b E A E B
2024 4 (556045 3 4]

XEHS:1002-9826(2024)03-0051-14
DOI: 10. 16470/j. csst. 2024024

CHINA SPORT SCIENCE AND TECHNOLOGY

Vol.60, No.3, 51-64, 2024

E&UH:
EBR a A

FE—EEEN:

B R (1992-), 4, W+, £ &
B R 7 @ Fy iE #) F R, E-mail :
201931070014@mail.bnu.edu.cn,

*BIEIEEEN:

JEHRHE(1964-) ), HAR, TRIAT
TR ARG F YRR R
) GE TG S e AR
%, E-mail: tdh1964@bnu.edu.cn,

e B

LALFIFIE X F, 7K 1008755

2. HAKE F 1%, L 1001915

3. M FEE, )R M 510970;
4 FHEIRE AR F 8 266520
1.Beijing Normal University, Beijing
100875, China;

2.Capital University of Physical
Education and Sports, Beijing 100191,
China;

3.Nanfang College Guangzhou,
Guangzhou 510970, China;
4.Qingdao University of Technology,
Qingdao 266520, China.

47 H (71874017)

B N B hieRiia gl TP it s vl )
TEHIBLHIRTEFERE
Research Progress on the Mechanisms of Wall
Shear Stress in Exercise Intervention for Vascular
Endothelial Dysfunction

SRR, W OEC, MERS, kY, A K2, e, R
SHI Wenxia', XIE Jun’, HE Yufeng’, LI Xulong®, BAI Shuang’,
HAN Xiaowei', TANG Donghui'”
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B3 Fe G 0 A 2R 04 F AR R BH AR K T AU, BT AR X LB ] e ik R 09 2 F)
A2 B B N BT R AT P 0 B R BT I AR R AR

KR AT E AR R E)

Abstract: Vascular endothelial dysfunction is the initial link in the development of cardiovascu-
lar diseases. Wall shear stress is an important vascular mechanical factor that plays an important
role in maintaining vascular endothelial function. Wall shear stress can activate downstream sig-
nal transduction, as well as gene and protein expression, thereby directly affecting endothelial
cell morphology, metabolism and inflammatory phenotype, and promoting the occurrence and
development of vascular endothelial dysfunction. Exercise, as a non-clinical intervention therapy,
can stimulate blood flow to different degrees and have a positive effect on vascular endothelial
function. Through reviewing the occurrence of vascular endothelial dysfunction, as well as the
dose-effect relationship and correlating molecular mechanisms between exercise adaption of
vascular endothelial function and wall shear stress, the research discovers the unique characteristics
of wall shear stress in improving vascular endothelial dysfunction through different methods,
times and intensities of exercise.
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A8 N R Ty e B 15 2 20 Ik 08 B A0 A4 L 3R B B IR SR AIE , 32 TBEARE 502 P B2 A BT I
PR TE BB IR o I/ P B 2 780 A0 I s b P B U2 PN R A, R i 9 RN A R 2 TR ) L
% 4% fith 21 (Endemann et al., 2004) . P9 57 4 i 38 ik 8 il 4 & 7k B T — S AL & (nitric ox-
ide, NO) FIUK 45 K 1 P4 2 % —1 Cendothelin-1, ET-1) Wi N7 1ML 5% 1948 4%, , 185 P9 Bz Th g i
15 22 T Dy I 6 408 0 IO 2R A6 980 A IV I A TR BRT P9 55 A2 (Cyr et al., 2020
Duerrschmidt et al., 20000 . A B 7 UE 5%, 1 FH7E P9 5 48 MRS 1 (%) 1L 38 85 9] 77 (wall shear
stress, WSS) & IfiL 3 Ty 8 1 5L B33 7 (14 50 SRR IR 3R o O R B Y e 10 L 9t B )
73 BE A 32 H0 B0 K 55 R A ke R 2 08 400 ) 41 20 ik ks A T A B PR SR 0k T 3 6 A 4 1T
R R I 2k S A A B2 T e R 4G 9 %% DI AH O (Hahn et al., 2009) 44 Zh 48 g 523l
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WP R I, 2 LA AL T I A Bl I R A
RLB ML AR S 7 & B AT BT U ) BE 35 8Y
P77 5 3 0 AR AT AR 20 JK 55 A B A0 B[R] (ot BT-1 R B 237
7R S A ) R A T TR R T RV P A% TR % TR NADPHD
i 2 3k, 98 /b BT Bl ik o A A 4k % X 3% 15 (Barakat et al.,
2003 ; Cunningham et al., 2005) ,

12 B A A A TR AN o L P PR B RS A L 1 5
EINREMARZGD T T B (FHEE, 2013; JFRE 5%,
2017 Li et al., 2023) . Wf FCUE S, 32 ) J5 ML i 89 U1 /0 1
AR AN ML 3 R (1) 32 R, G2 B I 1) B K IO T o
H BAN [T/ 336 47 A5 =X ) AL 9AE B 070 7 5 DA W R AS (] 28 2 1
123 (Green et al., 2017) o DAtk , AN [8] % 2 | BSF [ 058 2 1)
& 7)) 77 AR LR B U 08 SNAN R o I A B B RE D BE
Wi AH ] BEAN R 3 T Uk, AW AT B SR A A Y R ) A A
AL BT ) 77, VA B AN 8] 9% 2K I 8] 115 558 3 1 15 LR
BT 3 o I AE A B B B A 7R B RS AR AIE K AT e R BL
il HEAT 253

1 &R EINEERER

ML AE A B B TN A D8 0 2 48 v 1 — A T i 1k
o ARLBE 5 B 50 B0 AN B RN, B CUIE B I A Y R R — A B
A WA 553 W T RE AR B . U A B 4l E R 1 o)
We A3 WA AN 55 53 b 3 T & A% 73 U NO R 81138 3R (PGI2)
ET-1 %5 I8 US04 A0 &7 i v 1R 4 00 R 19 1L )y e, if 8
P Ty B B 05 i 355 R AR AE 2 1A B A M L B 4T K T e
T F# (Godo et al., 2017; Rodbard, 1975). K 4= 4 % ¥l
) FLAR T R DL LA BT A6 W0 5T R AT L SORE M SR I R
FIR R IR S (Xu et al., 2021) .

L6 PR 4 D 30 R TS 5 I A R S AT W A 1) 23
S e S AL 38 (972 4K, FEH NO FET-1 /2 4 B2 48 it 7= A= 1) 5t
) EF 4 0L R, NO J2 H N 2 48 i ) NO 4 188 Cen-
dothelial nitric oxide synthase, eNOS) f#: 1t L-# & IR /= 4
AR AR BE ST T LA O S R MR, N 3
T 12 22 04 4% H (cyclic guanosinc monophosphate, cGMP) i
2 1% 47 7K (Masaki et al., 2006) . ET-1 5& — Fh it 45 1 &
P 5T 5 RE 8 1 S L Sk U M B AR SR RS 5 H Y
AR T 3R 19 4B BT 47 (Scalera et al., 2002) o L P 52
I TR O s R T SR UL N B2 D e R G R 2 R AL
], M8 AR AE 2 B — RAA F R R AR R, R 4 #%
JELH) NO S5 &5 7K I A8 B ek /b, ET-1 58 Wi 4 1f 87 PR 1
2, TR VB AR 2, 1K M A S i A 1A S ik
i, I /INSOR B SRAR , I8 1 i LG B8, 7 2R o A BE ) R
i SR AT 32 BRI N B D) e B 05 1% % A (Dushpanova
etal., 2016).

i B JOAE PR Tt B ) I P R A I 1 BB
WA BT 5 AN TR RE FE ) UL AE PN 52 B E B B ( Theo-
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filis et al., 2021) . HIF-1 CBREE T K 1) 2§ J0E
AR 0 AR B AR T, MU N AR K B F (vascular
endothelial growth factor, VEGF) f& Ifil & P4 7 48 Jitd 3 A= 1 =
ZH T, B UK I HIE-1 G898 W0 7 4 VEGE , J# 15 K 7 2E
AL A AT R (He et al., 2021) o 88 38 FE B F - o (tumor
necrosis factor-a, TNF-a) J& % %iE & M [ 5 242 % B+,
TNF-a G 9% {i 3t 50 40 i 3=, 980 INK il #% 15 3 ET-1
AR B % R 2R A 5 BUET-1/NO I & I 4F %% i (Sprague
et al., 2009; Xue et al., 2009) . microRNA-126 (miR-126)
YRR N Rz 4 B v 30 £ 85 K 1Y microRNAs , 7E P Rz 48 il 58
I L5 ik 7 TR 45 I R AR B0 Ik R R Ak AR Rk 1R
EEAEM . 5K BLE TNF-o i 5 10 280 0, 9 % 40
miR-126 F 35 T B, XA T4 0104 20 RS Bt 43 7 (vascu-
lar cell adhesion molecules-1, VCAM-1) ) mRNA #1 i Jik
55, A P B 4 i 2 T IR R B 2 T VCAM-1 Rk 3G T, Wi
1 58 22 (0 A0 RS B S DI 0N R 98RE S B (T3 4, 2018 5
Turner et al., 2014) . [14) % -6 (interleukin-6 , IL-6) # I\ N
S SRR R G ER T, BRI R/ eNOS B B2 44 1 1
NO A= B¢, AT 5% 0 I8 R &7 5K (Kwaifa et al., 2020
Virdis et al., 2015).

A RE VR Bl K B A A A AH D¢ O L R R Y B AR
i B B AE N, © 6808 B 5 4 1F 4
I8 P35 40 il (Incalza et al., 2018) . 4 & #F 71 CL 48 /R &
b AR %5 B IR 2R 11 Coxidized low density lipoprotein, ox-
LDL) . Ifil % % 5K X 11 Cangiotensinll , Angll) %548 7] 8 1% 5
1% 1 4 (reactive oxygen species, ROS) ] 4= i (di Pietro et
al., 2016; Wang et al., 2018a) . NO 2y F BF %2 $i 2 1fn
BN T RE AT I 32 ZE IR R, ox-LDL g % 38 i FL 52 44 4
1 1 AR 2% 5 G B 1 5% 4R -1 (lectin-like oxidized low-densi-
ty lipoprotein receptor-1, LOX-D N SRR EIS 5
20 M PRS2 R/ SRR VR FE R Y, BT BR v g L [ IR
Py L-HE &R, LT R 1A eNOS ik, BRI NO A=A
Rt W A AL N . ox-LDL 1& 2 5 #% K 7 «B (nuclear
factor kappa-B, NF-«B) 3% , 38 I py 5z 41 i o kS b 4+
FKIE , 5 B K T RE R A5 (Jiang et al., 20225 Yuan
etal., 2019a). 34k, Il A BX IfL 3% LDL A 5 H
ZRE MR S RO 2, 7 AR T TR N, W] R o 5Lk
LA A B2 R A SRR e B, 3 B P R 3R VB IR R R
VCAM-1 FH4H ffd [a] K B 73 1 CGintercellular adhesion mole-
cule-1, ICAM-1) 55 Hi [ff X 7 2 3% 3 = (Steyers et al.,
2014) .

2 MBI A3 M N R IR R R0

i 358 BY Y71 3 2 A T AR IR Bh R LS L Y B2 2 TR
7R AP AT TR A BE R B g, ) i Y Bz Dh e R A
TR A i AR 2R T LA BY D) A5 1 KA
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Jil, BRI E TRV IR — B LR T
HABAL, ML Iy B e R, BRI BT Y) A7, Ko
N 15~70 dyn/om’. i 75 &7 i TR AN B0 TS50 7, 1f i 5 B0
RARBUL , AT T LR P AR AR B ) 77 R0 35 B U0 7L K
BI) 3% 48 77 1) B e (H K/ <10~ 12 dyn/em?® 9 Ji) 3 1%
WA BIY) 7, 7% 3% BT U 77 32 23 I AE O JIE WA AR 5K
) K /N 5 77 18] GRUTA] D A8 A6 B X2, DK /23 0 (Zhou et
al., 2014) . [FJI , 76 1L f5e B A A Aor , ML 3AE B9 1) J3 R BN
w1 B0 e R KN30 30 dyn/em? (Li et al., 2014) . 7E
AN R G, TR L RE B 55 ) 77 R 0TS AL
RN O i PR AR < A= AN Yo s g
JoT 2% 125 B4 S R DY R A0 T T 28 L AR AN JORE Y, a1l
W B2 Th e 25 L A e J91 2 Ik 58 RE R A f0 A AR R e e AR E
5% Wi ( Chistiakov et al., 2017). H A7 % T ML A B T g b
5 o 30 P M 3 77 2 J R R B . 2 A 2 1D & BT 1) )
S PRBC U 5 2) B BY U 77 RN v 5 5 85 D) 7 1 R AR 5
% J8 B N AK BN K Z g0 b 1 L 85 ) 7 1E G A 10~70
dyn/em’, iR N AR IR AR B R B, NMRIKE RGEAH]
RE K 3w B ) 7, DR b 2 5 TR A 1) T 55 2 PR U (32 5ok
&, 2011

HIF 50 L 5 1E & A8 B8 Y B o 80 1) AL 59 00 0 A A
T4 RR IR I L N R T RE I R R Y DI ) BE 8 i
B R 240 . FEAS R LR A& T 5 e 85 ) 7 K/
R BE R RE AN [R], X LB A R T B AR R AN R AR A .
TEJZ AR T, M 89 V) 77 /2 4E RF 8 N Rz 1E % Dy s )
HER R, HAE— 58 16 H N PR $FRE 2 1 07 1) AR AR
WA A SORE, O L N R ThRg . BIFFUUE S, i
YY) 7R I8 AR A A B DDA OG, 7R IR A BLRES
N MUE B RO, ML B U] 0 BAIG , ELAE HE TR AR R
BN Qe B 4 g 7 o B HE R, A S S SRS FR 10 /7
SRIG O, AR P 3G o i A AR AR AR I 9 5 1) 7 DA 2 AL
PR E, AT AE — 52 12 B B B AIK 18 N B2 T 2 (Hamburg
etal., 2010; Kappus et al., 2014) . [FI}, #5745 HF 75 90E 522
YY) 77 B8 BH 1k IR T R R 20 SR B A5, X il RE 1
S LR A I T i R 26 IR A R S AR A . e
FLR I, JZ U BY Y1) AT BL LA KLF2 {4 i 7 2 b 8 % 53¢ [
F EB (transcription factor EB, TFEB) f{] % ik , i & i&
TFEB 1 #45 Pk & 15 i 9k 1) KLF2 1875 o, AT 400 ) P B2
RAE L, FEIR LA BY V) 7 fe i 8 i 5 TFEB #5401 3
KLF2 % A Bz S0 R0 28 A (R 410 11, 50 10 /8 Py 5 A7 B
% £ 37 1F H (Katakami, 2016; Nam et al., 2009; Song et al.,
2019). A, 7E ML 158 X R AL, ML sk T —Fh ik 3n
TUIRES B RS TV 125 Fh g i » AT L84 LV BY 1) 7 1 K
/NI 5 T, 3 S (1 L W A 2 2 5 L /6 7 4
G e ] e e S N i 3 L A 1 = A S P s -~ T W
AR F B AT W HG EE L (1) 52 i (Barakat et al., 2003 ; Nam

etal., 2009; Sun et al., 2006) . Nam 2 (2009) i1 7 it 5h
TOIRZS N B BT U 7 05 3% BT V) 0 00 1L P 5 Dy e 1) 52
Wi , &35 SRR B8 43 45 FLAR AL A B fok o A B A0 5 1K) B, 9t
B Kk R AL L R R O 5 BN B ThRE RS o T 24 P R A
i Ak T E L 3 B D) 0 BB VA BT V) J0 i, RTOE NF-«B Al
MAPK {5 518 2% , 3 i 9 i K+ (1 TNF-a FIL-18) &k
T Can MCP-1) H1 kS B 73 3~ (1 P-selectin, ICAM-1 .
VCAM-1 Hil E-selectin) 5§ #35 , 14 9 F A% 40 i 5 79 7 40 i
SO A BN = A o = e 2 i
(Chatzizisis et al., 2007) .

3 BN IMERN RIS

BE T R I8 P B A R ) e I TRl 2R ) R ON L O
T2 5 W KD LA A ANBE EE T
AE B N Bf (Boateng et al., 2021) . %6 2 4z 1% (Lew et al.,
2022) F12Z 4 B 4K (Haynes et al., 2021) 4%, 3¢ T 1L & 14 2
DiRe i ig s+ 707 N E 2 A iz 3 Bl 2 A Eig
B G Bt LI 25 e 9 5 TA) 80U 25 Chigh intensity interval
training, HIIT) % Ifil 3t BR il Il Z% (blood flow restriction,
BFR) %24 %, .43 73 N2 31 T Fil o5 38 98 0 - 4040 B2 i
O L7 97 075 S o TR 3% 55 A T A IR S [R) 38 3l =00 I
N B T R S 1K) AT BE AL .
3.1 HEEFHF N LA Hh

HIF 58 CIE 58, DL A 45 5 )5 45 4032 3l (moderate intensity
continuous exercise , MICT) (50% VO,,. ) /¥ ¥ # 4T 30 min
PRI ZR (<12 ), 5 8 5~7 IR, Re g A 2R & I &
W 57 S P 8 I 45 #5 (reactive hyperemia index, RHI) , 1
TR L T R TR I o Al Tk 0 R B A 0 I R R 1Y
& HE AN JE (Kelly et al., 20045 Kitzman et al., 2013) . f#
AR MR (2017) B 38— L6 3K 5K 3R~ T 1] Bl &% 4t (renin-an-
giotensin-aldosterone system , RAAS) ] fff FZ R 157 T MICT &%
B 0 IR 2 AR I AR ) A 1R R ) B FL T RE R AL
i, K I 6 Ji MICT 45 & &+ Fil)5 , LS 4 1) RAAS
I VR s SR RIS IC R A D A I AL Y B2 T AR A B 1
5, FHOEEAE I RAAS W 14 38 568 78 12 2)) 2508 18 9 R Th fig
i AR A o 1% H A — 5 g R ) A Al MICT X JE B
/I BB 3 30 K PR A I R B I P R 48 R S
RIS JA MICT + 7 &k & 990 /0 L3 98 11 IR -, % il L TR />
B AR A 70— R B o IS N R S, AR T RE
2 25 5 miR-126 M AR 5%, 4IE S8 7 MICT o3 M i Bz
HREFIHT R AL o T ok e 7] 45 (2022) 3 3o 7 #7348 o 4
28 4t LB A R T RE S R B AT, R B 12 ) MICT fgf%
A ROA R 2 A L A Y B D e AN LR B ) % dE b
34 m Ah JE A R 9 2 #H 41 2 Cendothelial progenitor cells ,
EPCs) 3 fitli 7K ~F , I 41 vy 384 5 A 7% 66 70, AT 42 e AL
s NIRRT, BB N TR, Bk

53



o A B 2024 4 (60 5D I3

TIF 90350 M A B 2 o B R, IE s HL DR T AT SRE B % i
BN TR A R AR IR i T TR L
32 FIEYN LT N R AR e Fm

PR o LA & B A ST W5 %, H
I FC 0T 145 N R T e 1) RS T A 52 31 % 57 5% (Buchanan
et al., 2017; Morishima et al., 2018, 2019) . Z= {i )l %%
(20150 %5 11 4 55 1 147 12 J8 B B I 25 5 2 30, e BEL T 25
RE B AT 2% & 2 4 N L8 N R T i, G 98ORE s 2 7K P
B 0% 0% 55 (2016 TR BF 7 90 BH Il 45o0] 48 28 Lok i 8 N
Thee e A, R 12 TR N SR 5 , 48 28 2o i /9 B T
RE 1T 31 25 035, i 90 I R 7K 3 5% AL B (angioten-
sin-converting enzyme , ACE) & [K] D/I 2 25 1 /1 FE 70 i1 &
B, 7N [F] ACE %[5 D/L % R 48 b5 L A A7 AE — 58 7 5, DD 7Y
AN T B I 25 58 U . M S WE AT B R B, MICT Al
BUPH YN ZAH 45 & k5 18 3 U7 28 A2 o M T & I o
TORE AT 205 ¥ . 0 AR WESE (2017) BIF 58 K B 5 6 JA )
MICT 4 £ Ht BH3Z 3 T e 6 S 25 [ 41K I e 2 1) 46 oA A
AL LR DG 48 b, A7 R 35 AT 7 2D 4 L A R T
b . % AR — BT T R B, MICT 45 & Pibiliz sh Rk s
R T D A A8 R D Ag, BT IR S T
JHEHDE, EERRNEEAS RS S Tigah X L& W
B TR o I B (2R AR &, 2013) . N T i — BRI
MICT F1 45 BHL Il 25 75 o 35 18 P9 B2 T e 77 T8 WA b 5 L ARG
#4, Cortes 25 (2023) #E 4T T Meta 43 # , & B MICT fg % {2
{588 R IE A R 7 AR R AR ) N B T e R, B R Al
MICT R A5 24 o 5 e = RTAE JRE AN s 1 1065 P9 B2 Dy R, (R
BT BRI 25 0T T S A0l i e B S E UL T A 32 B
Xof LA P R Tl e 4 52 1 W] e B TE s il g Uy =X, HUAR
BT HUH ISR, MICT % 1ML N B Ty B 1) o508 R0 R B8 £ .
3.3 s dFU R D St A R A 0GR R

BFR SRR R Il 25, /2 7E 12 2l 3 18] 38 5 465 Bk 1 n
B B C By T Al B39 200 0 D 0 B A b TR R
B AT S ) HEAT 0, A5 6 K AL VAT PR S D [ B 3 B 28
2y Jik ML LA 3 IS 8RBl R 5 s (B AE AR
2019a) o« AE Ry — i T UL A 2H 23100 4 B 45 05 2, R
g fE — i FLRE g b PUBHIZ B 6 IR B L 2 N SRk
NHETT B I B AN R B R 3% 8 AE I 2R S8 AN R 52 1 5
AU B S 9E 5 (R % I 2k I N Bz Th B O 1 R ROR
PIAEAE — 58 4+ il . BFR B VIR 47 a0 mT B2 3L 52 1 1 45 1
Bz T fie B9 IR 2R, X1 H 4 (2023) TF 78 K B BFR fig 5 (f
I e ARG E A A . AT TR B K 6 BFR J5 2 h
4 h B AR AKRE T BREE ST o M- E RS
fifg & (A 2 34 | i (Stanford et al., 2022), LL_FHF 58 ¥ 90F 52
fIC A4 (1) BFR B8 % 4G 20050 I8 Y B2 T e A DG 1 A= 0 A
WY, E @R EXT g W T Re T AR R A . da
Bl T I T 0 A2 B2 BFR o503 L8 N R ShEE 1) — A

54

Y [N &, Shimizu 25 (2016) HF 78 & 8L, 5 A #E47 BFR [
JINZRALAR EE L 4 F I 55 B BER T LS 4k B 3% 4 A A AL
PR g i, B0 s R A e L e s R AR L A i A R
S L P R T BE . Meta 23 AT 48 % B, A EE A% G Bt LI
G5, N GRE )R 8T 4 J8 B A1 S BFR 1564 Bt B I 25
xf M A Rz Th A BA AU 19 4E T (Liu et al., 2021
Pereira-Neto et al., 2021) . {H 5 H W 5 &K I, BFR 1] g &
05 L7 N, BRI A PN B T e, o R BT R g — A
H I K . Renzi 55 (2010) £ 1+ 718 & 45 & 0 &
% 160 mmHg (1) BFR T IfiL & D B8 ¥ 82 M) , /K 3L BFR AT )5
P9 K2 T 6 R A, DR BFR (1 25 AR J 3 2 ol if,— 73 98 4, 17
e 1L — P R AT RE 2> 5l A LR A R Th B RS ER Ok A
BFR Bt & 18 & 5 L N B2 Th e BRI, mTRe 5 I Zhh i
BN A G, B O R O K AT BE i S A P
AR I P HE TG ML A B o ZE AR, BFR X UL
BN R Re R B AE F AT e 52 T RGO L S0 A
i) AL PR SO NN o ()R i U = SO =R Rl 1 D i
AT RE S TE — B R BB ML N R, kI P R Th e
LS AR
3.4 BARJE IR BRI LR E W A0 R ve

b8 5 38 B {2 a3k {5 AT 7T A0 IV K R, HILLT 3 Ay
18 3] T TR S ] 52 i) E B AR . BTN 5 HAR T TR
L, HIIT fg 0% 2 2 o35 AR I L 3 A0 35 /> 4F 10 4K IR | 0 fili
Thae O 22 1 Th B LA B M e b 5 ARG F 90 A D 7E 1k R
KPP EGE L HIT 5 MICT 2 748 B A7 B34, 2 H HIT
A RE A2 32 Bl T TS A RE T A R RS R 5 1) () A
%, 2019; Dias et al., 2018) . 43 B %t & I HIIT A
A R IR T AE I A7 Tk ) e 5 5 IiE Adropin iR
MO R (B R B 45, 2019) . DUEWF S M, i Adro-
pin BB 8 3@ 1 WOE L N R AR K H T2 148 B eNOS &
K R HENO A G, B 26 2GR L P 41 R 4
i (Lovren et al., 2010) . #H ¢ Meta 43 #7 % B , HIIT £
MU il 2 bk I A 3 g 7 T B MICT 327 4%, W) 66 5 HIIT
of A G5 0 ML 0 6 6 DR 35 R A N B 8 RE R I 3R A
RS H A R A O . W AR IR TR N R
U, HIIT R85 0 25 PR AR AR 8, 503t B AR ML BB /K1, 115 i
S R ICE R A AR, G L N R )RR
(Khalafi et al., 2022; Ramos et al., 2015) . Sawyer &%
(2016) & B, A Bk B A% HIIT A1 MICT 2 Fiz 5 T i & 77
AN TR ) af A8 B, HIDT BE 6 A Rl BB Bk & 1) FMD, H.
HHRAR M. 7 PR HIT MICT #4t FE I 2k
3 M AN R 32 3 77 O L A R ) BE ¥ 5 0, O’ Brien 4§
(20203 1o P 85 = 2 6f 2 45 N\ B 20 ik 1L N B2 T e 1 5%
Wi, 45 SRR DA TP VIR, HINT A1 MICT fig 58 47 2%t
MU I N RS, (H R HINT S 3 ik 9 A% 1 38 A &
S 3 2 I L SRR P R U



IS SCHES L 55 LA P9 52 D RERERTIZ 30 T T I e 2 00 70 4 AL Tk e

ZE I, MICT  HITT A1 450 B I 25 #8 66 7F — o2 F2 FE 1 o
ML A R Thie , (R 2% 18 B i B {2 3k (g R 1 48 5 1 L i
Wkt AT P HIOT W] g — PR SR 4F 3 4% . BFR AR 5
P A8 B JE A R N R AR B R R, PR R e
T T BRI T3 — A5 S X I A P R fe R (R ) R

4 EENFSHMF YIS 0B R B ThEE R M A4 E AT

L A P B 4 L ) 3% TR T B 4 28 44 o 2 B I
BT A LA BY I 0 YT 38 B AR D — R AL o X
ML 37 8 V) 3 B 5 mAEAE — R RO R, A RTE 2
V5] 1 5 JBE 1) 32 ) 2 6 HLAKR 72 A2 A [ 7 I B9 D0 =X, A
T 0T I P B 7= A A [] £ 1L 338 40 38 ( Cahill et al., 2016) .
BAL b, 6 5 5 3 10 B B 2K L I ) 0 5 BE AR I R - BT =
4.1 FRREHH X F i 3 b 5 de B 1 K ik 69w
4.1.1 HHIZ 3 F ) &

A7 %L 9F B T 30 min 2k T Th R H AT 48
A L B4R 7038 Bl i 5 AR IR A L PR R K T
NO A4k, K B4R 7132 3 5 78 - 34 M v & 2 2 3
I A7 A T 26 AT 238 B A P 3 M B E T8 g
), B AE 120 W 545 D) % B AT R 38 3) J5 P 3 ML & 2 3
Whn e &3k A 75 202 B0 5 AR R SR A i 2 R,
FJ A& BT AT 2508 3 9 1) 7= A= Y 1 87 7k 94T I 3
G513, Mz 77318 3 7= A2 147 59 DI RN, T 20 A
Tho B AL — 20 8 I I A AR &R (L-NMMA) 8
&, LLVF il NO S IfiL 8 78 1 e 82 (45 L, R B AT 22328 3)
(1 °F 357 L A T 48 7132 3h , {3 L-NMMA 18 40 ALTE B 47
#IE 5 5 83 (Green et al., 2005) . HILHEN % E 47 %
25 MICT 15 5 9 ML/ 396 AT 1L 378 A5 2%k 85 1) 5 A 5 00 1 B 4
it NO R 78U A R BRI 15 4 T, 1 48 70 %6 7t BHL iz 3 R a2
)RF i I J0 S IR/ AT B DA 2, B AR o ot A =X
R % 109 K I I B, (H R I P9 R B SRR T A X
/N o Thijssen 25 (2009a) #E — S R0 T AR M R g
A xof b B 20 K ST /336 4T L 98 2 A0 BY 1) 6 1) s e, A IR
52 G AT R0 47 18 3 A L, AL 7 XU A R S 3 S o0
ZR I 0 AN B S, H S 85 0 A R I 9 BT 1) 0 ) 3 n e
DA o ER U HE I A BT AR T O] R X R R R 1 B
M Es, R AT EMSATBEN R & 5%
MICT, e 78 43 W sh MLk & UL A #1283 , A0 36 35 08
T, B AT I AR A7 BY AR 2, 3 I AN AT BY
PIEG . $oR, KWLABEE S HA R MiE3) (nk B
172 OB ATEE) 5 I B BKOWAT F0 AT 103 S 59 911 77 1 38
A 0% 1 SR FB T BE S B Cand 77D WIS 22 51 kAR AU Y 38 47
MpmMBT IR, HAHBIE, G FAMRIET T EiEs)
Xof L7 Ty e K 4 B SR, R IR RO ZR S B I 5k
R 77 CRIV Sz 2 73 I i 98 W 4D S5 25 3, 338 Bl X 3

ik 7 5 )y B ¥ 5% i H A 4 B P4 S (Birk et al., 2012) .
g5 b, AN iz 3 77 5 AN [ 85 9) J) B 5%, T RE 2
XoF AL B i 7 A A T PR I R R DA TR R UL R G AR
AN T 5% 0, 4 5 P O LA 3532 3 T e 22 15 5 AT /18
A7 B PR, 1 R 0 Bt BELIE 2 32 2 DL B — (¥ AT BY D) A
KON AT R LIS B, BT % (L P R A4 5 e ap
REFERCE 1.
412 R I %

BFR 5 ) 3 %2 2 38 UL PR & 1 ¥ o 1) — Bz 3l
3, 5 PR R E 0 (0 itk B s of R BY Y 7 0 AR Ak )
OV B A K CBRAE 2%, 2019b) o 25 FE B 1 37 FR 1 5, 1
35 AR Ak f LR AR 0 L 3 2 I A B, AR X
WG T7 = RE 65 (2 2k WL A 77 8 10 3 A, 8 3 it o 70 s ) 2
75 b B A 2 5 LA P R, 10 L P Rz Th e AT AR T G
Wo AW FC8 % A AL 1) 8 EE o M E AT BFR TR IR,
3 JE (U 5 e 0 A1 At L PA) ) o 35 1, (HU T A AR I
BN D Re AT, PR G ML B IR R ). MLV BT V)
7710 1 B 43 BT, BFR B8R BE 05 1 28050 135 1A B2 T RE A
KAEVFRCY AR EAE— R b2 T80 n kA &L,
P AT BY ) 310 7= A, NO 3Rk F B, AT 98k 55 20 Jik 1.
WA SR IMAE Y 5k (X H &5, 2023 ; Cardozo et al., 2021 ;
Stanford et al., 2022) .

FE 24 1T BER AH OG0 50 o, 0 & M 89 §7) 7 i i
W B Dy fie < TB) (R 5 208 & M AN TE 2 o Thijssen 55 (2009b)
i JE 55 M T A B Bl ik 43 00 i 7 25 mmHg L 50 mmHg
F170 mmHg )& 7, B AS 800 5 3847 89 90 71 1 A2 4k
T 0T R R LA A B T B KA AR B 5 RIS R
S B s 2 JiOR G s 25 mmHg S I 38 U0 4 A0 i
W R ThRE T B 3 1 2= =, {H /& 50 mmHg 1 70 mmHg Jii JE
S BT D) R 8 E N, A SR I N AT 5K T RE
3T B A 0k 5 BO0 AT BT ) 5 TR0 AR B
Paiva 55 (2016) & 11 1 5. X il Wi 12 ) BE & 80 mmHg
BFR T 7 F+ Bt , 1fii Jenkins 25 (2013 ) i i of 4 4 ft JE 55
P B 28 g it I 220 mmHg & 7 #E4T BRF, 2 ANIF T #  0
T VI 25 JBE 36 47 1 90 T B R 3 0, 36 4T BY U RN R 5 BY
V170K B mT AN, AR 2 Bkt i =50 mmHg 71
JE 70T R R = AR 0 AT B ) RN R 5 Y U0RE =0t A Bz Th g
7 A2 ) &K R P 1 /& (Credeur et al., 20100 . % & 3
BFR [ 00 A 7 )ROSEAS 18], B s 2 19 g i i AS [
100 mmHg 1 %5 [ 437 A1 120 mmHg [ %8 105 #5685 52
A BR AN R 10 30 ik 98 . TR Bk, BER PN FR 77 7 AR 48
Rl 08 BEREATEBE . SR, 2 AT 2 6T BFR 85T
Xof 32X b A Jikoita in ) 0 Y8 1 2 50~270 mmHg,
A Z R 738 BP9 ) S A % 40 o L IR 8 50 0 AR 4K
BOUL A A, 1B G 5125 R ) 1l A B I R g 1) I TR
Bt — BB . A6, 3T Birk 25 (2012) B 72 A X 1 4
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PR 5 1 AT 48 77 U1 25 B 45 60 mmHg BFR, & 3 g 1%
A3 30 B B 1132 2 ok 1 L g8 R BY DA 5 AR Ak ki A
P THBE A B M . Shi 45 (2022a) 3 3o 4l 3 I & 1% 46 % AR
JRE 53 K 2 A= il 3 T i i 60 80 A 100 mmHg (1 /5 /7, PA#E
YNV BT ) 5, 8k — R S HINT X L8 9 52 ) g 11
50 B ML B ) 77 (46 R AL O B T IE B 4 8 A A
1M &, 60~80 mmHg 1) & /7 i 17 HUT J& I i 85 Y] /) F# 1
BT BE G R AL B R IN 100 mmHg £ R, R
MBI J3 2 RGO, M4 N B ThRe 3% R . 100 mmHg

& W

. 40

=N

a 20+

z -
0

{0 Aty s 7 AT RE S Ry T 450 LA P9 B, BRI I Y R
Dhfe, R € UL R n i i 590 77 . it w1, BFR
iz B 8 AL A [, Ok SN 0 0N s &R RE A .
B b 2 A o e 0 I R R g O S N R R A 4T BT )
JIOKV- R B2 D Re 52 B, 25 RE B i B (1 L 3 BR M) W) RE
PR R AR A LA P BE 5 L 5T RE XAk RS A D A B T g

Ho Bk, BFR MIRFAE I & PR % Vi HEE 21
WL -

-60 L HERE A IR A

A EFH

HFEBATERIEF)

A R

B1 AEFXFoxmizeriaEst. iR meE R EIEERI =20 (Birk et al., 2012; Thijssen et al., 2009b; Tinken et al., 2009)

Figure 1.

Effects of Different Interventions on Blood Flow Shear Pattern, Shear Rate and Vascular Endothelial Function (Birk et al.,

20123 Thijssen et al., 2009b; Tinken et al., 2009)
A B EY AT AL B, ik T A TAL; C AR MR I PR X R AL e R S R AR A,

42 RE B EE B i S he R 3 b ) xR R A 6 W v
42.1 AP35 g foK 5 5

WA A2 30 i I AN TR, AW 5 4 38 3 I (8] 43 o 2bk
BERNMKIRIZZ) . Rz 3 B A B Z @ B8R, kI8 3)
1 A] UK AL 7= 2R SRR . T8 4 BIKE Bl R K W12 3
56

of I 3t BY 1) g A LA T Be IR 5 R 2 A — $0? Tinken %%
(2010 X6} i B 53 1 52t B 7 30 min SR 8 48 7 4%
7 bt B rp O O B 3 4T 60 mmHg Al 5 T 9, 48
T0 B 0 T B 4 B OURS B 3 ik L I B D) g AN I P R
DhRE 7R Ak o W F0AE L T I BT U0 ) 02 B R 2 PR B B



I SR A8 - LB A B ) R IRSHZ 3)) 39 100 B 1) 0 £ P LA T S

o5 LR P R T R R AR IR, K I 2 1 S
ML 38 BY U1 77 3R 5B 8 o I A P B 4 A AN B RE 7 AR BRI

KHEZh M0
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Figure 2.

EAL S AR AL TAG B, L A e T R G B B E b AL,

KT WX S g K IE 3 75 S 1 3 35 ) 5
ORI A A 2 B 10 B A AL A8 P R ) R IV 5 T A A
M) 408, A3 TF 98 % B Bk MICT J& & A A F8E 3 s 3 ik
i B V)48 BURR 82 39 I Gl sk 45, 2015) 3 A7 27 3 0 L B
NBEHEAT K MICT B 58 , 90 e 16 6 208 e i 5 />
SRR BT V) 0, FRAK R % B9 D48 2 CE 3% 45, 20200 . 2
D SOV AR BRI AT 8 ) 77 e 8 ) 3 QAT 85 9) 7 + 3
ITBI T W A, 7R % s VIR B K, Rom AT 85 1) )
R K, 78 T R RO, X I P R DR e R . Sk
AR 128 B 5 % 7% 5 85 V) 45 200 5% i KA 2 2, HE I n]
RER AN KW 2 ) SRS BUARIE G & &R FE, O
JUE 25 I Ty B8 05, AT A8 4% R AR 3 238 3 7 AR Y I 3
W FA0,EF BRI, 18 B0 L3 B 1) 7 A0 4 45 4

)R B L 0T 32 ) SR RS2 AN (R i EIRAS TR IR
BY) IR T RAS , £ TR LA NO BRI & 1 UL
AU ET 5K o FE SR BUEIRIZ 3, RS B ) 9 IR 2 ik i
AR AT BT 3 R RGN, DT I N R NO R TRk
Ir AR X R L EF 5K . MK IIZ ) S, T NO /3
i A B 9, T B AR G K, (RS I R BT V) 7 B A A R
AT TE A, AT P BRI B8 B AT KT I 45
X}z By il P A2 3E B (Green et al., 20185 Tinken et al.
2008) .

422 [ B TSRS

R 45 A2 75 A7 [8) &I 8] W] R 58 Bl 43 O FF 218 3 Al [E)
BRAZ By, 1M A [F 1432 2y [R] 8RR JR] 2 5 S50 3 o0f i & i B2
) 7 O AN R o A 0t 70 ae a PR O AR [ R R T

& RE FH (B 2) (Birk et al., 2012; Tinken et al., 2009,
2010) .

B A

S

iy

K32 5 ) i)

G850 (Birk et al., 2012; Green et al., 2017; Laughlin et al., 1995;
Tinken et al., 2008; Tronc et al., 1996)

Effects of Acute and Long-Term Exercise-Induced Shear Force on Vascular Structure and Function (Birk et al., 2012;

Green et al., 2017; Laughlin et al., 1995; Tinken et al., 2008; Tronc et al., 1996)

ROS. FHE;NO. —AAH;eNOS. W A — AR AT,

65 P R SLIE B AT 3 B A [ ] Bz B A5 2O L A R T
REM 2, R A5 P — 350, FR 232 3l R 3 Bl A [ (1] B2 2))
PR T OANIE AT /AT B IR, H 4 R A RIE 3 75
H Be A Rk L P B TR S B 8 B I8 By I IR 1 22 5
Fig 2y T 20 R vk 1 18] BJGE 3l T R 2 — Rl e] & i ig
B 3 (Lyall et al., 2019) o [K 4 HIIT {9 {i & 20 a5 3% i
BN, A A 5 % B &b ]HINT J5 5 M3 8 00 F7 f 7% 3% 80 4)
6 R 25 3 0, 30 min J5 , L9 BT V) ) R R B EFAE A
B BT U Fa B0 T R SRS (Yuan et al., 2019b) , 3X 1]
AE & B T 5 HIIT J& ML 7 A (0 = 1 A8 Ak BT 550, 1H
FUI AR X HIT J5 1L W 52 T A8 1 428 A6 15 100 1#E 47 3 A
it o

N HILT J& I3 89 10 77 1 2 v 8 4 o) 1 5 i R
ThAE 09 /E 5 Shi 55 (2022a) 8 15 T /2 14 1w 8 FBE ) 80 25
(high intensity interval exercise, HITE) X JIE B 55 0K 2% 4F 1fn
BN R TR sg e K MR BT V) 0 AR . S5 SRR I, HI-
1E A8 52 35 25035 B JRE 53 0K 25 A= (¥ 1L B9 D7) 73 R0 I P9 52 )
fig o I Al At o He ot 5213 B 30 ik i i 60 ~ 80 mmHg He
77, RE8E A A ) SobE HIE F 105 5 4 52 ZhRg i A2 4k
Z W FC BN 4k 2248 b 1 8 JH K HIIT A MICT iz 3l %) JIE
Jh: 55 R 2 AR 300 B Jik ML VR 3 A3 5 (R s e, 45 R ORI, 8 )
¥ HIIT A1 MICT # 8 % G 2k 3% 3 4 iR 30 1 2= 24,
5 HINT 7 5 3% B V148 #2275 AL T MICT , B R &6
FOIE A BN B AT 8 Y) 7y, (B HIT 4 5 MICT 4 1£
W AT BY U0 3 %A 22 7 5 B0 N HIOT J5 7% % 39 U0 48 0l
B R B, 3% 3% B K i BT W] DU ROk b i 47 85 0 77,
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2035 N Th fiE (Shi et al., 2022b) . Afousi 25 (2018) ¥ i+
T HIIT A MICT *F 2 B FR i 58 25 (i 3 55 1) 28 A0 1 27
e e sema, 245 5 Shi 45 (2022b) W 7T 45 R AL .
HIIT % 58 % 89 V) 76 AR AR 52 ) (1) — > W Be fif ¢ /2 HIT 7E
I8 By o A B PR JEL IR TR, 0k AT o) R B8 R S AR
MEAT BYY) g, 3k 51 A 3G . 1R IE R IR EkiE
b, 4 E R B 8] (432 2 e 85 AR T8 2l Hh Il I 5 D) B
W NIip- A K =ANpaY i
43 FRRREZFHEF AT A5 E N e

W70 O R, AR 58 P2 02 2 of Be AR T 208 9 2 Th e i
B AE S T LA 1 26 38 B0t i R T B S i I O 3
A A AE R 25 G TR 7 9 32 30 (Goto et al., 2003) . B
FUR I, A [F) 5 B (132 B w] e 23 7 A2 S [R] (1 L 308 R,
7 5 SO B V) 77 % A AN TR R B 1 A8 4K . MICT g 6 7=
AT LR BT ) AR AR G L £F 5K D) BB (Shi et al.,
2022b) .

A EEF o &5 58 B 3Z 5l , Johnson 45 (2012) WF 52 K L, 5
S8 P 328 B 5 OE AT B i Y V) & T SRR s B,
{H 2 56 T o M8 9 Rz Th e A S A O R AT ER B . Vita
25 (2008) HF 75 K I, v ik JE ) 242 B 1T RE 2 7 A B )
ML 551 77, A8 P9 e 40 B B i ROS , AT #E — & 2 B F 42
o S0 N B R A, 5 R A I P R T RE A
A, A AN A0 B Sy 1 S 560 E A8 R L v AR 52 Bl
7S Wk sh M 89 V) 3%, R T AR SR EIE 3 % T
1) ML 89 V) g Je B AR 4y W R, R IR R T AR
BEESI MY 7T, PR 20 MR Y i A 7 5k
TNOZ T HEIZa) MM vl h3 . JFH 1
25 SR B IS B 1 3 I MR BT VI PR R & B S
P ROS i T NO F= A& , {H7E = 5 S5 32 2 175 5 1) 1 8 B
Y1738 P9 % 4 A BB H K & ROS, AT 3238 17 NO A4E9)
K B (Wang et al., 2018b) . fEFZER S ERFiEs) )5
iy 1L A S RE R AfL A BY 1) 7 0 R 1 OK, JF HL
IRl FE RS R iR NS S Sl R A P i A
P, 3E— 25 IF S22 B 98 5 AT RE 2 02 B Ae A A A e A
P R Ty BB R B R 3R, G L 2 b 45 5 BE B Bl (U R 4
2015).

g5 b, ML B ) 702 T I2 2 S 00 I IE N
TG T, 2 TRy AN A R T e Ra A ) OCB R 3 . Stk
iz 3 BE A% 51 i T R A RY %0 2R Ak, T B RE 8 i2 B
R 6% 51 D IR ¥ 19 1 T B 0 L, I o ¢ (R I 45 ) R
I, A R R T e AR A 1 P T R VT 32 B 6 e R AE
AN [T 2 i TR S8 B R I8 80, BRI 7E — e R E LS
AN TR (¥ o A B AR S, o i P B T A 0 20 HL ) ap
REAT T AN A, IX — R IAHIZ ) F A 2 jEm & L,
B B0 1 132 2 m] DR TR 5 0 A BEOE B, [ B AN 22
XA Bz Thae = A AR R
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5 mREYIAS5EETME R K IhEERER R ERILH
B & B U AN WTIR N | 12 3 50 A8 P 2 1) e B i 1)
JIIN=QEEXY/NE 3 IN I BE R ¥ E SN Ui bk 3 I =) ]| S
o (¥ LI B 1) 0 B % UK 20 A — R B I AE A S e R,
VA2 98 S0 L UORN IR B AR IR AR 4K DA TG 0 ) L A P
B A 5 o B L R T RE eI I B AR
JA (Cahill et al., 2016) . 47§ ¢ T~ MR Y V) /) 2 518 5)
R I P R T e A AR R BT (R PRI, 32 R A A M
FH L 978 5 57) 73 R0, 5 0 e i 75 (1 4 B e on A [+ 7 afL ¥E
BIY) 73, DAL A 7] 12 2y 75 5 1 1ML 3 B9 1) 77 (Rashdan et
al., 2015; Sathanoori et al., 2015) . ASHF 7T M LR BT U] 7y
R IV T ST L SR SR A LR B SR O RR 3 7 T
HEAT W3R (B 3) o
5.1 BAL5AFEFHINF o E EEY TR
FEZTOIRE T, ML B Y1) 77 e 65 (248 145 ) B 40
114 eNOS FINO, Fifl ET-1, % Ifil B P9 52 Zh B 7= £ BB 11
YE i1 (Zhou et al., 2014) . MICT &% £ %% 7 1ML 4% 47 45
WS A, R L N R DR B R R BGEEM . K
LA IE B e % 0 I P R T RE AT R R Dy ig Bl v i iA
TH P IR FE B AR AN L Y eNOS AN W 5 1k 42 41t 17 JR 3
775 W ARAE i &7 5K IR NO B K& 43 3 , DA 2 £ if
5K 7774 RO L ThBE IR IE R 2 AT (TR A %%, 20225 Wu
etal., 2019). 34k, MICT R e 9 7 A= my 7K - 1) LU 5
Y177, 5l B AL 1) & [ % B (protein kinasep, Akt) ¥ &
18 , Akt i@ 3T Akt/eNOS J& #% , iF5 T eNOS fif 1% 1k , 34 Jin
eNOS W 1, M T 3% i NO 1) A= 4 F F & (Wang et al.,
20100 o Jy AR T AN [F] ML it BY ) 77 50 o (i A i A4 5 Y
SZME), FE Gl G ) Py R T A it I AS [R]85 10 )
SEAS R DL, 5 A R AL AR L (R B U0 0 (5 dyn/em?
A0 dyn/em?) AT DL S 25 2 3 BT-1 43 Wb , 17 3¢ i 140 O 97 B
§177 (15 dyn/em®) W B4 # 1) ET-1 43 b, B8R A i 3t B9
Pl f3 %t ET-1 8 Wi % K (Ziegler et al., 1998) . Zeng %%
(2023) 75 1A 4140 i S 56 1 S Ak 1 N7 7 AS [ L 32 B U 70
WO 48 L A NO F1 ROS 5y /) % B S B, ARLALLIE 2y 5
X R Wk B R B 5 0 BTV s NO K130 )
SRR AT T i A LA, R B SRR R B B T I
T BI Y 18 R T P9 R 40 i NO A= BRIV ML, h itk — 2
WE 7 MICT 2§03 L8 9 B2 ThRe i M 89 V) 0 1EH .
A0TSR T ML BT U] J3 0 N B 4 A Y 8~24 h A5,
R HUNO 590 B 5§ A 15 9 4R B8 S5 35 3 a2
MFETY) J3 29 15 dyn/em’ B, P9 52 40 NO 1) 43 & i R
W BRI, IR Y U0 0kt I P R Th e A ORI
0 0 5 e ASAS I R IO B U KN A R I 9 B
Yl 77 0 1F H i K (Davis et al., 2004; Hambrecht et al.,
2003) . R, 78 ] 8 S L P9 R D RE K 2 B T AR
I % FRIE B SR, A BTSSR K.
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Figure 3.

52 ALEYEHANF R K AR BB
ERRARE T, MR 89 V) 1 B 0 & BUks BEAEH .
W R I, ML P R Ak F B K i o) v BY ) S s AR R
REW5 AT M HRE PR 23 T 1) 2805, A, K I T 4k - BY 1)
JIHVBCR S P95 40 MRS B 4 - ICAM-1. VCAM-1 K& E-i%
PR FIA B, 53 I P9 K 5145 (Chatzizisis et al.
2007) o LA, Toll #f 52 AA J& 4 S B 85 v R IR B 1
SHTIEAE 9T B, Toll B 52 4 (Toll-like receptor 4, TLR4) [
FOE 2 PR BT D) A0 0 P 5 TLR4 P9 JR 14 1) FiC 4 FN-
EDA (fibronectin extradomain A ) 3 IA 7K - 75 AT #% L i 59 V)
J1% 5 . $Eo%, TLR4 5 46 ] B8 36 20 A 5 BRI B9 1) 3 %
NF-kB {5 5 3l 4% (¥ 7% 4k 4 5 #RE (AR AR . 5 2 41
Xof N, B[] (¥ 22 9L B9 ) 75 AT BAE i ERKS-MEF2 3@ 6 (1 7%
1k b8 KLF2 #% 5%, 1 KLF2 1 4 NF-«B ¥ %7 [ 6 3% 4
F T 3 0 AR A B A 4 B S R IR R SR R
(Qu et al., 2020) . Piezol & — Fh7E ML 45 PN J& 410 il 3 1K Y
P A S B T OB, 2 I R AT W O RE BL
A% 8% 2% (Coste et al., 2010) . B 5T % W, Piezol AJ LA J&
0L R B ) 75 (AR A T IR BY Y1) 77 B0 Piezol il &
2 5% M P B2 JE , B0 I P9 B2 35 6 (Shinge et all.,
2022) 0 JZ IR IR Y B8 WO ML AR UK @ 18 Piezol , (A2
2 U N AS 5 8 38 3 Piezol W B IR W UL Y 3 W e
(PI3K/Akt/eNOS ) 3 i#% ¥ 44y 471 AS 145 5 5 1 25 6L 11 it

IEFNE M A K I AERERS A M ST Y0 1 ALY

Mechanism of Wall Shear Stress Induced by Exercise to Improve Vascular Endothelial Dysfunction

s 5 W I Piezol M G & A R H 19 Gg/G11 #iG B &
K, 33 1 i RGBT L (focal adhesion kinase , FAK)/#%
F kB (nuclear factor-xB, NF-«xB) i I 7 5 N ¥ 7 0 %
M (Albarran-Juarez et al., 2018) . Hippo 15 5 il i I /& %
— %A IR B V) 715 N R JAE (1 55 558 % , Hippo 15 5
T I 1 A T ) G O 43 Yap/Taz 3 N0 M A%, 00
W B A R 58 . B ST R B, PR B ) 0 7T DA i Yap/Taz
AL WO INK S 5 B, I 2F N B 40 I 20 T Al
[R] -7~ FIORE B 23 73R 3K, S 2 Bta) 19 29 59 1) g )] g =2
) Yap/Taz % 4k (Wang et al., 2016) . A B 55 FK B, 7£ ML
BN R 41 M A /N 3 RNA T3 Piezol 214 B8 #1 fil] ox-
LDL i 5 (¥ P K2 41l YAP/TAZ 3 4% 805 S AR 9% 9% 0 28 1
1235 , Jiti N Piezol ¥ 5l 71 Yodal JU ¥4 i T Ca>* P iit » 5
S YAP A% B A7, HETT AR a3 280 AR, B8 T 1 ] 0 I I BY 1)
J3A] LU T 0 Piezol /i 5 YAP/TAZ 1 L4 9 i R0
o I P 2 T RE B RS (Yang et al., 2022) . [l Uk, B} 2%
& Y 10 18 ) B % 0 I A B D B R RE S e 1 i s AT
Y 77, WO Piezol 8 T8 1 4 ML P B 280E O L
) ReA %, H % T 18 3 3 1 N R ) e 1K Piezol -
YAP/TAZ- W BZ R~ L P B2 D RE ) 73 1 WL 38 /5 2230k
—BUESE (SR 328 45, 2023) . 534, Olivon % (2013) K I
BT Y 7 K/ 5 35 P 2 OE A OG0 R L 8Y 1) g ik
K6 PR EURE G 2 o 2 IR AT L IR 55 D) 7 DY) R RE AR
59
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CD36 Cox-LDL 1) 52 44 1) 2 15 F1 50 4% 20 Ji Kl Bt LA % ET-1
[0 777 A, 19 I NO AR g AT A 70 30 Ik 08 R T8 4% T J 1) 4R
FH (Natarajan et al., 2016) . 5 Z ¥ 82 Bkt Al LG, $E 8030
RE ™ A2 % ¥ I A ML VA BY 1) 77 5 b i 3 it 7R 7R Tk iz e e
W — A% 1 IR W PR (nicotinamide adenine dinucleotide phos-
phate, NADPH) %A {b i (nitrogen oxides, NOX) [f] & iX T
B AR R W W B (1) D e B0, 955 ROS 7K i, il A 1
BTN EREEEYE 5, 2007; Ballermann et al., 1998) .
R S8 v 0 B 1 B LB R AR T S R S AE — 8 T
bR T IS Bl o ey, R A I L L R R B I R AR
PUENIR » MLV 5 ¥ 10 J5E 14 O, AL A 37 e R s 8 32k 17
7 A S AL N 8 Y (Gaucher et al., 2007) . %F B TiA, I
BT D) 7 R T AR SRE AU B IR R R I A P R
{5 R FE B LA A, LRGN RORE 3 AR o LR O Y A
WYY 77 B8 RS Toll #3244 | Piezol 52 44 J S A AR 25
fig 2 11 (oxidized low density lipoprotein, oxLDL) %% {4 A 5¢
T U S Ak, N AL A R SRE AT R D R AEAE
AN [F] (Y32 By 5 BE BE 08 6 L8 A B 7= A AN () 7R I JAE BY 1) B
3, 0F ML AR D B A AR S RO . KRR
A 42 B TR E i v Y V) 0 RS B AR IR B 4
AT A R IR R 3 LB P B D e T AR R R IS
B0 ML AR AR I AR R 32 R T s Bl O
1515 95 2 BT V) 77 58I, DT S A B A L7 A A A RS
REo [5 b, A R OC T 18 3 5 3 1 L IR B 1) 70 0 i N B
Tl RE 52 MR (1) HL it ] [ 5¢ Toll K 52 44 . Piezol 32 44 J% oxLDL
S AR SR G T B R AT R
53 ALIAY E S50 g T ARIR ) R

WEFE R I, 4 ML AL T 8 43 B0 25 A, 23 H R
ICBY 1) 7388035 7% 3% B9 V) 73 5 AT 2 K I 3 o I 5 4 I S
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