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TLR4/RhoA 155 1 J% V8 5 7B 82 i % 18 1897
5 |7 Jie 1 N 3 4 A e i P 28 AR i WL i

AR, EEEEE X

HE B I Toll K324k 4( TLR4) /Ras [F] R R 5 K
AL A(RhoA) {5510 1% 2 5 I 43¢5 52 1M 9 D8 1 il J5 e 7
I35 XoF 00 A8 P B2 40 B3 2 P 5 W 8 A TR, i IR
5 B e 252 1 U 3 TR IR 1 MR E SR A LT, A g A
T MY 2 9 200 M PR 5 6 5 o7 P D i I v T JR0 A JF
Fek N Bz 40 (HUVEC) 24 b, A8 0 28 3% 25 8 0 36 97 1 ) 1Y)
I3 T TN F 045 PN 57 240 I 45 5 85 11 ( VE-cadherin) (R &
W3 3 H 22 ( F-actin) , TLR4 F1 RhoA 3 ik i 52 i ; A4
TLR4 KR40 Ak, A I TLR4 1% 3 3% %) L4514 Bz 40 JHa 45
%25 1 ( VE-cadherin) F-actin Fl1 RhoA &1k i) 52 Wil K FH %
K MEETE R, &R WSS M T TLR4  RhoA |
AR -1(IL-1) | LA LA FR-6 (1L-6 ) A9 IR FE IR+
a( TNF-o) 7 35 1 35 B A% ; U8 2 J5 I35 T # 4 VE-cadher-
in F-actin \,TLR4 F1 RhoA [ 337K - 35 (. 35 &A%, [R] e 41 it
T B I R TLRA {25 mT B R A2 i VE-cadherin Al F-
actin B35, 17| RhoA B HAIFRIA, 4518 TLR4/RhoA fF
SIS ST AL MBI VAT 5 A BRI I3 T A N
2 AT A 5 T A AR AT

4R MRFRIE; TLR4 ; RhoA; ¥EZEIM W IELIAIT ; N B2 4i
Ji s Bt

FESES Ro44

XHEARERS A XEHS 1000 - 1492(2023)07 - 1159 - 06
doi:10. 19405/j. cnki. issn1000 — 1492.2023.07. 016

JHeREAE 2 PR TAILAAR RS SR 1) S I 2 ] 5 S 1)
ERTEEZ AR L R L i) L S
Ji BRI RECRIEIR | LA 22 PR T Oy 32 ) S A B 5
NEHLA I R 5| R M REAE L KR A 22 )
PR B0 1 5 LA M BE B A= B NE 2 ARG . H
T RCEEAE PR B A BEBIL A 3 AN A T A 8z 4 i T
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XOXNESE M, dRE, £ BIREAK

B ) BB B AR B AE 1Y 2 4 B I D B T vh il
TAEFD S A P B 40 85 2 2R 1 ( VE-cadherin)
(V97K P 5 M 7 9 9 19 7™ R A — o A OGET
N Bz Bt B D) B8 I B SR A FE A& VE-cadherin i 2
TR B TR A 1 1 T R 200 i 32 e b 3R 5 WL Bh A 1 22 (F-
actin) AW H AT EERE 19YR YT 322
o PR IR I T A A 4 DR, el A S
TS T |, 1 TCEE X 70 T KR YT . A
R 8 A DN 5 I B R S SRR A B
Jo PN B T O PR A O B DR SRR AR AL, IR DT TR AE N B
290 38 2 P O 9 1 A T B IR

1 #MeEFZ*

1.1 PREESRSE MiFWE R ES M RIR T4 2
WA HREERE 2 W bn o, W R 5 0147 3% 22 I8 R
ST RIS RV BRI A8 LT, JF AT O AL BE, - 80
CORAFE ], BT ELISA 5460 ug 5 /Y5 103
Toll FEZ 1K 4 (Toll-like receptor 4,TLR4) ,Ras [A] IR
FEHFHER L A (Ras homologue A, RhoA) | F14Hfif
412 1 (interleukin-1,1L-1) . 442 6 (interleu-
kin-6 ,IL-6 ) A1 e PR AL T o (tumor necrosis factor-
o, TNF-o0) B7KF- | 7™ s 4% BRORR) & D0 R B 4540, 1
FHBEPRAT 450 nm JFAATIN 254 i B (optical
density ,OD) {H, Ir i3 Bl i A 58 110 #r

1.2 EERKFIFNEE  DMEM ARG 5L i1
E AT Gibeo 2T ,RNA WEGRF & T Invitrogen
N R H] & F Thermo Fisher 23 ], Real-
time PCR &7 &4 T TaKaRa 24 #], DEPC /K . —#i
His BRI T 38 = RAE M BRI FE I, 3 3 U 2
A & W T I K REERE AR A A , Western
blot 58 P4 T Fic 5 JSs 1) A W 1 T M il A= ) B 24
HBRAE], TR0 WYL 8 H Marker , ECL M A&
FeilF) & F Thermo Fisher 23 F], VE-cadherin $T
1 F-actin PUAETE T Abcam 23], I 2EH0/ B IeG
(HRP) 1174 1gG(HRP) g T Bioworld 23 &), fiff
HrAY Multiskan GO 1510 W4 T35 E Thermo Fisher 2
H B FRAS MCO-18AC 1T H AR N A, ¥
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i PCR A4+ 2720 W T2 ABI A H], —80 Ci#1Ik
VKA 8950086 A M4 T3 [E Thermo Fisher /A, %¢
JeREF PCR X 7500 T35 [ ABI A+,

1.3 FHi&

1.3.1 miasd &R DRI AR BT Ik 9
UM ( human umbilical vein endothelial cells, HU-
VEC) , T DMEM 5 4 #5352 F A TIR 51 A 37
C 5% CO, MIIGFAR D HATH R, FFRg =0
B EER 80% B AR SIS e H AT IR 2k Si s, W
10% €L RIS LS T 10 HUVEC 24 h &0 I REAE
ML¥E X HUVEC 3% P 520 5 [Rl, 5 Real-time
PCR . Western blot FlIy5E 7¢ Y61 4 A i X VE-
cadherin 1 F-actin mRNA I8 3K 520
1.3.2 #E TLR4 1K & k4 ARHE TLR4 (NM_
138557) S Pt Ak 3 TR, THF
H)F Bt R, TLR4-RNAi-1.5'-TATTCAAAGATACA-
CCAGCGG-3"; TLR4-RNAi-1I ; 5'-ATATTAAGGTAG-
AGAGGTGGC-3' ; TLR4-RNAi-1I :5'- AAATTCTCCC-
AGAACCAAACG-3', Jf % H # & &= FT A #1 1K
(GV298) I, Lipofectamine 3000 #E17 41 it 4% 4 | #6:
WA HT 8 7 TR . TR R & 17
51 (shRNA- 1), B HWREE R 1.0 pg/ml BERS 55 R i
TE 6 J&, #HE TLR4 KRk 52 %% 4 M #k ( TLR4-shR-
NA) . % TLR4 fl.#2 35X} VE-cadherin . F-actin #/1
RhoA 3K [ 5 K X 1L 45 P Rz 200 it 38 55 P 1) 5
U8

1.3.3 Real-time PCR # | VE-cadherin.F-actin #=
TLR4 mRNA £k T4  #%18 Real-time PCR {7 &
VLIS, DL cDNA R4, K Al SYBRGreen Y4kt
AT SR 9¢ 62 | PCR, K45 B A& R 3k,
W#E1,

%1 Real-time PCR 3|#15 7%

R K (bp)

GAPDH F.5'-AGAAGGTGGTGAAGCAGGC-3’ 182
R.5-GCCAAATTCGTTGTCATACCAGG-3’

TLR4 F.5'-GCCAGGATGATGTCTGCCTC-3"' 110

R:5'-TTAGGAACCACCTCCACGC-3'

VE-cadherin F.5'-GATACAACCGTCTTGGTCAGCCC-3' 144
R:5'-GAGAAGCAGGCCAGGTATGAG-3’

F-actin F:5'-CCACCAGACCACATCCCAAA-3’ 152
R:5'-GAGTCAGAACCATCTGGGCTT-3"

1.3.4 Western blot 4 VE-cadherin #= F-actin
TLR4 .RhoA & & &k Tt  RIPA ZR (53 ) FEHL
MR T, SR BCA =B S 7E 562 nm I K

BFIT A WO A, 0 2 PV B TR RS 5 s A T R
FIZEPELR B (100 °C,5 min) o ARIEFFRLIN & 150
] £ A 3 W E 9 43 85 1 ( GAPDH, 10% ; TLR4,
7.5% ; RhoA, 15% ; VE-cadherin, 8% ; F-actin,
10% ) , 4% SDS-PAGE HLIK 73 B J& , 3 5l A e |
B —PUFE [ TLR4 (1 : 400),RhoA (1 : 500),
VE-cadherin(1 : 500) ,F-actin(1 : 400) ] . — 3G &
(1:10000) J ECL %t 5, L GAPDH HNZ,
HEAT IR BE A4 BRI R385 43T

1.3.5 FEmEEn S H i igon, 4
TS A ANV E 2 1 x 10*/ml, 2854 100 pl
B HUVEC 250 F Transwell /N 5 52 PN Bz 20 i
ZIE R, I 2 5 1 7 H B (trans-epithelial electrical
resistance, TER) 212 )5 , Jo 4 IMLIE K5 FR L K 77 12
ho XU /N E B TUE A FITC-albumin (3% T D-
Hank %) ,E%bﬂ/\ D-Hank &, #k&2855% 45 min,
MR RS2/ 2 ) T 2 RS 28 VLA, 1 2516 3016016
BT, R E M AT 488 nm, K HIEK 525 nm, fall
SRR RN DO BEH, 70 A 20 M e A R A

1.4 SEitZ40E SCRER 3K, TR EdE R
SPSS 11.0 Gt A dE 47 53 Hr , 45 R BB DL % +
PRfEZE (x +5) o, LWL S AFAE 22 ) >R
PRSI REAR Y B LA 1Y) ¢« K30, P < 0.05 = RA
it e L,

2 FR

2.1 MEREEMELEFHEXAMEFESESE

ELISA (AR E5 R R - 508§k b, U85 5 il
7 TLR4 .RhoA \IL-1 . 1IL-6 Hl TNF-o 7% 12 Y[ AL
(1=4.722,P <0.01;1=4.168 ,P <0.01;1 =6. 623,
P<0.01;:=8.141,P <0.01;:=6.372,P <0.01)
WL,

1500 = 95+ i
W e s
<
100
H_,
il
=
gf‘\ 50 ok o s
e %% "
=]
0
TLR4  RohA IL-1 IL-6 TNF-a
(ng/ml) (pg/ml)  (pg/ml) (pg/ml)  (pg/ml)

B1 RdmeRnErERETFaETH
5 Al — 1R AT LA 77 P <0. 01



FEEFRKFFIR Acta Universitatis Medicinalis Anhui 2023 Jul ;58(7) - 1161 -

2.2 REEIENEFHRAMIESENEm 40
I 30 37 ARG D A AT 25 SR B, 5 1 AR B, s
LY T PIZH 5 i i I fd 386 56 | PR 2 441 it 3 335 1 R
B BT (1=6.999, P <0.01) ; 5kt A g T
TRAAH H , B8 J a0 375 0 2 400 e 3 B 0 BRI
(t=5.195,P<0.01), W& 2,

50 5ok
S q0f
= 1
W& 30 ##
% 201
]
= 10+
g

I AL P e

B2 R EE M E T M P R 4 A E 1 R
HIEFHLE: " P<0.01; 535 AT ILE P <0. 01

2.3 EEEIEMFEFHF VE-cadherin 1 F-actin
RIEWM ST ER RN 5IEF A, I8 HT
I3 T 7i4H VE-cadherin F1 F-actin mRNA ik K-
AR (1 =9.996,P <0.01; t =9.524 ,P <0.01),
[ s LA P Rk I S R AIK (¢ = 6. 849, P < 0. 01 ;¢
=12.340,P <0.01), 5yt §r T W AA L, 38
J5 I T 74H VE-cadherin Fil F-actin mRNA 2ik7K
SR TR (¢=3.237,P <0. 0136 =4.605,P <0.01),
VLR 3, FEHEARABHE T (1 =4.744, P
<0.01;:=2.667,P<0.01), WL 4,

O IER A
1.5r = {;J? i
T ™= e S5 —|—
o ror [ L 1
®
<Z: #
VE-cadherin F-actin
B3 R HEMEF AT VE-cadherin
F0 F-actin mRNA 3Ri& B0
SIERWA LR " P<0.01; 55 R7 L8 7P <0.01

2.4 EWETFMFFX TLR4 mRNA RiLpF
M S5IEE ?MHH: YE LI AT ML T4 TLR4 mRNA
TR BT (1=12.110,P <0.01) ; 5 uE a7 M35
TIRAH L, U8 A J5 i T #i2H TLR4 mRNA ik
TR (1 =8.825,P <0.01), WK 5,

A CIIEw A

1.0 [ = S e

-

ﬁ o6l | L
I 0.4 "
1 G B k% % o

0'2 - 1

0
VE-cadherin F-actin

B a b c

VE-cadherin

F-actin

GAPDH

4 JEABTEMETFHX VE-cadherin 1 F-actin & 8 &AM

A JESL TS I T X VE-cadherin 1 F-actin 2 4 ik 15
Wil ; B ;3K Western blot 46l VE-cadherin Fl F-actin K 1323510 4%
W sa IER AL b B AT o Ml R AL SIER AL ILER. ** P <0.01;
5 AT 7P <0. 01

Qr
sk

e

Hjé\

Z 4l 1

g

<

= wh

= aof T

) I—:EI

LA eI I E

B 5 EdeiEMmETH TLR4 mRNA FRikHIE00
HIERHALE . **P<0.01; 55207 . #P <0.01

2.5 EEEIFEMFEFHIT TLR4 F1 RhoA EH XK
KRR 5 IE R 4 L, 98w v T A
TLR4 F1 RhoA & HZFRATHR (1 =8.117,P <0.01; ¢
=6.037,P <0.01) ; 5981F 7 135 1 W2 AH L, 38
15 ML T4l TLR4 mRNA 2 IKFEAK (1 =6. 909,
P<0.01;:=3.266,P<0.01), WK 6,

2.6 TLR4 {K3RiAX} RhoA X VE-cadherin #1 F-
actin RIZMIE M Real-time PCR 43T 45 SR |
TLR4 K347 B AR VE-cadherin F1 F-actin 1
mRNA ik, 5IEFAMILL, Z5F A58 E X(1 =
11.590,P <0.01;¢=13.050,P <0.01) ,[d#},
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A 15p o
[ 55 e
o m e s
:& 10'
*®
I 4 * %
R 0.5 #h
—=
0
TLR4 RhoA
B a b c
TLR4
RhoA
GAPDH

6 IETRTEIMEFHX TLR4 #1 RhoA FARKEHIM

A JEIEHTE LA T Hi%F TLR4 F1 RhoA 2 R IXMIF I ;B R
JH Western blot 32:45{ TLR4 1 RhoA ﬁlﬁliﬁﬁﬂg%%,d TFTT"?ZE;h:
PRI AT ;e BT S A HIE R AL ELAL . © P <0.01; S8 LG . # P
<0.01

Western blot 25130  TLR4 R FZ L0317 RhoA
EMFIE (1 =4.289,P <0.01) {23 VE-cadherin
F1 F-actin 2 A5 (1 =13.278, P <0.01;¢ =
3.781,P<0.01), WK 7,

3 itig

HEEL MR TG T T BR 20 I, B IR
BRI SR TS O T A A BV T, 8 LA i B
PHAE PR R T 2 AR R AL RN B, SR
28 3% S W UE IR T S, e R AE RS I
TLR4 .RhoA IL-1 TL-6 fil TNF-a 7 515 g 2 &1,

RIUNZIT R RE S AROE R SIE R 1, I ZELL M
B IR YT A MEREAE LTS T 1 HUVEC, 4521 2
NV G M T Hi4H VE-cadherin  F-actin mRNA Fl
e SE SN RT SN T i DR Ry T (v ]
b PSR I8 VAT T AR 078 PN B 2 R G
VE-cadherin Fl F-actin i) 23k 38 i 47 H 4544
TIRE , PSR IS N B AR B 2R &5 A, T RS I Y
BRI DA R 200 v 3 3 1 I o A P
PR A B3R | X0 T G MERIE TS A7 4
B FINAEZ L RIS TLR4 Fl RhoA 3
IR A

RhoA J2&J& T GTPases ] Rho W K%, Wz
FW] RhoA R 2 1A 57 40 M 1 JE i) S 4, AR R %
HEAE R BRIk, SR M N B B R D RE R S
Rho 5 FLZ 20 B 28 | 40 i T 25 0z i) DG B 941 7
K7 RS TE 2 P (5 Sl % K VE T . Amado-Aze-
vedo et al'” & AL HEAE 282 1) S0 A5 PN 1 40
o1, RhoA il LA Rho GTPase KHithE 75 5 T 4
TIN5 o 322 4 R0 40 L A T R B 114 30 g 2 A A s 2 e ]
RN BIE L FE . Rho KK/ GTPases 7E AL
B EE AR SR Bl T 2 B o kil vh R P SCSE Y
Rho GTPase B H T I#30W ¥ Rho 3 ( Rho associ-
ated kinase , ROCK) /5 ) Rho/ROCK {5 5 i [f§
YAIEWI S5 ARG R iz shAcds , 2 5815 N Bd
B WS o 28 G 22 W A BT AR Al
BN R A B % B B LR VE-cadherin [ 3R 15
JKF-, RhoA i 70 1% 187 FH RE A % 422 2 1 3Rk i /b,
S P B2 BEBETIRESZ B, RhoA 2R Z WA T 1 N
£ HE0 D) F A 175 5 3 % R DGR 1 T

22 MR Dy — o B AR ) g S A AH G 70 T X
AT DA R AR fege 22 49 v s Ui 32 A4 R 1) KR
MEZRREE BT B B SRR A P 1X 75
TE DT BE X A AR 08 9 D A% 7 A B A 1 4R 0 J

a b
Ao o Eaal B O E A ¢
m TLR4-shRNA ** 2.5 = TLR4-shRNA o RhoA
2.
gl = 20 VE-cadherin
" ® 15
z I 10 *% F-actin
0.5 s GAPDH
0 0 -

VE-cadherin F-actin

RhoA

VE-cadherin F-actin

E7 TLR4 {k%3%% RhoA . VE-cadherin #1 F-actin 3% #8500
A:TLR4 fI.ZEE%F VE-cadherin Fl F-actinmRNA ik IFZIA ; B, TLR4 fIK# A X} RhoA | VE-cadherin Fl F-actin 2 F 35 B 54 ; C; Western
blot 4 RhoA |, VE-cadherin H1 F-actin 5 [ #3515 ;a; IEH 4 ;b . TLR4 k3K 40 ( TLR4-shRNA) ; SIE#ZH LA * * P <0. 01
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R AR A R AU G Toll BESZ A HAE e iR AE
BB DR 1 PN 7 20 R T A A R AR R LA
e T I FRE BB 4 T, 5 D P9 Rz 3 a2 M3
] S8, e 20 3 BURIE PR ML 32 400 A1 S0 AN I
G Mg e il ' TLR4 & Toll FEZ A%
LY, 25 e K pe il kiR AR 2 B 5 RAE
SV, TLR4A B3t BE O ik 22 45 b S0 R 77 A
FEJAE SR 5 S e 2 SRR A
WG HE— LM HE T TLRA (36K 40 Mo bk , 45
7R TLR4 X34 7] B W AE #f VE-cadherin Fl F-
actin f) mRNA FlI2E ik, [A A T 0] RhoA &
FI IR, N B Ve R 2 BE K, TLR4/RhoA 55
A % B A 5 M 210 L 308 35 14 AH G JE K] VE-cadherin Al
F-actin I F&IR7E MEREAE P9 Rz 40 B85 oh 48R,
48k 3% 252 1 W U8 33 76 J7 AR 18 A R4 B 1K 1 v b
TLR4 \RhoA S5 4 i P& £ , I T 52 M) e 20 T
TEFR A S B Y OE R S R A N e AN
VE-cadherin 1 F-actin 25454 UL B If. %8 PN &2 Th EE
MIFRAE , [N BB B8 1% B ik 2 19 IL-1 [ 1L-6 F TNF-a
SEAAE P T AV X S 8 T RE (R IR, DA 140 3 Jie
BEAE R E UG , W MEEEAE HTR YT AL T L
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Mechanism of TLR4/RhoA signaling pathway
in endothelial cell permeability changes induced

by continuous hemofiltration therapy in sepsis
Yu Huilin, Wang Jianfeng, Liu Yi, Liu Yuyao, Jiang Wei, Meng Chengying, Wang Huan, Hu Delin

(Dept of Burn and Wound Repair, The First Affiliated Hospital of Anhui Medical University, Hefei

Abstract Objective

230022)

To investigate the molecular mechanism of Toll-like receptor 4 ( TLR4)/Ras homologue A

(RhoA) signaling pathway involved in regulating the effect of septic serum on vascular endothelial cell permeability

before and after continuous hemofiltration. Methods

The serum of 5 patients with sepsis before and after continu-

ous hemofiltration treatment was collected, and the levels of inflammatory cytokines in serum before and after hemo-

filtration were detected. Human umbilical vein endothelial cells (HUVEC) were treated with serum before and after

continuous hemofiliration for 24 hours. The expression of VE-cadherin, F-actin, TLR4 and RhoA in vascular endo-

thelial cells were detected by Western blot. A TLR4 low expression cell line was constructed to detect the effect of
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miR-381-3p £ MEfE & A b i #s
Je kb 1 11995 20 1 2 5 IR 120 5% Mg

KL, T

HE BR Wit miR-381-3p 762 MEEE £ A MG (AML) H
BIZRIE MR S R SR, LT AML 40 g 394 5l A1 i
TRBEIA, MIRIT AML B IEERSKIG . % FIAEYE
JLEE T S 25 B3R 19 miRNAs  IE AML 82 5 1 I IR
%ﬁnmmﬁzk T E A BB B BB miRNA 386K
S g2 B miRNA 5 AML 856 & |, 359 A B3 b 47
Bl , 15T SR AR (0S) FITCHR AL A7 01 ( DFS) ; fR 4h 85 357
AML 404, ¥4 2 miR-381-3p By FUkL, il AML i ik miR-
381-3p Al @ ik miR-381-3p, 43 A control , miR-381 mimics,
mimics NC ,miR-381 inhibitor , inhibitor NC Fi.4H , % F§ CCK-8
KA ARAG I AML ZHAR A IESE M T 150, &R
FAEDE B 2201 & 22 5358 1) miRNAs I 5 2400
miR-381-3p AW /T, 49 A AML H3 3L 90 i, AML 3%
miR-381 FiEAALT X AL, B4 FAB 0B 5 ¥R FIE
B ;miR-381 FRik KT B SRS AML 82 B 4RSS k51
SR AR T U 4R FAB 22 I T R HLE FRIA K
miR-381 f&# OS K DFS WK, ZRAFITHE (P <
0.05) ; AHhS2 86 52 BT B miR-381 J5 , AT 404h) AML 40 i)
VAT AR | Yot P ik miR-381 )5, "I #F AML 40 it 1Y
JATS IMEIAE. 4518  miR-381-3p 76 AML B K&k,
Hod Fk B ml g 4K 0S F1 DFS, miR-381-3p A LIAE HE

2023 -06 - 09 21k

HETH . ERARPAES (95 81860374 ) ; 17 F K2 2021 4F
e BRI B (275 :2021CA002 ) 5 4177 F K 2%
2021 AEEH ERZXFHFERABRHTHE (H5
777.C202186)

VR B A ) F- 2= — B 22 B IR, &+ 832000

A PIT SAN W o ik s | EXX RV [ P
SRR, B, BB, AT RO, A S, ST AT AR

E-mail ; hematology@ 126. com

ESEINN S

AML 40 A B T MRS 5, A BB U IR T AML B0 W) 43
T

KEER SPERE AR AL ; miR-3813p; WA ; 1458 ; R T
RESES RS557

XEAREE A XEHS 1000 - 1492(2023)07 - 1164 - 07
doi:10. 19405/j. cnki. issn1000 —1492.2023.07.017

S MERE R A ML (acute myeloid leukemia,
AML) J&—Fh B8 1% 28 2% it S B0 H UL 1ML &R 48
Bl @HEW“] SR RN FE 2R A T AT A i gge o

5513 P RIS 9 12 AML B SO I, Bod ik g
A ERIED IR X AML B3 8 i £ 24 1k
BT B i T AN RS A, (H 5 4E BT RAME T
30% . PRI, A7 e TR A AR bR R T
RIS TS HIRTRG TR

/N RNA ( microRNAs, miRNAs ) J&—Fl & A 2
22 MEHTR N IEREAE g% /)y RNA 40 ¥, il ik 5
! mRNA %) 3'-4F #1%% [X. (3" untranslated region,3’-
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TLR4 low expression on the expression of VE-cadherin, F-actin and RhoA and the permeability of endothelial cells.
Results the serum levels of TLR4, RhoA, interleukin-1 (IL-1),

(IL-6) and tumor necrosis factor-a( TNF-a) significantly decreased. The expression levels of VE-cadherin, F-ac-

After continuous blood treatment, interleukin-6
tin, TLR4 and RhoA in the serum intervention group after continuous hemofiltration treatment significantly de-
creased, and the cell permeability significantly decreased. Low expression of TLR4 significantly promoted the ex-
pression of VE-cadherin and F-actin, and inhibited the expression of RhoA protein. Conclusion TLR4/RhoA sig-
naling pathway is involved in the regulation of changes in vascular endothelial cell permeability induced by septic
serum after continuous hemofiltration treatment.
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