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Abstract

The flow of blood constantly exerts friction on the endothelial cells in the blood vessel wall, which
is shear stress. Physiological shear stress is applied to vascular endothelial cells, which respond to
shear stress by changing their morphology, function, and gene expression. Physiological shear force
plays an important role in protecting the function of vascular endothelial cells. Therefore, this re-
view introduces shear stress and vascular endothelial cells, and reviews the mechanism of shear
force on vascular endothelial cells and the effect of endothelial cells on glycocalyx layer.
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1. 518

M5 N AR 2 (BT R BEE T, AT T I, FRON BTy AR BHKPBT) o0 I8 Y B
AR AT ORGP o P9 R 2R R e U S IV R B DTS2 R TR o el T P B A B A LA P ) EE A
EATTEH BRI BT VI A7 AR A N

2. WYIhS mERN A

I P B 40 S (Endothelial cells, ECs) & 7 55 T 76 ML P A0 —Fh s Z 40, DRI 308 3 F0 a3 5 1
ERERMAS E ALY B [1]. I PN AN B A AR FMThRE: (—) PuBkm[2]; (=) WY iR 2Lz 1R
Ay Fizkm[3]: (Z) e WRRSAER4]; (1) £ M8 5K 77 A0 R 1 i 28 06 AR A
[5]. I PR A0 A 43 Wb 22 P 5 A o, Xof IR R /AR D R PR R PT AR B, DAy b 1 AR B A A
TN B RTREE . BB R AN — AL BV EE MBI MR 2, B R A . AME TR
KfFE ATP il ADP X RN 25 R i/ NECR B, A2 AMP R, BRARIIL/NE SRS BR[04
MR CAMP 8, TR IR SR . P B 40 Al e 2 ) T A S M U T e o 22 O MR, JF AL
XF7K /N R AN AR 1 R T T AR (o P B3 3 T P 3 I R o 5ot 3 A T AL T R IR 1A
IR B RS EOCEE. fln, AN BRESR AR RS, BB M. B BRI T
YRR BT BOA R I SIS AL, P R B SR AR vy 4 0 R (A B R ) A R
P9 Bz 200 M T Fl— 1 o e, IR R L B ) PR B M s Al v, 7E S IRAARIE I8 T 7 THI T 45 O
TER, BRARIBIE S ST AEME IR AR R K 5y, TR B3 SR ST Th e P 88 B e A0 2L 4R

TSI LA BT b 0T 105 B PR 1) P B 20 i I R ¥4 77, BB Y] 82 ) (Shear stress, SS), LY AE ML i
BB LR NURAE Y S, — R MRS A R Z RIS R B T, AT I Kb, FOhER
BIY1 77 — i th T A ST S BT KRR AESK F, RRIRGBIDI . S Eh . iR
JERIM A LT AR B DA . IERAEFRAAME S, SRk BE BT /) K/ NEREDN 10~70 dynelem?. R4h
R T A E RSB IS I P R AR . S BN SRR I A R A SR R R AE BT D) A,
S [ 5 B LARD 21/ R AL [6] 0 12 PR BTN & FaTE BY B I HIRE I T 85 9% 55 N R 4 RACR 2408, BTN A
KA BB ISR %M. AR, A ML 1 I8 B B U sl AE g 1 U Hp L 76 I
I 28 J5 TR B, A SRR SRR S BT DI A . SR BTUIRE) Js JREAR ] IS, (38 43 fk
PR B R N R 4B X B DI R ) RN o B3 D) AR T A0 M T R T, A B im y AR e, 4 RE
R 2 AN ) AT TR AT o RSN 2B DN 75 S AN s i o s e, WS I P9 B (5 5 K,
S AN ERRTFIR R SR LA PY 7 0 S i 43 ) S A e T Ak R S AR 1 BY R A

3. BIE13S B A B 4RRRY(E R 4L
HE KT (D) o L P B LA BRI, KSR, BIBIEKT, 25 B 15
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T &G A RS LR T R A [7]. T PR AN R AR RS L T AR RS IR Rk Sk
ILBTYIN AT o I A R 200 BT B U1 77 16 SRS S TE IR AR 0 I G v R HE DGR I 8] 1ML P9 B2 4
JL XS BY 8777 H B S ) S SRR B, BT R D B S AR — 5 SRR, 0 AR i 3 4 i P 3

L P AR e, I A R AR R ZA 5K IR R T 32 B LA P R 4 B R TR — AL A U (Nitric oxide,
NO) /- FI[9]. FEREFR I ML N e grfart, B1) ot — S840 B0 A R E H IR SE[10]. BY DI
R I I E A B 4 i — 484k L4 i (Endothelial nitric oxide synthase, ENOS)A_E i H 3 [K & ik S 16 i —
AAEI A1), BIU A S Ca2+FI DY S AR IS8, X — b A A B — i 22 B )
W T, & A EE S S B AR [12]. AL kA A, AIERTAIIA R,
c BURIENIRAN B bR 2, RN T I N R A R ER T EY Y 7. W AR 2 R P R A R AR R AR A
BRI 0. e R R M L sk AP AR TR A, B METRS R E CRIEMH . ¢ BRIk
EH P B AR O JULE PR P 2T 24 200 B R TS — b [ 23 W R 55 20 WA AT IO, R0 ML AR 9 1) B AR B )
BEo IXEE B A FIVR S AL, RIRIBNEE 321 B RIFIBAIIK 24k C, BTSSR IS i@, A
T HAMAAE A L [13]. E b R A A AN SRS AN R TR A R I [14]. BReb], KRILEA 52
NI B HIEFR RO M R, (HieS 8k, eSS RE. M5 MmE R AW 5
JREEINRE. 7, MAEURGET], PR ERIITEA, I S S ) A0 3 T A (A B R i
e 7R A K R 1), FEBY VIR A E R B

O ML s 6 TR 3 Ik 22 P 0 i RO ML 7 A P R D R Redig o A B D & — AN E B R R
[15]. H&h04H i py e S AP mT e 22 AL =28 ) JE DhRE i [16], 4 — Sk UK i AL A AL I T s
—HNEEBHAEEE. FRITTFIFR R TR R R 2 2k DA S A w3 M 5 1 R A AW s 2 T P A1
—AMEET . ARG AR, (R M AR AR BB R P R T e RS . — AL AR O
WURI LA &7 5K R OREVE R, B SR FE R B [17], 3 PR —Eb B S B AR S 20 — S U S sk />
SEET R D RERREAT A R I — AN RLIR R 3R

1% % (Reactive oxygen species, ROS), F84CRUE N H t2EAEHE B 2, B 5 HEH S T AL A,
TEN AR = A, IR 4 A R 28 A5 A BN S50 (B K B A A0 AN P AR ) I Joi o i M 4A U2
Iy T NEE AR TR, P M AR IR P AR S B SR A R G D) AN ST A P R ) R e P 2 s R
[18], 5 ECAC AN koI A A A 2505 v AR ML 0303 . B U0 70 5 1 D 52 240 e v ity 1k S = AR R e o 3% 59
V)77 WA A8 P R 20 e w3 ok 380 7 A i A S T BRI AL 4R 11 (Niicotinamide adenine dinucleotide
phosphate, NADPH), i3 34 iy 4 A 0= A2, 1 J2 0 B U1 77 0T 386 ke 45046 490 346 8 (Superoxide  dis-
mutase, SOD), 11 iR S A P A0 g ] A v M S R T o

4. IS AR AREL R

LA P R I R T 7 5 — 2RSS A KA 7, XM KA TR T P 2 B 22 (Endothelial glycocalyx,
EGC) [19]. #EE A FIsh i M A4 2 18], A AR —NBIUIR L s . Fr NS4 Mo 4 2 A
W, W RO I3 2R (1 (PR B0 (R 3 T J2 A 3 o W BT 1) N 4% 386 3 P9 B2 A B (R A P i 2, 4
RIS B, U MR 40 R LN ORGP o BRI RS, EARIRNE . BRI ST R S
WIBTRR, HoiE W5 R (Hyaluronic acid, HA) [20], £ RERIARZ DhRE G % OAEM, R4 B4l
i, AT BRBROEE M, R ORI, o6 AR PR A IR i L AT Tk B G E B, M
P B A A = 2 R E R IR, AENRARET U it 3 2 5 — AL BB = 2 A s ™= 26 1)
BI) 1AL 3 205 5 Py B 40T B RO 40 P B, W KLF2 (Kriippel-like factor 2) [21]. #H/%, B5YI71HIEL
A S EL R AR 5. N AN IR S A () S B R N RRAS B UIAR O, X R EE e R S N
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S 2 R RO AT D REBRAG G DG [22] 0 A B W2 v ik B T R I R 2 S SSORE 222 10 o ¥t B A I PR AN AR s
W BB ThRERIAE R . Qiu, Y. [231558 N 1SRG b i) 28 IR AR S T N R WS40 0, IR et kAL
41 i (Coronary microvascular endothelial cells, CMVEC)# =2 451455 5 T &7 ik ThRERars,  1X 5 P B i Hifs
TE 02 Dy Re R i A B DRI A — 350 380 3 T 7 PO A I A7 P B 4 RS =22 4 B K BRI, i TV R T
O YU AERE J7, 2Bt BRI P R 40 BB 245305 5 SO0 WL BRRR AT . 7ERE MY i [24], I AR R
1 (Angiopoietin 1, AngL)¥a 7 k& 1 ek Bk L A B2 20 B v PR S b 2 () R P AN a2 B, R ORI
A 2 (R A s T EP IR ThRE . X B ER S LRI, Tz A, Tl I 2 0 Py B A RO A 5
B, BTk T RERRAS A AT I

5. B0 5 Bk B 4R

JEEAR BN MK A Bz 240 2 AT LR Bl JK B 22 [ P R R B AR M J2 [25] o IEF S UL, 1A B2 240 L RS 21 o e
A, B B IORR AN SAE RS PR IRIRAE o LAk, SRS A B A8 L A S ) Jo) B 8 170 A A3 12k
YIS AR R Pl o SR I B 7 6 R o AEAR R ARSI K A, T RSN A 1) 2 I RE B el — LA AR RS
Jie — SRS — R R R IR B KL 5K, A2 O A IS S A 5K I SCHR 1 as . DRI, AR IR
UL, AR IR BNk P9 HETE L WERE BT 5 S MU 5K DAL B L 56 PR 330 o 4 i S P 2 B A —
FACEBAR R HIRN B DREFN A RIERE . DHRESR A A B e 2 I WS, (R RANGEBERIIA ST, LAl
BB ) 5 — B BL 5] -

NI BESCERT, e ThREHAT AT RESZ At RN SKBRR AR A SR AL, K 38 R T 7 00 WAc 4 & 7K D g
KA EE N BT RER H HTRIARAHE[26]0 TERBNBKIET AT EL4% . A QUM AL T RSk i &7 4 15 DL [27] S 0]
Eo ENGERSIK A METE TR R, R B EE, DA A RO IS SR ThRE I A A BERE
TR AR LA B 2 IBENER, 512 Co A MBS KA e IR B AR 3 A ML 35K

6. MNESRE

TSl MBI IR ) J2 B U 35 P B A R TS 3 1 R 1 O s 1L T R P B R 3K
L7 AR AR LR (1 — SR A T BE A AT BE S BRI AR BY DI R 0 I K% A5 B AN SIS 5 o XL
PSRN 5 A% G REXS T 4ERp I S BV E 02, oM B AP ThRe. BYYIJ1xt P B 4n A I 1 fRa
PR MR TE 4] T, ARG T ERERIFITE RN . RRFTRAU1E FIDLEIB T EY, FEHECR
KB, AEAS A B U170 je ik P9 B2 DR A T RE A B Ak, I IRAL AR SMIERA R Lo lE TR B 1)
TiJE -
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