- 904 - J Shanxi Med Univ, Aug. 2026, Vol. 57 No. 8

SemadD 7 )| 177 I & 1A B2 i8] Ba %% 4L o B9 E AR R AL )

FRA IR BB (PGB E AR BRI R S M R HEE P 710021 52942 1)L BE B AR SR 5 E iR
% ,E-mail : shuwan0103@163.com)

WE: Be BIHMESE 4D(SemadD) AR5 (KD) 45 Y B2 [FUSUHG Ak (EndMT) A /EH BT FHLH . F& s
SemadD Xt EndMT AAE T, 45 A AR 30 ik P9 52 20 i (HCAEC) 4324 HC 41 KD 41 Al KD+VX 15/2503 (Jh SemadD th i 442 ) 41 ; HC
215 KD 4153 51 H 20% fd B LB IR A 10E 5 209%KD & LTER A MLE T 11, KD+VX15/2503 41 H 20% 22 VX15/2503 fi4b #) KD
LR Mg T35 2R FH RT-qPCR A U = 21 4fi il EndMT (9 N B2 #5359 (CD31 ., VE-cadherin 1 Z0-1) 5 [8] BT 47 & 4 (-SMA Al
Vimentin) ) mRNA ik . NIEST PlexinB 32 X} SemadD 41~ 5 A9 EndMT AY52 0 , ¥ HCAEC 434 KD 4 . KD+si-ctrl 2 . KD+si-
PlexinB1 41 Fl KD+si-PlexinB2 £ , 5% Ji] RT-qPCR K1l EndMT 45 &4 B9 mRNA %35 . 43 HF SemadD %f NLRP3 4 it /MAFI NF-
kB IS B HCAEC 238 KD 20 . thSemadD ZH . rhSemadD+si-ctrl ZH . rhSema4D+si-PlexinB1 20 1 rhSema4D+si-PlexinB2 2 , 2%
RT-qPCR 1 NLRP3 48 i /MA R 6 3 [ (NLRP3 ,ASC , caspase-1 . IL-18 FI IL-18)mRNA ik , Western blot K ill NF-kB p65 #i 2
1 (p-p65) /Ko HIRFE NLRP3 X} SemadD /-5 1 EndMT B2 , 4 HCAEC 43 4 KD+si-ctrl 41 . KD+si-NLRP3 2H . rhSema4D+si-
ctrl #H F1 thSema4D+si-NLRP3 41 , 2% Jf] RT-qPCR & 1] EndMT #5 & 4 (9 mRNA 363k . 86 3F NF-«B i 11 # i NLRP3 /&
EndMT, ¥ HCAEC 43>~ PBS 41 \BAY11-7082 (NF-«B i1 il 7] ) 41 . PBS+rhSemadD £ il BAY 11-7082+rhSemadD 41 & OE-ctrl+PBS
2l | OE-ctrl+rhSemadD ZH | OE-ctrl+BAY 11-7082+rhSema4D #H Fl OE-NLRP3+BAY 11-7082+rhSema4D #H , 5k FH] RT-qPCR #: il
EndMTAREY B NLRP3 ik, 4R 5 HCAMHEL, KD AN EFREY (CD31 VE-cadherin f1Z0-1) FAK  [8] iR 24 (a-SMA
Al Vimentin) FH 155 (3] P<0.05) ; KD+VX15/2503 41 i3 % [ 3825k (3] P<0.05) . 15 KD+si-ctrl ZH #H Lt , KD+si-PlexinB2 £ CD31 .
VE-cadherin il ZO-1 %35 15 .a-SMA F1 Vimentin 235 [ (3 P<0.05) , 1fif KD+si-PlexinB1 ZH & #5552k 2 B LG5 L

5 rhSemadD+si-ctrl 41 48 [t , rhSema4D+si-PlexinB2 20 NLRP3 48 i /IMA AH 56 5 [H 26 35 & NF-k B p-p65 7K1 %A% (P<0.05 ) s
thSema4D+si-PlexinB1 20 & 484725k 25 S Ie S 12772 X o 5 thSemadD+si-ctrl ZHAH I , thSema4D+si-NLRP3 21 CD31 . VE-cadherin
N Z0-1 K75 . o-SMA 1 Vimentin 2635 F [ (14 P<0.05) . 5 PBS+rthSemadD ZHAH I, BAY 11-7082+rhSema4D £ CD31, VE-cadherin
1 20-1 35T+ . a-SMA 1 Vimentin & NLRP3 15 B A% (1 P<0.05) . 5 OE-ctrl+BAY 11-7082+rhSema4D £H A H , OE-NLRP3+
BAY11-7082+rhSemadD ZH CD31.VE-cadherin Fl1 ZO-1 3k (K . a-SMA 1 Vimentin 2535 5 (34 P<0.05) o 24 SemadD i
1 PlexinB2 SZ (&1 NF-xB/NLRP3 {5 54l , 75 5 SR s ik P Bz 4ii i & 4= EndMT,

KEWR: e BN EETEL; 595 4D; MAEMAEB2; #EF«B;  NLRP3

FESES: R7254 XEFRIEE: A XEHS: 1007-6611(2026)08-0904-11 DOI:10.13753/j.issn.1007-6611.2026.08.007

Role and mechanism of Sema4D in endothelial-to-mesenchymal transition in Kawasaki disease
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Abstract:  Objective To investigate the role of SemadD in endothelial-to-mesenchymal transition (EndMT) in Kawasaki disease
(KD) and its underlying molecular mechanisms. Methods To observe the effect of Sema4D on EndMT, human coronary artery endo-
thelial cells (HCAECs) were divided into HC group, KD group and KD+VX15/2503 group. The HC group was treated with 20%
pooled serum from healthy children, the KD group was treated with 20% pooled serum from children with KD, and the KD+VX15/
2503 group was treated with 20% pooled KD serum after pre-treatment with the Sema4D neutralizing antibody VX15/2503. RT-qPCR
was performed to detect the mRNA expressions of endothelial markers (CD31, VE-cadherin, ZO-1) and mesenchymal markers (a-SMA ,
Vimentin) related to EndMT in cells. To investigate the role of PlexinB receptors in Sema4D-induced EndMT, HCAECs were divided
into KD group, KD+si-ctrl group, KD+si-PlexinB1 group and KD+si-PlexinB2 group, and RT-qPCR was used to measure the mRNA
expressions of EndMT markers. To analyze the regulatory effect of Sema4D on the NLRP3 inflammasome and NF-«kB signaling,
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HCAECs were also divided into KD group, rhSema4D group, rhSema4D+si-ctrl group, rhSema4D+si-PlexinB1 group and rthSema4D+
si-PlexinB2 group; RT-qPCR was used to detect the mRNA expressions of NLRP3 inflammasome-related genes (NLRP3, ASC, cas-
pase-1, IL-1B and IL-18), and Western blot was used to assess NF-kB p65 phosphorylation (p-p65) level. To explore whether NLRP3
participates in Sema4D-mediated EndMT, HCAECs were divided into KD+si-ctrl group, KD+si-NLRP3 group, rhSema4D+si-ctrl
group and rhSema4D+si-NLRP3 group; RT-qPCR was carried out to quantify the mRNA expressions of EndMT markers. To verify that
NF-kB triggers EndMT by activating NLRP3, HCAECs were divided into two sets of groups: PBS group, BAY11-7082 (inhibitor of
NF-kB) group, PBS+rhSema4D group, BAY11-7082+rhSema4D group, and OE-ctrl+PBS group, OE-ctrl+rhSema4D group, OE-ctrl+
BAY11-7082+rhSemad4D group, OE-NLRP3+BAY11-7082+rhSema4D group; RT-qPCR was used to measure EndMT markers and
NLRP3 expression. Results Compared with HC group, the KD group showed decreased expressions of endothelial markers (CD31,
VE-cadherin and ZO-1) and increased expressions of mesenchymal markers (a-SMA and Vimentin, all P<0.05) ; these changes were
reversed in KD+VX15/2503 group (P<0.05). Compared with KD+si-ctr]l group, the KD+si-PlexinB2 group exhibited increased CD31,
VE-cadherin and ZO-1 expressions, and decreased a-SMA and Vimentin expressions (all P<0.05) , whereas no significant differences
were observed in KD+si-PlexinB1 group. Compared with thSema4D+si-ctrl group, the rhSema4D+si-PlexinB2 group showed reduced
expressions of NLRP3 inflammasome-related genes and p-p65 level (P<0.05) , while the thSema4D+si-PlexinB1 group showed no sig-
nificant differences. Compared with rhSema4D+si-ctrl group, the rhSema4D+si-NLRP3 group exhibited increased CD31, VE-cadherin
and ZO-1 expressions, and decreased a-SMA and Vimentin expressions (P<0.05). Compared with PBS+rhSemad4D group, the
BAY11-7082+rhSema4D group showed increased expressions of CD31, VE-cadherin, and ZO-1, and decreased expressions of
a-SMA, Vimentin and NLRP3(P<0.05). Compared with OE-ctrl+BAY 11-7082+rhSema4D group, the OE-NLRP3+BAY11-7082+rh-

SemadD group exhibited decreased CD31, VE-cadherin and ZO-1 expressions, and increased a-SMA and vimentin expressions (P<

0.05).
its receptor PlexinB2.
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JI IR 9% (Kawasaki disease , KD )2 — 15 K ok B
(L 2k 4 B e a2 A g L R I s IR 3 kbt
1%(001"0nary artery lesions, CAL) n] S35l Bk & | 7 ik
A L B L AR, S L EE AR AT O I s 1Y)
SEEFEA Y AR BRI A # 3L [F 2 5 KD Y
KA JED S JLAER I Y IR] B A (endothe-
lial-to-mesenchymal transition, EndMT) 8% 1A 8 & KD
G CAL B ZHLH 22— fH B [T 56 T KD
EndMT #8535 R 1 B2 37 P L) 1 AS BT

[E5 £ 4D (semaphorin 4D, SemadD ) f& — Fh E
B S AR W T 3l S 2 R & R
PlexinB1 5 PlexinB2 454 N ilF (e 5, 25 RAE K
O NS s B RS, A T A 78 & R,
KD 8L I 7 0] ¥ P SemadD /K B % 755, H 5
CAL ™ HFEJE K LTE SAE R 7K IEA G 5 Semad D
REAS AR HE PN B2 4 59 S 7 AR, Semad D S 75
B2 5 KD A5 EndMT K T U055 4l i 157 1)
BH . #%H ¥ kB (nuclear factor kappa-B, NF-kB) J& %
SE 2L (A% U e SR TR, AT 2 iR 5 0 0T
% NOD 32 /R 520 5 pyrin 45 #4352 F 3(NOD-
like receptor family pyrin domain-containing protein 3,
NLRP3) RAE/IMAAH K HEH (NLRP3 ASC , caspase-1 .,
IL-1B A1 IL-18) (33K ; NLRP3 4 e /MATE 1k 5 412 3k

endothelial-to-mesenchymal transition ;

Conclusion  Sema4D induces EndMT in coronary artery endothelial cells by activating the NF-kB/NLRP3 signaling axis via

semaphorin 4D; plexinB2; NF-kB; NLRP3

TL-1B A TL-18 252 5 P F B 55 40 6 , 7 KD 76 fik
P b A B ] L {H NF-« B/NLRP3 {5541 /£ KD
ML AR AR b 2 5 1845 EndMT 3 72 14 5l = 3R

AWFFE LA KD LIS 355 0 AR S kN B
Y} (human coronary artery endothelial cell, HCAEC)
RBLI FRVF Semad D J2& 75 38 1 PlexinB2 32 4 X
NF-kB/NLRP3 & AE/MALE 5 4l 3K 5 EndMT, LI
S KD B[] T IR S | GE 2% B A CAL HE R4 fit
Y ESARYE 5 SR LR

1 #RFTE

1.1 2E XA EME

HCAEC ¥ H 35 [# Sciencell 28 7] ; B 4+ L1514 A
2 [H Gibco 2~ 7] ; FEZH A SemadD 5 [ (rhSema4D ) 4
F1 5% [ R&D 722 7 5 Semad D HP AL (VX 15/2503 ) I
H 2% [E MCE 2\ F] ; RNA $2 BUR 7 £ F1 RNeasy mini
19 2 5330500 &5 I ) 75 ] Qiagen /A F 5 Lipofectamine
3000 #% 44157 & B 35 [ Invitrogen 23 F ; 71 p-p65
Pt p65 S HRP #xic —Hi W H € [E Abcam 23 H] ;
RPMI-1640 55 37 ZE W (1 75 M 38l A= P B BoA7 BR A
] ; BeyoFast™ SYBR Green qPCR 7] & A1 NF-«B il
il 7 (BAY11-7082) g [ 1138 = RA W H A A R
23 ) BCA 28 I 1R & A JE st 2k 5 R
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F A FRA T /T3 RNA (siRNA ) Rl 26 3k Jiokr &
ok BE e 51 fl i A T A TR BR A Bl A A .
R T i 2R A0 oy O 6 BE I B 32 [ DeNovix 23 A ;
ABI 7500 R4 14008 [ 58 5 ABLZS | 5 85 H i
B 38 AR AL AR 1 52 [ Bio-Rad 28 Al 5 COL3% F2 41 W
F 2€ & Thermofisher A 7 . A MLE R IE TP %11 JL
B2 HARHEAZIR YT B KD 2L (10 6] Fifg
PRAEJLEE (1051 o J0r AT LT 28 56 “C/K¥ K3 30 min,
H 1040 KD LML SR BUR A, 4 B KD TRA 1ML
T 5 [ K 10 f3 f B L 28 1 7 SRR BUR &, il 45 ik
et JLE (HC) IR A G ; T-80 C A4 H . AWF
FE T AR PU LT L B R e AR 38 22 D S b o (AL M
5:20230613-16) .

1.2 tmfe B A3 T X,

1 BH By Sema4D 7 KD IfiL 7 5 S HCAEC & 4
EndMT 5 8976 H L % HCAEC 43/ HC 241 . KD 26 #1
KD+VX15/2503 2. HC 4 F1 KD 2H 43 575 2 20% fi
B L # I8 A1 209K D I 7 i 55 37 3 P 15 55 24 b
KD+VX15/2503 41 : KD IfiL3E 7 Il A SemadD H Fl4
1A VX15/2503 (24 BE 10 pg/mL) 4L FE 30 min, B
Ab T L35 T TR R A 20% 1L T Y 8 3% R 3R 40 i
24 h, R B 596 5E 1 PCR (reverse transcription
quantitative real-time PCR, RT-qPCR) ¥l N Fz B idi
¥ (CD31. VE-cadherin F1 ZO-1) 1 8] 5 % & 9 (o -
SMA Fl Vimentin) %5 2 Bt EndMT [ #5 & % mRNA
zKik.

Fy it — 25T Semad D 175 5 EndMT 94 B ) i)
8] 4 A5 1, % B rhSemadD 283 & 43 51 4 0, 500,
1000, 1 500 ng/mL, B~ B2 453 5 il HCAEC 0,
8, 16,24 h; Horfr 0 b B8 21 Ry % B0 K 1A 7% 4 e in
AHH B e JE rhSemadD Jii B Z WS 4 , R EAT 0 & 15
F% . FiA AN AE & 20% KD I35 0 55 7 35 o 5
F% 38 B0 7 B AR, RT-qPCR Al
CD31 Fl a-SMA 1) mRNA 23k .

AR R PlexinB 52 1A %} SemadD 4 5 ) EndMT
HI52 0 B HCAEC 434~ KD 4H . KD+si-ctrl 20 \KD+si-
PlexinB1 ZH F1 KD+si-PlexinB2 20 . KD ZH Zb 38 [A] [ ;
KD+si-ctrl 4 . KD+si-PlexinB1 2 il KD+si-PlexinB2
2H 43 ) %% YL JC 3L siRNA | si-PlexinB1 il si-PlexinB2
Ja S 20% KD LG R gk vh B 32 24 he SR A
RT-qPCR 4 1] CD31 ., VE-cadherin , ZO-1, o -SMA #il
Vimentin ) mRNA 33k,

K B3 Sema4D/PlexinB2 % NLRP3 4 4 /MA 1%
A FIl NF-kB B8 16 179 52 11, B HCAEC 434 KD 40 .
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thSema4D 2 .rhSema4D+si-ctrl ZH .rhSema4D+si-Plexin-
B1#4H Fil thSema4D+si-PlexinB2 £ . KD 2H 4L FH[A] |5
rhSemadD 41 : 78 % 20%KD Ifi. 75 1 1 500 ng/ml. rh-
SemadD [ 5% 35 3L P 55 3% 24 h; thSemadD+si-cirl 2H |
rhSema4D+si-PlexinB1 2 il thSema4D+si-PlexinB2 2f
A3 9% Y JCRL siRNA | si-PlexinB1 Fl si-PlexinB2 Ji5 ,
55 3% 2% 1 I thSemadD 2 . RT-qPCR #& il NLRP3,
ASC . caspase-1 . IL-1B FIl IL-18 [y mRNA #2315 , Western
blot £ p65 il p-p63 & KKK 1AL, ik —
A0 5 SemadD 7E NLRP3 % E /MA TS AL I NF-kB
TRk o PR L 55 He % KD 40 F KD+VX15/2503 20
NLRP3 ., ASC, caspase-1.,1L-1@3 Fl [L-18 ) mRNA 3
ik M p65 Fll p-p65 T H ik .

EHE NLRP3 7E SemadD 415 (1 EndMT H1 (1) /E
JH , B HCAEC 73 5 KD+si-ctrl 4H . KD+si-NLRP3 4 .
rhSema4D+si-ctrl ZH F1 thSema4D+si-NLRP3 2H ., KD+
si-ctrl ZH A1 thSemadD+si-ctrl ZH 4b P [7] [ ; KD+si-
NLRP3 41 : % 4 si-NLRP3 Ji57 , £ 7 20%KD IfiL 775 ) 55
5 3 WP 1% 3% 24 h; thSemadD+si-NLRP3 4 : 5% 7 si-
NLRP3 Ji5 , 55 55 414 7] thSema4D 4H . % RT-qPCR
¥ CD31 . VE-cadherin .ZO-1 .a-SMA F1 Vimentin [
mRNA ik,

A EIE NF-kB 7E Semad4D/PlexinB2/NLRP3 i ji%
FPE R, ¥ HCAEC 434 PBS 41 .BAY11-7082(NF-
kBN HIF) ) ZH . PBS+rhSemadD 41 F1 BAY 11-7082+rh-
SemadD 2l . PBS 4] Al BAY11-7082 41 : 7£ % 20%KD
ML B35 FE 3 437 A PBS B BAY 11-7082 (43¢
J£ 10 wmol/L) 5557 24 h; PBS+rhSemad4D ZH F1BAY11-
7082+rhSemadD 4 : 7& rhSemadD £H 1% 3% 3 v 43 5] i
A PBSE{BAY11-7082 (A FE 10 wmol/L) 1555 24 h.
K H RT-gPCR #:1 CD31 ., VE-cadherin ,ZO-1 .a-SMA
Vimentin 52 NLRP3 /) mRNA ik,

i W1 #f NF-«B 3 of 3 i NLRP3 M ifif {2 i
EndMT, ¥ HCAEC 435 OE-ctrl+PBS 241 . OE-ctrl+rh-
Sema4D 2 . OE-ctrl+BAY 11-7082+rhSema4D ZH F11 OE-
NLRP3+BAY11-7082+rhSema4D 21 . OE-ctrl+PBS 21
F1 OE-ctrl+rhSemadD 4H : 75 4 25 47 AK OE-ctrl J5 , 43
AFE T PBS 8¢ rhSemad D (2% Ji£ 1 500 ng/mL) iy %
FeF 5 24 h; OE-cirl+BAY 11-7082+rhSema4 D 2H
F1OE-NLRP3+BAY 11-7082+rhSema4D 41 ; /3 51|/ ¢
22 AR OE-ctrl % NLRP3 i %3k 34K OE-NLRP3 )5,
1EE 20%KD Iy .1 500 ng/mL rhSema4D FIBAY11-
7082 (49 & 10 pmol/L) A5 R FE 55 55 24 he R
1 RT-qPCR £ 1] CD31, VE-cadherin, ZO-1, a-SMA
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F Vimentin i) mRNA 315,
1.3 @z AfAA T4

HCAEC 7E & 10% fifi 4 1.5 1Y) RPMI-1640 1% 3%
Frf,37 °C.5% COSEFRF N H HEE 5 . 20L&
31| 709%~80% i 32 Fl 21 6 FLAR 5 24 90% fh A B, 47 85
FRHE R 5 20%KD 135 5% 20%HC 1L 1Y) RPMI-
1640 35 32 5L , 4k 22 7E 37 °C 5% CO K% IR 41 N 15 5+
24 h, Wt 4E HCAEC B4 5 52 3 85 42 3 K HCAEC
i) siRNA (2 45 #0 [i] PlexinB1 fY si-PlexinB1 , #[! [i1]
PlexinB2 [ si-PlexinB2 . % [1] NLRP3 [1¥) si-NLRP3 &
PR BE si-ctrl) Al 2638 BORL (F0 45 NLRP3 &+ 3Rk
R OE-NLRP3 K 25 2 AR5 I8 OE-ctrl ) 5% 4L d4¢ I8 Li-
pofectamine J 7 & UL I A5 047, 76 e 4 b, 4y &
20%KD IfiL 3% 1Y) RPMI-1640 15 55 3, 4k 22 155 5% 24 h,
®1 3BT

Table 1 Primer name and sequences
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WA AT .
1.4 R # F % &% % PCR(RT-qPCR) @ A & 1]
Ji #40 NLRP3 X % /MMkAR % 5 F 09 & ik

S Jf 3% 77 20 Y R, 25 R L RO 4R RO
RNA, 786G I 5E RNA M R 4l I F B &
1 pg/plo 4% HE S S0 G 1 I B e il S N AR 2R
S5 237 °C 15 min GG 5% ) , 85 °C 5 s (i k5
BFJNG ) , 3515 cDNA, SIMAFR )TN LK 1, %
HEPCR 3 771 45 Ui W 45 1) 45 S W AR 3R : SYBR green
qPCR Mix 10 pL . JC i # 4l 7K 4.4 pL . cDNA Bt
4 pL, EFUE5I945 0.8 pl. BEAFEARE 3 NE AL,
JLIE £ 44295 °C 10 min, 1 M3 ;95 °C 155,58 °C
305.72°C 40 s, 40 MG . W 515345 1L Ct
1B, 274 MR AL D B R SE R Rk &

kB S1¥F81(5'-3")

CD31 F:TGCAGTGGTTATCATCGGAGTG R:CGTTGTTGGAGTTCAGAAGTG
VE-cadherin F:GCACCAGTTTGGCCAATATA R:GGGTTTTTGCATAATAAGCAGG
Z0-1 F:CCTTCAGCTGTGGAAGAGGA R:TGCTCAACTCCTTCGGGAAT
a-SMA F:CAGGGCTGTTTTCCCATCCAT R:GCCATGTTCTATCGGGTACTTC
Vimentin F:GCCCTAGACGAACTGGGTC R:GGCTGCAACTGCCTAATGAG
NLRP3 F:GTTCTGAGCTCCAACCATTCT R:CACTGTGGGTCCTTCATCTTT
ASC F:CAGAGTACAGCCAGAACAGGACAC R:GTGGTCTCTGCACGAACTGCCTG
caspase-1 F:TGAAGGACAAACCGAAGG R:GAAGAGCAGAAAGCGATA
IL-1B F:TGGGCCTCCTCTCCTACT R:CTTCCCCCATTCATCCCAGG
IL-18 F:ATAGCCAGCCTAGAGGTA R:ATCAGGAGGATTCATTTC
GAPDH F:AATGACCCCTTCATTGAC R:TCCACGACGTACTCAGCG

1.5 Western blot #| Zm i, p65 . p-p65 #1% & & ik

2 R R FAE S R TR SRR A B R
il 410 4 35 19 RIPA (400 wL/AL ) , 7K b 2% 30 min, Y&
£, 13 000 r/min 2.0 30 min, & & FIEREH,
Fe b A AR 2 v, 100 "C 10 min {5 1
Ak SERFE AL EAE 10 pl, SDS-PAGE 43 &
(160 mA ,40 min) , % i (137 400 mA ,35 min) . 5%
JBLRE A= W P 1 h, TBST ¥ 3 UK, —$Hi p65(1:5 000)
p-p65(1:5000) ,B-actin(1:5 000) LLfIF % , 4 “Cit
R, TBST ¥ 3 U, I A & BRAR o A8 A W i b it i) —
L (1:5000) % 1HBFHE 1 h, TBSTHE 3K, il A ECL it
o TERUBAUT RAEEE, 5 1h EIRH Image JHF
FE T ITHT
1.6 %t F oM

K GraphPad Prism 7.0 #4217 581 H 0¥ , Pr
BB EE B3, R LA B hn o 22

(XS) %75 , PRI He A P o A 3, 25201 10 e P .
K 2 )5 220 H1 X Bonferroni 25 5 K 6 o AN [R) e J&E K
AN [ ] 45 1) thSemadD X} CD31 Fil a-SMA mRNA 3%
3 LB 4397 SR DU 36 T A2 00 5y 22407,
—ZH NN TR Y AR H Bonferroni 5, [A]— I £
(49 20 6] [t %8 R ] Tukey ¥ 5 6] — 20 9 CD31 Fil -
SMA F9 mRNA & i 15k At BRF [ 983 7 5 90 D) %
Ti T A H R 5 . P<0.05 22 A Se it

2 #R

2.1 SemadD *} KD s 7% % 549 EndMT 4 % "%
RT-qPCR 530 o , 5 HC 4L L , KD 41 HCAEC
W N B2 A5 & 8 (CD31 ., VE-cadherin F1 ZO-1) mRNA
23R KA R 18] 5 RR 4 (o-SMA F1 Vimentin )
mRNA 23k K F L # () P<0.01) ;5 KD 414 H
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KD+VX15/2503 41 HCAEC 1 CD31, VE-cadherin . ZO-1
mRNA F kKB . 755 (P<0.05) , a-SMA | Vimentin
mRNA FKR7KF- B B AR (P<0.05, WL 1) .
LR 28 J A I 0 22 4 T i, W 5 R )
CD31 fil a-SMA mRNA FRik #9238 B AE A Gt
B L (CD31: Fy 15=20.75, P<0.001; a-SMA : F g 5,=
88.15,P<0.001) , ¥ B =340 A7 G4 & X (CD31:
Fi3.6=299.9,P<0.001;0-SMA : F (5 4,=275.3,P<0.001),
A TE) E RN AL AT Gei T 245 L(CD31: F 5 4=464.0, P<
0.001;a-SMA: F (5 4=291.3, P<0.001) . £ Bonferroni
FJ5 L2 KT, 500,1 000, 1 500 ng/mL 45 1k J&
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ZH 2 L 7F 8, 16, 24 h £ I} [a] £ A CD31 1 a-SMA
mRNA Fik 22 534 G275 L (P<0.05) ; 4 Tukey
)5 2 H LKL, [7)— B (8] 545 ¥k B2 4 /] CD31
Ml a-SMA mRNA ik 22 IR HA G243 L (P<
0.05). MIGIE CD31 fil a-SMA mRNA FE kBT A] (1)
AR TE A4S 2H N SR B R 3R 7 2200 B 4k i
PAGL , 455 WoR i 2R MBI Gt L (P<
0.05), LB CD31 mRNA 33k m i i B) 2 A5 M T
F% , -SMA mRNA ik & 2 37T m (LK 2) .
2% I, SemadD A ¢ ¥E KD Il {7175 F i EndMT, Ji5 4L
SR HI 1500 ng/mL L 24 hVE R T4

0% 1.5 oE 1.5 g 1.5 7
# o
iy & R
& 1.0+ = 1.0 H & 1.0+
juang = junng
= = =
< = <
= = '
Dé 0.5 1 ‘£ 0.5 1 :E 0.5 1
— %u —_
I g :
T Qo
S 0.0 = 0.0 < 00
HC KD KD+VX15/2503 KD KD+VX15/2503 KD KD+VX15/2503
iy
I 20 ¥ K 257 *
% @
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