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RNA L LOX-1 k3 b RUIC & NG s 1 i &
NI i Ik oA 13 4 1 63 095 ) B 3 ALl
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[EgERE] ABREIHANBIKEEREG LKL, RNA T, @BRRAZEHRIT1, fhapiiial; —
AR ; RhoA/Rho # B

[ E] HBHH MaEhBiHANARIKEEREZES K 1(LOX-1) A F 6 RNA FHAZ 5% 5 B AR5 3 2 AR
B 208, WLETFH LOX-1 £k e sF AR E B IS & @ (ox-LDL) % 5 1 X 20 Je 4545 a9 4R 2 ALk, ik 4+
2t €2 ik iz%ﬁ)%,u'y DT RNA AT HAF) A IR RHFE LV-si-OLR1 ZA4EFIHRAF5) M 2 iHE, HEARHKA
KA 96 h JG 8L KA BAMATIIT A A R 18 IR E B4 B o Western blot #4M LOX-1 #9 ¥ 2 F, 4534
72 h 5 150 mg/L ox-LDL 432 24 h;=Evd 15 b &, k460 2 M0 75 7 55, A BRSE JR Bl oA ) -4 ) % 2w ML A ik —
FAR(NO) #94-F ; Western blot ¥ & 28 4m e, 1A] £5 By 5-F 1 (ICAM-1) 4 fm fe A 4L & & 1 (MCP-1) .RhoA . Rho
## 1 (ROCKI) \Rho # 8 2(ROCK2) 89 &k, R MALRIEE, e A LOX-1 89 FHRB R FHAMERI,
OREBERABREBEH 610" TU/L, #3m5 kM  LOX-1 mRNA 5 & 8 R EAH 2RV (P<0.01),
5 E ot B AE AR G ox-LDL 4t 22 20 4% B 2R AK A R 8 M8 A & B & NO 8 & k&, 3% % ICAM-1 MCP-1 . RhoA .
ROCKI .ROCK2 #) %15 (P <0.05) ;5 ox-LDL & 382848 b6, F 3 LOX-1 % ik J& 27 ox-LDL i 584 W % 28 i0 5 75 &
NO %4 &, & #f&F= ICAM-1,MCP-1 ,RhoA .ROCK1 .ROCK2 % k3% S 3 AR 2 MHER (P <0.05), &t T#H
LOX-1 &k, %t ox-LDL # % M & 40 i 5] A2 4 ICAM-1 MCP-1 # %A o RhoA/Rho it BGAZ 5 i % 49 3L 7E B tm Je 776
& NO AR E 8 IRAKI A A B4R VE R | AR 5T N R eI B45 9 4R AP VR R . ABFR A LOX-1 4 A 323k B 8 77 3h Bk
BARRRALIR AL T IR,
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[ ABSTRACT ] Aim Lentiviral vectors targeting human lectin-like oxidized low density lipoprotein receptor-1 ( LOX-
1) gene with RNA interference (RNAi) were transfected into human umbilical vein endothelial cell (HUVEC), and the
protective mechanisms on the injury induced by oxidized low density lipoprotein (ox-LDL) were observed. Methods
The LV-si-OLR1 optimal interference was selected from the small interfering RNA (siRNA) interference which validity had
been verified and the virus titer was measured. HUVEC were transfected after 96 h.  The expressions of mRNA and pro-

tein of LOX-1 were respectively detected by reverse transcription polymerase chain reaction (RT-PCR) and Western blot.
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72 h after transfection, HUVEC were cultured with ox-LDL, which final concentration was 150 mg/L. 24 h after cultured
by ox-LDL, endothelial cells vigor were detected by methyl thiazolyl tetrazolium (MTT) method and the expression levels of
nitric oxide (NO) were detected by nitrate reductase method; the changes in the expression level of intercellular adhesion

molecule-1 ( ICAM-1), monocyte chemotactic protein-1 ( MCP-1), RhoA, Rho kinase-1 ( ROCK1 ), Rho kinase-2

(ROCK2) were detected by Western blot in each group. Results The sequencing results confirmed that interference
targeting human LOX-1 lentiviral vector was successfully constructed, which packaged lentiviral titer 6 x 10" TU/L.

Compared the transfected with the non-transfected groups, the expression of LOX-1 mRNA and protein significantly de-
creased (P <0.01) ; Compared with the control group, ox-LDL treated group could decrease endothelial cells vigor and ex-
pression levels of NO, while increase the expression levels of ICAM-1, MCP-1, RhoA, ROCK1, ROCK2 (P <0.05) ; Af-
ter suppressing the expression of LOX-1, compared with ox-LDL treated group, endothelial cells vigor and expression of NO

were increased, while expressions of [CAM-1, MCP-1, RhoA, ROCK1, ROCK2 were restrained (P <0.05).

clusion RNA interference in the expression of LOX-1 could reduce endothelial cell injury by increasing endothelial cells

Con-

vigor and expression of NO, while reducing expressions of ICAM-1, MCP-1 and the levels of Rho/Rho kinase activity,
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which provided experimental evidence for treating atherosclerosis for the use of targeting LOX-1 gene.

Bk FE B L (atherosclerosis, As ) J&—Ff R fE
PEFRIA , Ho R B V50 % e 4 I B P4 B D) R s
HATHOA N R E 3h As leE BB w2z~ Ak
AU B JR 85 H (oxidized low density lipoprotein , ox-
LDL) /& As BN R Z RN EZ —, iF SN K
AT, 76 As kA R R EEAEHY .
M EER A E AL B IR 8 1 32 1K 1 (lectin-like ox-
idized low density lipoprotein receptor-1, LOX-1) &N
FZAME 1 ox-LDL B AAESZ 14 ox-LDL 5 LOX-1
RS PESs & 5 AT LUl &k — RIVE 5 50 F R IBLAF
5 B AT, 51 R PN 2 41 MY (endothelial cell, EC)
I REZX EL A4 . RNA T4 (RNA interference,
RNAQ) JE7E R 55 i KT 1 35 R TR AL 1, DA 4 S
PEGUER F B SE D 18 9 2 28044 DR HG H A s e
AP, TR L3 /R o RNAL Y e fk stk TP ) &
S AT SE CL 2RSS RNAL FF S RERS X LOX-1
(ke 1) 0T HoRR e /e . JRAT7E
H TAERAE i — D0 5E 8 i A 5 % LOX-1
BEA A RNAG 1895 75 204, B 2 AT i Tk DY e 400 e
(human umbilical vein endothelial cell, HUVEC) J&,
WEEAE ox-LDL 5% T XA A7 15 % — A AL A (ni-
tric oxide ,NO) 4l Jitg [5] 5 fft 43 F 1 (intercellular cell
adhesion molecule-1 , ICAM-1) FZA itk EH 1
( monocyte chemotactic protein-1, MCP-1) & ik &
RhoA/Rho i/ ( Rho kinase , ROCK) {55 5 il I I 1%
(2R, B ST T4 LOX-1 Rk X ox-LDL 353
PN B A0 A B DR AP BIL

1 #REE

1.1 ##
HUVEC % fi, ( % [E ATCC),293T % i, Ub-

vshRNA-CMV-GFP 18 7 % # 1k | 18 % % & % # B T
#r PhePer 1.0, PhePer 2.0 F7 % % fiZ ( polybrene ) | £
B ¥ 4t #E 7 % (enhanced infection solution) ( _E
HE L EFEAA R AE), B B (LiPofectamine )
2000 . & RNA # Uk 7| ( TRIzol X 7 ) (Invitrogen /A
), R4 M A8 Age I \EcoR I #7 T4 DNA i#% #
% (New England Biolabs /A 3] ), Jf r #2 BUR A & (77
2 Qiagen AN F ) N 485 H R (ECM) (%
Scien Cell /A ] ) | o 7R fn 5% Fé 4 i 7 F2 1%
Ex BEERURI% NEEKF ;721 28k
JEAL ek ( methyl thiazolyl tetrazolium , MTT) A
R A (Sigma 2 5, NO K 4R F £ (5 E 2R A
) ,L0X-1 &I A % 7 £ 4tk (Abgent /A 7 ) , 5]
4 PCR iR F| & (¥ 4& TAF ), B-actin KA %
%]&é‘%ﬁ%((kﬂ Signaling N ), ICAM-1 BN L T
eI  MCP-1 % 40 A % € & 30 1K (Santa 22 ] ) ,
RhoA % 1 A % 7€ [% 30 1K ( Cell Signaling 2 7 ),
ROCK1 ® 4t A % 2 & 41k \ROCK2 & 4L A % 7 &
AR (CST A ) o
1.2 EBRFHEHNERREEE

IRAE & AT 00 BT BB K, 2 T8 7 51 A CCA-
GAACTGAATCTCCAA , AR 4% 1% J7 7| & 1 oF & i &
% RNA(shRNA) F 4t 7 71 i X 4 5 R A H &%,
5 B 4] 8 2 1 A6 18 7% 2 3R U6-vshRNA-CMV-GFP
HEATH B R B, 3 1L DHSo K B AF B, Bkt & 28 0 i
v B, d AT M P % %, % Invitrogen /A # LiPo-
fectamine 2000 ¥t ¥ 4 2 A & W HF E A M 5
PhePer 1.0 PhePer 2.0 3 & Z+ 293T 41 1,48 h J& ¥k
EREEWNAR EE 2R KEEREERER
W T )7 5] LV-OLRL, [ Bt 14 pk B b xd B
&% LV-NC, R IR F ik it B & W,
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1.3 EWHERLE

HUVEC X fl ECM 3 3= 23% 55, BUA 80 £ K
I R AR B E A R R EA
PH M % B g 25 4% 42 41 (LV-NC 21) RNA & & T# )7
5 J B #% 4 41 (LV-si-OLR1 41), 40 8 % & &
30% 7# % B, 4% BB R 2 & % (multiplicity of infection,
MOI) & % 20, % % 414 1.8 mL ECM 3 55 % +0.2
ml REEREIATH R, R B 4R & 4 m X\ 2 mL ECM
FR¥E Oh FEEETMETUREZEXAE
 (green fluorescent protein, GFP) & 3£ 1 JU | # € #%
e FE, WEMMEIATH XA, 28054,
(1) IE % B8 4. m N\ i 9% 3 35 45 (2) ox-LDL 4t
FEUL . fm N4 150 mg/L ox-LDL # T i v 35 % %,
(3)ox-LDL + LV-NC & /R & 8 e 4l . % 4 72 h J& , fw
A48 150 mg/L ox-LDL # 7 i 7% 3 7= 3£ ; (4) ox-LDL
+LV-si-OLR1 B/REH L4 . %4 72 h 5, Im N &
150 mg/L ox-LDL L miE R REL, U E4 A
Bk 24 h 5, W& AT A K AR AR
1.4 HHERESHERMKEN LOX-1 mRNA Ri&

5 96 h Y B A& 4 FE 4 4E AL, Bl TRIzol 42 3
20 fL 5 RNA, LOX-1 L5 4 5'-CCTTTGATGC-
CCCACTTATTTA-3', T i 5l 41 & 5'-TGCTCTTAG-
GTTTGCCTTCTTC-3", 4 34 7= 4y Fr B 153 bp; 5 B8 H
B Jit 2 B (glyceraldehyde phosphate dehydrogen-
ase, GAPDH ) k7 3| 4 & 5'-CTTTGGTATCGTG-
GAAGGACTC-3", T iiF 51 #1 & 5'-GTAGAGGCAGG-
GATGATGTTAT-3' 3 7 4 j £ 132 bp, # 42 %
R & B #% K BL (reverse transcription polymerase chain
reaction, RT-PCR) % & X 7| & VL H #E AT H 1B, A
Quantity One %E i B % 47 2 G2 A B 4%
1.5 MEMIEERN HUVEC FF X

O % 4 K 21 HUVEC, 8 % 40 f % E % 2 x 10°/
L, %47 100 pL 84T 96 LA, %24 h FHEH
B BN oA E M, FA% 8 MNEIL, 4
SR F24h FEIL AN 15 ¢/L MTT 20 pl,37°C 3 5%
4 h, 74 B, BN = F 2 T (dimethyl sulfoxide,
DMS0)100 plL, % 12 4% % 10 min, A B Ax L7 490
nm 2 F & FL % JE (absorbance, A) 18, i & 4 g
EKIHE aEERKIHE(%) =(EFHELA A
— LI A)/IEE AT R4 AX100%
1.6 WHEREREENEMMEIESRR D NO S2

W B 0 % 4 e AR R, R R A R A IR B R N E
WE AR T NO W& &, B RIEESR™ &
W o A A B R R & AT,

1.7 Western blot ] & ICAM-1, MCP-1, LOX-1,
RhoA ROCK1 ,ROCK2 By FiX

W 100 pL T4 By 20 o 2 AR R im N4 3 VE R By
mpR R Ee EER, N EEERE, #TTZ
e BB B 40 3R T e Bt i IR L UK (sodium dodecyl
sulfate polyacrylamide gel electrophoresis, SDS-PAGE)
M. = & A E (polyvinylidene fluoride, PVDF)
JEREJE | H 4 1% 2F L& @ & A (bovine serum albu-
min, BSA) #) TBST F 4°C £ A 1 h, 44| A 1: 500 %
FA ICAM-1 % % B 401K . 1: 500 %40 A MCP-1 %
WKL 1 1000 LOX-1 & 40 A £ 7 1 40 1K,
1: 1000 RhoA #.41 A % 7 [ 41 & .1: 1000 ROCK1 %
FA % 50 E A0 4K (1: 1000 ROCK2 & 41 A % 5 [ 4t
R ACH TR, EEBEE, i 1:1000 H AR T E
e A BEATE B R A% 1gGC — 0, £ BB HF 2 h, b
R Ak B AN PVDF fE _E ICAM-1 ,MCP-1 RhoA .
LOX-1 ,ROCK1 ,ROCK2 5 B-actin 8§ k3£, Fl Gel-
Proanalyzer 4 % JiX B 15 2t & 444, LA B-actin
W%, Ml & ICAM-1,MCP-1,LOX-1 ., RhoA ,ROCKI ,
ROCK2 & B Wy %k,
1.8 Zit=ZEHMH

T EHEH KA £s ko, BLA SPSS 20.0 4
T W7 20 3 B A AT AL FE & 4L 1] A R ] One-
Way ANOVA 5 [F % J7 Z 4947 ,P <0.05 K £ 7 H 4t
HEFE L,

2 # R

2.1 BRSHELERHBENE

¥ PCR BHPESE DT, 3 45 R 5 35 H i) 371
— 3, RIS R AT, YL 96 h J5 7ELE]
BHOCRIME T WE GFP ik B, [ & K 7
BEAEEUE N, 223K GFP %) 293 T 40 i Sk ik /b | 1%
AR BRI S PR EE I O 6 x 10" TU/L,,
2.2 BREHS HUVEC

TR YL HUVEC 96 h J& , i 3o 18] 8 9% ' Wi
BEUIEE GFP ik Ao A= KRG o, 38 3 2 e L B
AN RLER X FE AT DL B X B8 (LV-NC) & 418 5%
# (LV-si-OLR1) # Y 80% 135 80% LA - (# 1)
2.3 & LOX-1 RIEFELKN

RT-PCR H1 Western blot 454 /R, LV-NC 41 5
RIEYLL 8, LOX-1 mRNA FIEE (I =8 K H
25 (P>0.05);LV-si-OLR1 415 LV-NC 4 [t
A, LOX-1 mRNA FIEE 9 FRR 20 i S il , 22 5
BT GET R SL(P <0.01)  AMIZ 5 514 91. 42%
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+0.84% 96.61% +0.95% (& 2)

1. BREFHF HUVEC
*}I_IIAE]?*O
Figure 1. Lentiviral transfected for HUVEC
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2. #f5 10X-1 mRNA F1E ARIEAE N

A B N LV-NC # %% HUVEC,C.D } LV-si-OLR1 # 4% HUVEC; A .C NWIMEF B D H7k

1 2 3
B-aCn  s———— /O Do
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0.30 .
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© 0.20
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72 RT-PCR %l LOX-1 mRNA , 47814 Western blot #: LOX-1 2,

1 ARG 2 g LV-NC 41,3 2 LV-si-OLR1 4, a ¥ P <0.01,5 LV-NC 2 RIE Y4 AR,

Figure 2. Detection for the expression of LOX-1 mRNA and protein after transfection

2.4 &4 HUVEC FFiEER LR

MTT ¥ 2% 5 7R | ox-LDL AbFHZH | ox-LDL +
LV-NC 1895 7254 YL 20 5 1E 5 % IR 4] He A, 40 A7 7
R PEAL, ZF WA G4 E X (P <0.05) ;0x-
LDL + LV-NC 12/ 87 Y41 5 ox-LDL 4bFRZH 4,
ANATIGRICHH 22 57 (P >0.05) , 156 B 48 555 75
Y5 ox-LDL A3 HUVEC F£35 B 7742 521 5 ox-
LDL + LV-si-OLR1 185 #5424 5 ox-LDL AbHLEH |
ox-LDL + LV-NC 12 55 5% Ye 21 A, 20 i A7 136 S B
WIS, ZRYARITFE L (P<0.05;% 1),
2.5 FVAWREYE NO ERERILLE

ox-LDL Zb 340 ox-LDL + LV-NC 185 855 YL 41
EIE R R BB H A, PN 2 A0 i B SR R NO A ik
RS E X (P <0.05) ;0x-LDL + LV-
NC 2R R el 5 ox-LDL AbFRA LA, PN B2 20 i

G NO S G AR (P >0.05) , Ul IH 1S

JREEXT 25T ox-LDL AL B[ HUVEC (%) NO A= s It B

L EZI ; ox-LDL + LV-si-OLR1 1855 #55 JL 20 5 ox-
LDL Zb FH4H  ox-LDL + LV-NC 18 %5 5 5% JL 41 [ %%,
PR AR TR NO S Wl B, 2 R A 4
B (P<0.05;%2),

F 1. FH HUVEC iHE BB (x +5)
Table 1. Comparison of each groups’ HUVEC vigor (x +s)

o4 n A0 AR A
IEH X Rl 8 0.719 +0.028

ox-LDL kb FH4H 8 0.360 +0.036* 49.9%*
ox-LDL + LV-NC 18R &5 YL 41 8 0.352+0.035* 51.0%"*
ox-LDL + LV-si-OLR1 1895755442 8 0.559 +0.028"> 21.9%"

a A P<0.05, 5IEHXTRBALLLH ;b A P <0.05,5 ox-LDL AbFRAL A
ox-LDL + LV-NC 12582 Je 4l g,

2.6 HHANKME ICAM-1,MCP-1,LOX-1,RhoA,
ROCK1,ROCK2 BB FIEKFRI L

ox-LDL ZbFRZH | ox-LDL + LV-NC ‘18 95 25 7% YL 41
S IE R X M ZH e, ICAM-1 MCP-1 .LOX-1 .RhoA .R-
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OCK1 ,ROCK2 #E IRk 57, Z R A G2 X
(P <0.05) ;ox-LDL + LV-NC 185 8% 4441 5 ox-LDL
AbFR 2 H %, ICAM-1 . MCP-1 . LOX-1 . RhoA ,ROCK1 .
ROCK2 i HRIA TR 257 (P >0.05) , iP5
25T ox-LDL AL ¥ HUVEC ICAM-1 ,MCP-1 . LOX-
1 .RhoA \ROCK1 ,ROCK2 # [ 14235 JCHH i 521 5 ox-
LDL + LV-si-OLR1 1255 8254 Y420 5 ox-LDL ZbFRZH |
ox-LDL + LV-NC 1&9% 85, YL 21 L4, ICAM-1 \MCP-1 ,
LOX-1 .RhoA . ROCK1 ROCK2 4 ik &K, 22 57144
HEIT#E L (P <0.05;#3),

1 2 3 4
ICAM_1 e anel Sl S o) D

MCP-1 =5 11 kDa
-——

LOX-1 — e — ‘52 kDa

B-aCtn e — — w—— 42 kDa

1.50 a 2
[J1AaCM-1
W mcP-1
1.00 1 a2 a O Lox-1
<
c
3 b
=
0.05 A b
b
0.00 -
1 2 3 4

& 3. Western blot # il ICAM-1, MCP-1,LOX-1, RhoA,ROCK1,ROCK2 HJ K i%x

®2 BHANKEMBEFRES NO SEMER (v 2s)

Table 2. Comparison of each groups’ NO content in the en-

dothelial cells’ culture (x +s)

| n NO( pmol/L)
IE R R4 9 63.28 +2.83
ox-LDL AbFHZH 9 30.45 +3.12°
ox-LDL + LV-NC 185 2 YL 41 9  32.52+5.41"
ox-LDL + LV-si-OLR1 1 aifk sl 9 55.25=x4.01"

a A P<0.05, 5IEHXT R LLE ;b A P <0.05,5 ox-LDL AbFRAL A1
ox-LDL + LV-NC 12 /R e 4 g,

1 2 3 4

RNOA s W W s >4 D2
ROCKT — — . 15BKDa
ROCK2 — w— - 161KDa

B-actin W S S — 2 kD2

a a
1.254 [JRhoA
Il ROCK1
1.00 1 [Jrock2
a a
< 0.751 a a
g b
2 0501
’ b
b
0.25 - }
0.00-
1 2 3 4

77 1825 ICAM-1 . MCP-1 . LOX-1, 5 [&] 4 RhoA .

ROCKI .ROCK2, 1 HIEH %2 ,2 H ox-LDL AbF4 |3 4 ox-LDL + LV-NC 125 2 5% 4t 41 ,4 # ox-LDL + LV-si-OLR1 18R B Y20, a H P
<0.05, SIEH N ILE ;b H P <0.05, 5 ox-LDL ZbFHZH F1 ox-LDL + LV-NC 1875 2554 4L 40 A
Figure 3. The expressions of ICAM-1, MCP-1, LOX-1, RhoA, ROCK1, and ROCK2 detected by Western bolt

3 iF it

Sh oK A A 5 B — P A G 5 i 20 LIS
ST LA L G 40 L 4/ 5 484 o B it 4 B 5 2
Tl B ik A A0 18 S RE PR . Hid ox-LDL 7]
VBRI 45 N B2 40D TCAM-1  MCP-1 3k, (i Bhft T
A5 PR B 200 6 %) 40 & ol SR A2 240 S A P9 2 T T) B
T A A 5 I A e, B B B 75 1 ox-LDLL i 1
S UR A0, E PR A0 A8 4 R R 1 AR
FT NO SR E Y P R AR T Ik T, e B A AT
sk LA VA PN R A0 B A5 , ek /L 11 200 B R B 41
ST AL L R i N Al R AR SRR A, R E B L
As T, RhoA/Rho 510 6 AE 18 22 1155 9

s 14 I K 0 e i N R Dl B R A | S | ST I 9B
I A% B YA AT T K4 T EEAVERT
AL M A X LOX-1 B9 RNA T4 )55
If HALAT B4 SR YL RE S 912 T 30 Ak, #5 ¢ HU-
VEC J5 G Eim 6l LOX-1 i3k, R ST ox-LDL
PGREARL 38 2 SRR SEAE ox-LDL S N, 5 IEH
XFARZH AR HE | ox-LDL AL FEZH ICAM-1 . MCP-1 . RhoA .
ROCK1 ,ROCK2 ik 1 B fnh 38 =5 5 9 B2 40 i A6 A7 35
J1 5 NO A= it W oAk, T4t LOX-1 RikJ5, 78
ox-LDL S F 5K T4 LOX-1 AL, ICAM-1 . MCP-
1 .RhoA ,ROCK1 ,ROCK2 ik B ; P9 Fz 4i i A=
FEIE 1 S NO 1A B 3G . i — 2P IS8 ox-LDL
75 F 51 ICAM-1 MCP-1 [ 3% , RhoA/ROCK 15
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5 O LA S NO AR sl T 5 LOX-1 454
MSCELY , 5 HAh 22 T 45 11 — 3L,

PLFEWF 98 3E 52 /N T 48 RNA (small interfering
RNA,siRNA) T4t LOX-1 FikXf ox-LDL S 5] &
(g MCP-1 2 35 16 vy ELAT BH 2 A J 4 76 5 Ik
BK (ghrelin) AT LLJ& 55 ox-LDL 75 5 PN B2 40 Bt 5 A /9
ICAM-1 Fp k™ | X B i 200 ik 9 35 W 4 S b
SERT LI ox-LDL 535 R — b R A WERIA T
PR EID IR, 25 R NO (A R £, Sai-
to 5 FT R IATAET MR T LA ox-LDL 512
R AN T BB A5 47 5 T3 AT IS AR M AT 2R 2 ]
PI%t ox-LDL 51742 5 RhoA/ROCK {5 5 18 F& 180
FMHI MR R BB 5T R ] 1ICAM-T
MCP-1 F475 26 ik & RhoA/Rho 14 B 5 5 J% 1 1%
I e e i NO 1y AR B, R 30 8 4% N Bz #5040 i AR
FH 28 A4 8 T X P9 Rz 40 B 458 43 7 T TUAIL
il BT AT P R AR 7 A AR R 25 . R
SERFF S R BRI T PR T R, (H R UM o 4
SRR N EEP K% LOX-1 5 ox-LDL 7EJH B9 F i
BUHIHEA T B 5% 16 P A o J 2 DL, AR S 56 3 3k i )
P LOX-1 B RNA 40757 91 18 5 25 244, JF 5 e
HUVEC, Ml LOX-1 JEHR Y FIL . Higg
SEPESS 55 Ye A0 i Je o] DLGR B R A R IR H 1,
TR FH 18 9 B 4 A 2004 DA 35 (R 7K P 58 LOX-1
Y5 ox-LDL 1EFH % T WML I R U 3 2o 48
& X, 1F ox-LDL 5 RhoA/ROCK {55 538 i 5% & Y
WFZEH, 23 B T RhoA \ROCK1 \ROCK2 7K, fii
3% RhoA/ROCK 15 5 it % 1Y A/ 58 SE ¥R Ak, Sy ik
— 43 #F 5T ROCK1 A1 ROCK2 i E F HL il $2
BETARHE , (B A B 5% 2 3 2ok A A1 240 B 52 55 %
RNA T4 LOX-1 FikJ5, ox-LDL i S 5|2 N Jz 40
LA 4 0038 A3 HL AT A LR 4 VR PR AT T 360 0IE  Xof oAt
o3 6 P R A0 A A5 B R ML DA R R R T P 4
T VO BERFE I B 3 W) SE 5 i R SE 50 DLk — 25

25 LR ARBEG A T e A R ] LOX-
| FR ST IA, I 4% Y HUVEC, il 1 #57 ox-
LDL #53 A #E BU S 3IE 7 40 LOX-1 K35 J5 %t ox-LDL
7551 ICAM-1 \MCP-1 {5 3%k, RhoA/ROCK 15 i
BRSO 35 2R e NO A s A 24 A 1 . 3 41
YRR 320 20 9 B 4 B A i 4 /B, i LOX-1
YEMHRILPARTT As SRAESCIKYE

[ &% 30k ]
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