tl superoxide dismutase,
SOD) FH LR I Sl (lactate dehydrogenase , LDH) 7K -, 5256
TR 4 B 1 AR R ) SIS E AR A T, SR A
AL FIERZ 12 000 x g B0 (4 °C, 10 min) W 4E , If2%
JH BCA 45 17 f a0 & 72 2 1 % % . MDA il LDH 43731
E 532 nm F1 560 nm A0 P 7 KOG 2 3 SOD ¥ P :f NBT//# T
YRV, 7E 560 nm A I 2 W S 5 4S5 46 U R Y Syner-
ey HTX LA 240X (Gene Company Limited) o
1.11 Hoechst 33342 % & % 8 feL 8

% FH Hoechst 33342 4t 6,3 7] & (Beyotime , Shanghai,
China) % 40 B IR T A5 SO TR I, 55256 7™ 5 4 FE il 28 7 412 3%
BBV E R AR A T SCUR i AR R B AT PE LA A Ak
B HUVECs 41 g il % PBS ¥ 3% , Bt J5 il A 10 pL/mL
Hoechst 33342 Y2 (4.3 , 37 CiBEEIEE 10 min, J @58 li)m,
4 Jif I PBS ¥k % 2 WK, IF 7€ Olympus 1X73 %¢ 5t b 1 54
(100 x ) WLER N AAZIE A | AL I 7 200 B4 A2 il 457 70 7 224
TEBL . e AR T3 (%) T80y 20k « R T4 i e 40
JHI%L x 100% .

1.12  Piezol #= ESR %95 2307 (Co—1P) 52 o

HUVECs 4085575 T 37 "C.5% COIREg IR 173 ¥k
BRI, AE s L PTE S I AT, 40 i 58 B2 32 Ox-LDL 4t
P B 6 h S FMAE A PENURRL A B . SEaEs RS , A0
FHVK PBS UE 4 2 Uk LA 25 Bk B B R SE AN M e Ao Bt , 40
JHOAE PRI A5 4T A5 R 33 T UE 2447 W (Beyotime Institute
of Biotechnology, China ) Z&fff , I 7 8 1 11 i) 771 00 12 T
P 5 o R R 8 TOUT Bk Ab B8, A B 1 A/G Sepharose
3% 2K (Santa Cruz, CA, USA) , ¥ 10: 1 (v/v) L1 2] , 4 °C,
14 000 rv/min .00 5 s TG BRE M 240K 7E 4 CHL BT,
53 BINA Piezol —4T ESR —#t, RN L 1eG /E MR IR B
J& , 4 ] Pierce® Protein A/G Agarose #1472 h FEIRIEE , Bk
NRERAY . PR AAYE 3 W BENR , #E4T SDS-PAGE Hy
VK, 32K F Western blot 43H7 Piezol 1 ESR 142515 M o
1.13  Western blot #&]

AWFFEF FH RIPA 226 % (Cell Signaling Technologies ) 3
HBUHUVECs 408 85 1, 3EdFH 10% SDS-PAGE BEE#EFT L
KA. WS K% A5 2 PVDF (Millipore) , JFEE T
141 1 59% W NS W k3 15 A% T TBST (Tris 2% thh 7 ¥ + Tween 20)
PEATEA L, DO AR R R R g A o SRR B A L
T—¥i, T4 CHEHE 18 h, /3 A5 5T GAPDH(1:1 000,
#5174S, CST) , T Bax (1:1 000, #50599-2-1g, Proteintech) ,
HLBCL-2(1:1 000, #12789-1-AP , Proteintech ) , $it ESR1
(1:1 000, ab271815, Abcam) , it ESR2(1: 1 000, ab196787,
Abcam ) , it GPER (1:1 000, ab260033 , Abcam ) , $ Piezol
(1:1 000, #NBP-75617,NOVUS) , $T Caspase—3 (1:1 000,

#9661, Cell Signaling Technology) . W& 5¢ i , B TBST
PR 3K, BIR 5 min, ARG B IETEZEIRBEAE | h, 5 HRP IR
IR % —HT(1:10 000, Eubiotech®) 545 . YRS R
FHHE 3 AL 27 2O (ECL) R #E AT 2 64, I8 ] Image J 1
BT &AM AT, LLGAPDHAE NS A .
114 %it¥$ 5%

A s R IR T 22 0 3 YT Sy, O AR R + AR
22 (v xs) ML NE IR . Giit2% 5 H1 R GraphPad Prism 6
(GraphPad, CA, USA) #4715, EE R FHAEBCXT Student's ¢
A5 T P2 18] LU A8, DR 38y 28 53 BT RUSUER 3R 5 22 3 # H
T2 N W, IFAET5 22 53 BT IS HEAT Tukey 5 J5 50 LI 2
AR5 . KgKiHEa=0.05,

2 # R

2.1 HAER AR AR 2% A2 Ox—LDL 3% F #9 HUVECs &4t
LI

Oil-Red-0 Yt 25 5K WoR , 502 sh dH He , 32 sh 41 /)N
SR 5 s Kok A A Ak BE B T AR G 80 (B 1A o it —20 7
PSS SR A ML A2 7, 5% HUVECS #£ Ox-LDL
REPRJE R RR DTRG0 . 45 A3 W] , Ox-LDL Zb 35 5 K it

B TR i RS A LA 22 ke mT 4 2 s B TR (L 1B) o
Wit )5, 3 3k P T AR R 1T Al HUVECS 41 76 A [\ &b
AT AR AL, 85 R B R OE AL R A (109% iR
1 Hz) B E3458 T Ox-LDL 5%/ HUVECs I A& A s iE 71 (&
1C) o #t— 0 AT &, 5 5k Ox-LDL AL FREL A L,
Ox—LDLA+H LA A6 21 1) 240 i 090 2 43 =7 38 2 386 0 (:=8.230, P=
0.001 2) (K 1D).

BEAN 3 3 2 i ik % 8K ROS AR B L, & B Ox—
LDL Ab B ] (g 2 B ROS y 4= (F=493.2, P<0.001) , 1 5 3£
P BB B A 0T A A% %A ROS 7K T (F=493.2, P<0.001) (&
IE.F). [AIf, Ox-LDL 4b B /5 5% 732 3 H MDA (F=19.28, P=
0.002) Fl LDH(F=172.4, P<0.001) 7K ¥ 5 3 F+ & , i SOD (F=
251.0, P<0.001) 7K [, (E AU A ] A3 R 306 A ik — Fa 24
(MDA F=19.28, P=0.026) (LDH F=251.0, P<0.001) (SOD F=
172.4,P<0.001) (E 1G~1) . X ELHHER I, HE IR A LA RL A
A fig 38 e 15 ROS Az A, B 150 4 M b 480 P 07 80 4 i <2, K
M2Zf# Ox-LDL i 51 HUVECs #t i
2.2 HHERPEHUAR 45 A% 38 1T Plezol ¥k 7E 4T 3 HUVECs oo &
A R

HUVECs 7E Ox-LDL 5% T H: Piezol ik 2 3 [ (F=
20.39, P=0.002) o SR , 24 4 it 57 S48 351 AL AR B A 3 38
J& . Piezol %¢ %38 B B 1o A% F 5 fl Ox-LDL b 3 2 (=
20.39,P=0.012) (& 2A \B) . i#F—24HriEss, Ox-LDL Hjil
AbF] 2N Piezol 234 (F=380.7,P<0.001) , fi Ox—-LDL+
ML AR 37 Ak 4 7T A5 %% W& AR Piezol 7K F (F=380.7, P=0.001)
(B 2C.D).

TESRERE AL /N BB AL | Piezol 7K -t 26 I AR B £ 78
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ApoE"~+No ApoE~+
I ExerciseZ] Exercise4]
=2 —_—
(o] ——————m
= — o
— ‘ A% JH X
N —_— B. Oil-Red-O3L kI 45 JC 5 1 r&mbﬁﬁ%%{#ﬁox LDLUEE’J
e HUVECsg R ML (400 x ) )
— Ox-LDL4 Ox-LDL+StretchZ & i
— ' oo _—
prem— | =
NS
A. K FOil-Red-O4e (g 3 sh kil 1 P i
l %J%ﬁ*émﬂtfpéii C. M HUVECSTEA TR HEDLIRZE K (10% Efh,
1 Hz, 1 h) M FRERTERAES (100x ) ek
d a ° e b —
Control4 Ox-LDL4 Ox-LDL+StretchZ{ 2 000+ i 0.8 60+ L 150 —
@( 1 500 E 0.6 35\40- 2100
TQIOOO— £ 04 = =
< = F 207 2 50
& 500+ = 02 - =
2 =
01 0.0 0- 0 k.
& P 8 \”“9@@% @5»‘% &g‘%\;&z&% ‘\\‘o\% @éiag%
Q@OQ \) %\@ [ 0&_/ %\@ 3 0*, & o 0‘*’, ¢ %\‘
\)X \)X
E. @FﬁDHE%ﬁéﬁﬁﬁﬁiﬁlgﬁﬂﬂ’ﬂVﬂ)ﬁ‘r&kﬁ (ROS) S & & &
e (100 x N
. F DHESE 6 &r G. i‘ji%,*m% H B L Rt alm
RO (n= xRl VIR A RS
(n=3 AT (n=3) (n=3)

¥ :a, 5 Control 41 4%, P<0.01;b, 55 Control 4 FL 45, P<0.001 5¢, 5 Ox—LDL 4H Fb 4%, P<0.05;d, 5 Ox-LDL 41 Fb#¢, P<0.01 5, 5 Ox-LDL 41 It

#,P<0.001
= 1

fead . bR R o, 5Iissh /b MAR iz

T IUA] R 3 FEAR E SR Piezol HYFRIKAKT- X —45
i 3o T 20 %% B A B S AN (181 2E) o X BE S5 R R

W, iz 3l Al fE3E 1 943 Piezol X — MU AR R A 12608, 4
SRR R AR VE A
2.3 PAIRPEAUAE AL AR A0 4] Ox—LDL #5349 20 Je A =
TEB I 256 v, Ox—LDL i 540 ) 1l %5 % i g
M Piezo 1 Fil 71) Dooku 1 FIAE A4 MUK A0 347 GBS 43336 7 1
PR (B 3A) o B0 3 S 8 AT 7R, Ox—LDL A1 /Y
A3 37 B % T Ox—LDL+Dookul 2H (F=43.85, P=0.039)
F1 Ox=LDLA4Dooku1+Stretch 41 ( F=43.85,P=0.002) (¥ 3B) .
Hoechst 33342 Ju (4 25 JL ik — 25 % W], Ox-LDL Al 55 B
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