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[ ZE] HBHK. FIHKREED %R (VSV) ST WNE (VE) BEEASAGER, I Mo HAEH
L. 7k RARE QAT VSV IEFTH 4, SR /N BUIK I 9 K298 bEnd. 3 41 JLRS I VSV Y2 %2l
LU SRR (TCIDy,) , R 30015 TCID, #1752 525 . ¥ bEnd. 34073 R O hdl . gk e
4h#H ., JRYL 8 hAl FER YL 12 hal, 34T VSV IR 15 VE BEFESCR 5 8% bEnd. 3 20 M50 S Xf R4l . Jk
PR IEAL, TR VSV ZHl S VE B Bk 2 525 . bEnd. 3L F Transwell /NE, #EE
A VE B B A R, SR FH 40 M A R R BELASCRS: TR e VSV R TH) B ) 5 4% 41 bEnd. 3 41 it v 25 1 Bz B
(TER), RHASBFAMRICE-HRBEB LR S HBE R, RAGEIOCY AL VSV IR
YL J5 4 41 bEnd. 3 40 M B 48 K B E (AJs) W VE-S5 BB A . B-iEFRE M (B-catenin) FIHEMR 1k
B-HE I (p-B-catenin) ENI AL, R SEEF 0 5 PCR (RT-qPCR) 45 I 45 25 4f fd Hh Wt Al
B-catenin mRNA ik /K, R H Western blotting % K il £ 41 40 e th Wnt. B-catenin Fl p-B-catenin 3% ik
Ko G5B VSV TCID,, K 10 *°-100 pl.= ', Transwell /N SZEA6 M), S5EYL 0 h i, HAb& 4
A TER B B FEAL (P<<0.05), BBERKARTE (P<L0.05), REHNYM, S ik, &
Y2 bEnd. 340 MIE AR ZEEL, AHML R BRI K, ATs AR R AR (P<<0.05), B-catenin #il p-B-catenin
A R P A% 2 A MO A% R L. RT-qPCRIEAGIN, 5L 0 h b, FAth 45 20 48 L v Wnt mRNA ik K
-] R R (P<<0.05), B-catenin mRNA £ Ik/K ¥ 22 7 4% X (P>0.05), Western blotting
AT, HEYE 0 h g, HoAh A 4140 i b Wnt 28 335 K B B R AIK (P<C0.05), B-catenin ik /K
V225 g L (P>>0.05), p-B-catenin & A AKF W & (P<<0.05) . 7EMHI VSV & il 32
ERBEIEEAZIK (LDLR) 3% 5, Transwell/NE 2K, 5EY4H L, 2] 1E4] bEnd. 341
fid TER B JHim (P<<0.05), BiE REWIWFEML (P<<0.05). REFOCY M, HEPA LK, 4
TE 2 40 1E] BRIk /)N, 40 B-catenin M p-B-catenin A% & B AE MR FriltzE . RT-qPCREKN, 5@y
AL, S IF 448 Ml Wnt mRNA KA AKCE B & (P<<0.05) . Western blotting ¥ 5l , 5 84y
MR, YIEH M Wit 2 F R KR IHE (P<<0.05), B-catenin R 3A7K V22 7 o gt it 2% 2 X
(P>0.05), p-B-catenin 357K W] BIEME (P<<0.05). 45 : VSVIEYLJS Al 552 LDLR &%, &K
Wt 8 135K F, 1 B-catenin B MRt KT T KA WAL, BEIR Alsfa e v, &R VE Bk
it
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ABSTRACT Obijective: To discuss the damage effect of vesicular stomatitis virus (VSV) on the vascular
endothelial (VE) barrier, and to clarify its mechanism. Methods: The canine kidney cells were used to
amplify VSV. The half tissue culture infective dose (TCIDj,) of VSV was determined using mouse brain
endothelial tumor bEnd. 3 cells, and subsequent experiment was conducted using 300 times the TCID50.
The bEnd. 3 cells were divided into infection O h group, infection 4 h group, infection 8 h group, and
infection 12 h group for VE barrier damage experiments due to VSV infection. The bEnd. 3 cells were also
divided into control group, infection group, and correction group for experiments to inhibit the VSV
replication and restore the VE barrier. The bEnd. 3 cells were inoculated into Transwell chambers to
construct an in vitro VE barrier model. Cell voltage resistance meter was used to detect the transepithelial
resistance (TER) in various groups after the bEnd. 3 cells were infected with VSV at different time points;
fluorescein isothiocyanate-dextran leakage assay was used to detect the permeability coefficients of the cells
in various groups; immunofluorescence staining was used to observe the localization changes of
VE-cadherin, B-catenin, and phosphorylated B-catenin (p-B-catenin) in cytoskeleton and adherens junctions
(AJs) of the bEnd. 3 cells after VSV infection; real-time fluorescence quantitative PCR (RT-qPCR)
method was used to detect the expression levels of Wnt and -catenin mRNA in the cells in various groups;
Western blotting method was used to detect the expression levels of Wnt, {-catenin, and p- 8 -catenin
proteins in the cells in various groups. Results: The TCID;, of VSV was 10~ *°+100 pL.". The Transwell
chamber experiment results showed that compared with infection O h group, the TERs in the cells in the
other groups were significantly decreased (P<C0.05), and the permeability coefficients were significantly
increased (P<C0.05). The immunofluorescence staining results showed that compared with control group,
the cytoskeleton of the bEnd. 3 cells in infection group was disordered, the cell gaps was increased, the
linear index of AJs was significantly decreased (P<Z0.05), and B-catenin and p-B-catenin translocated from
the cell membrane to the perinuclear area. The RT-qPCR results showed that compared with infection O h
group, the expression levels of Wnt mRNA in the cells in the other groups were significantly decreased
(P<C0.05), while the expression levels of B-catenin mRNA showed no statistically significant difference
(P>0.05). The Western blotting results showed that compared with infection 0 h group, the expression
levels of Wnt protein in the cells in the other groups were significantly decreased (P<Z0.05), the expression
levels of B-catenin showed no statistically significant differences ( P>>0.05), and the expression levels of
p-B-catenin were significantly increased (P<C0.05). After inhibiting the VSV replication and correcting the
low density lipoprotein receptor (LDLR) abnormalities, the Transwell chamber experiment results showed
that compared with infection group, the TER in the cells in correction group was significantly increased
(P<<0.05), and the permeability coefficient was significantly decreased (P<C0. 05). The immunofluorescence

staining results showed that compared with infection group, the gaps in the cells in correction group were
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reduced, and the perinuclear aggregation of 8 -catenin and p-j-catenin in the cells was restrained. The

RT-qPCR results showed that compared with infection group, the expression level of Wnt mRNA in the

cells in correction group was significantly increased (P<C0.05). The Western blotting results showed

that compared with infection group, the expression level of Wnt protein in the cells in correction group was

significantly increased (P<C0.05), the expression level of B-catenin showed no statistically significant

difference (P>0.05), and the expression level of p-B-catenin was significantly decreased ( P<C0.05).

Conclusion: VSV infection can cause the LDLR inactivation, reduce the expression level of Wnt protein,

increase the phosphorylation level of B-catenin and cause its internalization, disrupt the stability of AJs, and

ultimately lead to VE barrier damage.

KEYWORDS Vesicular stomatitis virus; Vascular endothelial barrier; Adherent junction; Low density

lipoprotein receptor; Wnt/B-catenin signaling pathway

JK WL E R K B (vesicular stomatitis virus,
VSV) J&—Fp f tk B RNA 5 %, 8 IR0 3
B BTSSR BE RS (blood-brain barrier, BBB),
R AR M R G0, SlRmEMm R Y, HHA
PAAIL T 1t A e BT

1% N B2 48 Mg (endothelial cells, ECs) Zr 4
Tl N R, Rk R A i 4R R R N
(vascular endothelial, VE) J# [, Zh Mt % %
(adherent junctions, Als) J&AH%E ECs i #2 1) 5 fi
kg, A A VE-45 358 O 40 i b 4 R R
(catenin) ZHm. B-HEIHE A (B-catenin) 1E N4
hEEMNEREEAZ —, ZAHMEIMES W Wt/
B-catenin {55 M BT 7 BEoE T WUR . K AR
H H % f& (low density lipoprotein receptor,
LDLR) J& VSV EH AR/ A0 1) 2 2252 14
HZ W B LDLR #H % & 1 5 (LDLR-related
protein 5, LRP5) Hl LRP6 j& Wnt i # 11y 3t %
7, AT b & MR Wnt/ B-catenin {5 S 1E F .

VSV & 75 7] 5 i LDLR $2 i Wnt/B-catenin {55
S, IR ATs 58 7 E IR R AR VE Bt BE
TCAH KRBT o A 5 38 o A AR S VE B PR AL,
VT VSV X VE B B i 450 15 10 S AL, S BB
VSV 3K BBB f# HL i $& {14

1 MRS ®

1.1 . mE 22 XMNeE /DRKMLE N
B9 bEnd. 341 (v [ [ 52 AR W) 1% 2 S 0 20 i 6
JEEE), VSVIR#EMR EAHM (ALmEHS),
RNA £ 0AH & (BB Z AR ARAE),
% OmF % Ot E & PCR
quantitative PCR, RT-qPCR) R # & (K& %4
WIBRARAR), WialRa (EEPEHR L

(real-time fluorescence

IR A, R R A iR & (R
B R, Bk & %t (enhanced
chemiluminescence, ECL) iX#] & . 4 X+ —fedk
it R B - 3R N M I i BE BC B Uk (sodium dodecyl
sulfate-polyacrylamide gel electrophoresis, SDS-
PAGE) LHZnhi (HA TaKaRa/AH]), B-Wl3h
HEGY (TMEREER A ), M4 (fetal
bovine serum, FBS) . #t K 2t K Eagle £ # &
(Dulbecco’s modified Eagle’s medium, DMEM) #
0.25% Wk (£E Gibco AH]), THHZEalb (L5
S AN T RARAS A, B R %R
(phosphate buffer saline, PBS) F#y (i {# 1 &
Y AFED), VESEEASE (SE Abcam 2
A, WntHifk . p-catenin¥ifk . p-Hlsh & HPi ik .
CoraLite594-FRiC I EHLR I —Hi . Coral.ited88-
PRIC I E PR TOE 0. FHRFTFED R 1gG Fi ik
(R =AY EARARAF]), SRR p-EHREN
(phosphorylated B-catenin, p-QB-catenin) #i & (3
FEERVEYIA R, M asdoOusse . 4, 6-2hk
e 2- K L w| B (4', 6-diamidino-2-phenylindole,
DAPI) FB K E R ( R#EE S RAEWHEAA
BRAFD, =6 IR 20 R -H BB (fluorescein
isothiocyanate-dextran, FITC-Dextran) ( I 7
AR A RA R . CO AL FR4E . K
U e O HL AL A (36 H B R R B A
A, PO ME (HARBRME A ), PCRAL
(EHEPERRKBUMSARAA), RT-qPCR X
(REMHAEMRGE ), WSSO E T
(3% 58 H 28 A |, Infinite F500 2 I 58 = 3t i
PRAL (R A AR, BEER (EEFER T
MR B A |, WUk AL (R E R AR A A,
Gelview 6000Plus £ GE 15 TR (77 M 5 A4
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WRIEABRAE), Millicell ERS-2 4 fitg H, BH H, Y
#% (3£ E Millipore /& #]), Transwell /M % (L &
0.4 pm) (ZEHE Corning A H]) .
1.2 &Y 3 PR R 40 M B2 Fh T T25 40 i
IR, 18 40 B Rl A A8k 80 %0 J SR MG I i K
FRAEVE 3 . MR AR B SRW, A 100 pL
VSV F M 900 pl. 2% FBS DMEM, & A K 344
HIEE . B 1S mindiRy 1K, R EERR T A 4
fk 40 fE Fmi . 1 hJs M A 4 mL 2% FBS DMEM,
BT 37 °C, COL 40 ML IR A h 85 9% o 75 4L 80 %
R E , R IRIT A 2 WA TIR A re 35 55 1
HW, rREE T —80 CHRAF .
1.3 VSV B # bEnd. 3 & it ¥ £ 48 47 3% 3¢ B 4 )
% (50% tissue culture infective dose, TCIDs,) #7 i
& ARACE bEnd. 340 LLREFL 2 X 10"~ 1) %% B 2 F
T o6 fLA M B TRt b, R A S8 WG EE S, SR 2
Fige bk, SRINJC IS B SR BL P i 3K, 10546 B In]
OB R G B RO B 10N E . BAWIES A E
FL, AL ACKE R BE A BRI 100 pL,  [] I 3 A X)
MREH ., BT 37°C. COAMMIBGFRA PR 24 h, WL
2 5 722 17 0 0T e T E A W) B AT BT 9 722 Y AL
0, MAE Reed®Muench 3% K 1l VSV ) TCID;, '
TCIDs=log,, (T 50% WY s MR L) + ey
I Xlog M B &%, BEITAEAX: BE=
(/T 50% B9 A8 96 B8 A 48 —50%) / (& T
50% MRS E 7 % — KT 50 % MR AR 5 B 4R )
1.4 mpasafidins X bEnd 340 R &
10%FBS #1 1% ™4t DMEM, & F 37 °C. CO,#
MO RE IR R s %, 24 h S SR 1k, BUORHE
A K 2 M AT R S SR g

VSV G4 VE FR B2 5 . L 300 £% TCID,,
B A M, e AT 24 ot 55 R CE e ok G I T
DMEM., K47 R O h2l . J& Y4 hal | ik
P S hZH MG 12 hd .

M VSV ZHI A VE BB E SC5 : F 40 oy
R ¥R YL A, YIEHME T VSV
BEGL 4 h B B SR W R O B TR Y 100 FBS
DMEM 4k 2285 5%
1.5 Wnt#e B-catenin 31 % 55 A5 R A 1Y
1 H 5 AR SR AR RN A IR A B G . T
Yire sk 1.
1.6 VE K% E &% f(transepithelial electrical
resistance, TER)fe %% & 4w ¥4 4 bEnd. 3

x1 BlYFI
Tab.1 Sequences of primers
Gene Primer sequence (5'—3')
Wnt F:CGAGGCTGCCGAGAAACAG

R:GCCAAAGAGGCGACCAAAA
j-catenin F:CCCAAGCCTTAGTAAACATAA

R:AGCAGACAGACAGCACCTT

Y DL AL 5 X 10 A A % B2 42 R T Transwell /N%
] B i 8 25 O AL . A H ORI TER B 2 80H
fasE . LEMAVSV#ITHS, JEAEA [F 0 ] 57
PEAT TER&M, TERWFH AR mE= (&
M — T FLME) <0.33 Q-cm®, BFLEHRIT
¥ B = 4 fL A 10 g- L' FITC-Dextran 10 pl,
37 CHEH 5 min, Y B FERT IR, £ H100 pL
T 96 L 40 M 15 35 Al b, K 22 g il AR AL R Dy
POERER, KIS FLWOCE (A) H, IHRBER
. BERR=TEICAM/ LEWRIAME.,

1.7 RT-qPCR &AM &40 %9 8 F Wnt = B-catenin
mRNA & X KF VSVIERYLJS, & 440 M 55 15 5%
WIT R A PBS #hke, A 500 pL 46 M 24w, H
JIWEW 10 K 5 e B B B0 T, R 10 s LU
FEorRFR AL . A SR BUIC K ZREFE AR AT IR
AN BLOHE, i B0 G Ul W1 B4R 20 SRR AT 5 2L
VE o SR B 0 o6 00 B2 114G T T 4 B RNA VR B
F2 IR 1 ng HOF B A B RNA, AR 9 59 55 538 ) & 136
B 450 A3 5 56X ) . RNA AddH,O, & T PCR
AU kAT i i 5 . 3618 cDNAJG, R H SYBRTM
Green PCR Master Mix #4157 RT-qPCR & i » %
2R A AL 40 i Wnt Al B-catenin mRNA 3
KK,

1.8 Western blotting 3 #& # & 48 48 J& F Wnt.
B-catenin fo p-B-catenin & & £ A K-F R ik
Y BE UUTE 15 SR 24 A% 45 A bEnd. 341, $RBUE
FH. R BCAE M & &0 & E & H R E,
A IR 1/34K L, fn A 4 X SDS-PAGE E#EZE b
W, 100 “C/K¥ 5 min, 45 KA B4 & & [ 917
SDS-PAGE, ¥ HLuk 7> 85 8 F e 7% 2 R — W &
B 1, R 5% BB W H B0 L hm, #5555
WntHifk (1:1000). B-catenin$ifk (1:5000) .,
p-B-catenin L& (1 : 2 000) 1 B-Wl3h & 1 i 4k
(1:5000) FiRWEF2h)5, 4 CRUETHE LR,
W R &t Y 2% vh & (phosphate buffer solution with
Tween-20, PBST) A5, &K 10 min, ¥



HE, %

IR 198 0 25 %0 MR 1 LA A B e 5 2 R 4 48 03 41 T B ML ) 1279

(1:8000) =HEMWEH 1h, PBST R 3K, HiIK
10 min, ECL &5 il FIBER AR R iifg, iR
TRAF o R Image JEPF 50 7 85 B 460 K BE A, 3t
BHMEARIKE, BEARBIKEF=HME
2% IR BE AR/ B- WL 8l 2 1 457 IR BE 1

1.9 fERbEHMNEMEmF VE-HEZG M
M T REBEERF T EAIsZEMBEIEZ bEd. 3
MR IEFD T 24 fLANME B SRR L, AERE SO £
AR 4% 2 B W EEE E 10~20 min, 0.1%
Triton X-100 /£ FH 10 min, 1% 4 M ¥ A & A
(bovine serum albumin, BSA) # M4 & = iR £ 4
30 min, FIA VE-#5%8H (1:1000) —¥i, 4°C
WEE R o AR R B AR 488 B S T = I ik L I8E
A1 h, 40 E 4R Y 0 B R T 22 241 8 0O IR
R EEE 1 h, DAPI A YLk 44 4 10 min,
KB PR E R R AT 5 o 2980 B AUsE T X 4% 4i
N EATHA 8, R Image JEMFHEAT 00 . 4008
ATs 2 V48 Bio= 40 ff A 1] 3% 432 5 G /v 4k 0% 4
KB,

1.10 % & % st &4 & 40 49 0 B-catenin o
p-B-catenin 4L A bEnd. 3 4l g $2 F T 24 FL 40
MosE S I, AR EION LA MHBER . 40 28
O [ %2 10~20 min, 0.1% Triton X-100 £ FH
10 min, 196BSA B 4] # % & & 4] 30 min, 4350
A B-catenin (1 : 300) . p-B-catenin (1 : 200) —
Pr, 4°CWE R A XN 2% — T % ikt
WEE Lh, DAPIZHEIGE( 10 min, R HIBG ¥ K £
A BEAT B R PO B TR WL £% 4% A 40 i
B-catenin il p-B-catenin ¥ %2 {37 1% It -

1.11 % %44 R GraphPad Prism 9. 54 it
HAFHAT G50 W . A TER, BiE R
LR T8 £, #5440 i b Wit #1 B-catenin mRNA
F iR K- K Wnt, B-catenin Fll p-B-catenin £ [ 3 ik
KR ESD A, VhotsF£n, L4 AR
BIR e R IS R R T 22 0 B, 2 TA) AR A 340 B30 1
F AR ] Tukey £ 5: . LA P<<0.05 W22 R A Gl
e

2 & R

2.1 VSV &% bEnd. 3% & TCID;, KM &l
WS I 10 5 VSV YL J5 bEnd. 3 48 i 5 A8 15 4
% 2. K Reed® Muench il & VSV ) TCID,
91047100 pl ',

#£2 bEnd 341 VSV ERLIFL
Tab.2 VSV infection conditions of bEnd. 3 cells

Dilution Positive Negative
107! 5 0
10°? 5 0
10°° 4 1
10 3 2
10°° 2 3
10°° 1 4
1077 0 5
10°° 0 5
107 0 5
107" 0 5
10" 0 5

2.2 VSVRZEERMMMVE % TER% & A
# DbEnd. 3404 Fh T Transwell /)N % )i 18 2246 )
LZEMFETER, 5~6dnJE W fae i, ME
VSV IR M AEK, 5EYL 0 h b, oAb 4140
Ji i TER B & F A% (P<<0.05), Bi5 AR50 &7t
B (P<<0.05)., WE1,
2.3 VSVEFEVE-HSEEOFHRERBEEAA
JEYE 0 h 4l bEnd. 340 A [a] AJs Ry b . i 2k H &
B GARA, AIs&HERRBOLT 1. 5&Y0h
H A, VSV B A [&] i 18] 40 ATs i 2R 78 o 4
ViR, AE AR BE R e, TR R RIB,  AJs 26 dE E
WL (P<C0.05), B4 12 hdA 40 fl b VE-45 5585
FE W, A0 B RS AL B . VSV I S
M2 R A AL, FEAZ A R B B B A 1
744, WE 23,
2.4 VSV R % E &4 ¥ Wnt #= B -catenin
mRNA & & &G &K KRF  RT-qPCR LK 45 5 8
N BfiE VSV AEHIBF A SE , 5L 0 h 41 1AL,
HC A 4% 2H 28 L P Wit mRNA 26 3k 7K F B 8 & A%
(P<<0.05), B-catenin mRNA ik /K V22 % L4 1T
X (P>0.05), W3 3. Western blotting ¥ ¥
MEER BN SEY0OhA L, M VSV YR}
I REH, 5L 0 hal b, FAth 45 28 20 M Wnt
B RIBACEIH B FEAL (P<<0.05), B-catenin #ik
K2R TG =L (P>0.05), WK 4,
2.5 VSV E$)G &4 meF p-B-catenin & &K F
A RN EAL  Western blotting ¥ K il 45 5 .
N BEAE VSVIERYERT A GER , 5ERYL 0 hdl A,
YL 8 h AR YL 12 h 4 40 M H p-B-catenin & 35 /K
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"P<C0.05 compared with 0 h group.

B 1 k4 VE FFEEAER TER A VSV BH 5445 VE FRBREAIK TER(B) R B &ERE(C)
Fig. 1 TER (A) in in vitro VE barrier model and TER (B) and permeability coefficients (C) of VE barrier model after

VSV infection

VE-cadherin

F-actin

Shyam

Arrows indicated serrated change of VE-cadherin and the recombination of F-actin.

F2 VSVREE&£HAGN T VE-BFEAM F-IshEARBBE R (RERNE, <400)

Fig.2 Expressions of VE-cadherin and F-actin in cells in various groups after VSV infection (Immunofluorescence, X 400)

R FE (P<<0.05). WIS, SRty agh i
Bos: SXHRA A, VSVIEYLS bEnd. 341
B-catenin N AL #E A 41 I BT, p-B-catenin 5 A% JA [H]
REH M, WK 6,
2.6 YELDLRFEFES AWM TERFSE RK
5t A b, R Al 4] IE 4 TER Y981 & %
ik, BERBIW R IE (P<0.05); HIERGH
b, iE4 TERW W TH&, B3 REW] BRI
(P<<0.05), WLKE7.
2.7 Y ELDLRFE¥ELAMETF Wnt mRNA &
ERF OXFHR . YL 4 A2 OE 2 40 L P Wnt
mRNA 2 ik 7K F 4 51 4 1.004+0. 06, 0.78+0.03
F10.89+0.02, HXFHEA e, BRYL 4 fnay ik 4l
A Wnt mRNA k7K FH] 8 AR (P<<0.05);

SR e, 2 OE 2 40 B Wnt mRNA K3k K
P TR (P<<0.05),

2.8 # ELDLRFA % /B & ¥ Wnt.B-catenin
Fo p-B-catenin F A K-F  SXFHRA L, B
2] IE 4140 i b Wt 3 R KK BT FER (P<
0.05), B-catenin Fik/KF 2R ILGiTH¥EL (P>
0.05), p-B-catenin Fik7K-F-H W ThiE (P<<0.05);
SR L, S OE A 40 Wnt 25 3R A OKCOF
WIE (P<<0.05), B-catenin #ik/K 25 % L4 1T
E L (P>0.05), p-B-catenin # 1k 7K - BH B A%
(P<<0.05). WLElS,

2.9 X4fmie P B-catenin F» p-B-catenin 28 fE W
LAVE-HEEAOXLFEHRL RILEIOLL
Won e SR R, A IE 4L Al B-catenin Nk
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1 1
Oh 4h 8h 12h

OI

#*P<20.05 compared with O h group.
B3 VSV EREEAAEMD AJs AR

Fig. 3 Linear indexes of AJs in cells in various groups

after VSV infection (>X400)

FR3 VSV BRYPJEEA4NMH Wnt Fl B-catenin mRNA Fik
KF
Tab. 3 Expression levels of Wnt and B -catenin mRNA in

cells in various groups after VSV infection (n=3, x+s)

Group Wnt mRNA B-catenin mRNA
Infection O h 1.0040.06 1.00£0.04
Infection 4 h 0.6940.03" 0.9940.11
Infection 8 h 0.5540.06" 1.0340.12
Infection 12 h 0.48+0.04" 0.99+£0.06

"P<<0.05 compared with infection 0 h group.

HE N2 T ) IR G 0 D, A AN A% R R R A A R
BE W 5%, p-B-catenin 1Y 1N £k A AZ JE) BBl SR AR BE 42 1
A ek, VE-55 8 B YL 05 5 4R AR B
2 0 TR B A /0N, 0 R O e . R R,

2] T2 40 i ATs 28 B B 7 (P<<0.05) .

UL 9 #0110,

. £
=} =]
= 8
1 2 3 4 M 5 3
— o

o

wnt . S 41000 E T:
B-catenin wm—: w— w— a— 0> (00 k 2
2 2
B-actin NS W w— — L2 000 g Z
& &

Oh 4h 8h 12h = Oh 4h 8h 12h

A B C

Lane 1: Infection O h group; Lane 2: Infection 4 h group; Lane 3: Infection 8 h group; Lane 4: Infection 12 h group. *P<C0.05 compared
with infection 0 h group.
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Fig. 4 Electrophoregram (A) and histograms (B, C) of expressions of Wnt and f-catenin in cells in various groups

after VSV infection
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Lane 1: Infection O h group; Lane 2: Infection 4 h group; Lane 3: Infection 8 h group; Lane 4: Infection 12 h group. "P<C0.05 compared
with infection O h group.
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Fig. 5 Electrophoregram (A) and histogram (B) of expressions of p-B-catenin in cells in various groups after VSV

infection
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Arrows indicated perinuclear aggregation phenomenon of 3-catenin and p-B-catenin.
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Fig. 6 Expressions of B-catenin and p-f-catenin in cells in various groups after VSV infection (Immunofluorescence,

X 400)
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*P<C0.05 compared with control group; “P<C0.05 compared
with infection group.
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Fig. 7 TER (A) and permeability coefficients (B) in
cells in various groups after correction of abnormal

LDLR
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Lane 1: Control group; Lane 2: Infection group; Lane 3: Correction group. 'P<C0.05 compared with control group; “P<C0.05 compared

with infection group.
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Fig. 8 Electrophoregram (A)and histograms (B— D) of expressions of Wnt, -catenin, and p-B-catenin in cells in various

groups after correction of abnormal LDLR
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Fig. 9 Expressions of 3-catenin, p-f-catenin, and VE-cadherin proteins in cells in various groups after correction of

abnormal LDLR (Immunofluorescence, X 400)
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Fig. 10 Linear indexes of Als in cells in various groups

after correction of abnormal LDLR
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