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[ ABSTRACT] Aim To investigate the effects of tissue factor (TF) on the expression of macrophage inflammatory proteirr

irr 1a in cultured human umbilical endothelial cell (hUVEC) . Methods Different concentrations of tissue factor were incu-
bated with hUVEC.

matory proteirr la.

Cell enzyme linked immunosorbent assay ( ELISA) was used to detect the expression of ma ( rophage inflam-
Monocyte adhesion assay was used to detect the monocyte adhesion. ma ( rophage inflammatory proteirr la
Results Tissue factor
dramatically enhanced the levels of ma (rophage inflammatory proteirr 1a in a dose dependent manner, increasing ma ( rophage in-
flammatory protein- 1a protein expression in hUVEC by 127% £14% at 0.01 nmol/L, 151% %£11% at 0. 10 nmol/L, 196% =
13% at 1. 00 nmol/L. and 267% F43% at 10.00 nmol/L.  In addition, 10.00 nmol/L of TF for 2 hours could significantly in-

crease the amount of monocyte adherence to endothelial cell. ~ Moreover, RT-PCR analysis demonstrated that the amount of ma

mRNA expression were determined by reverse transcriptase polymerase chain reaction ( RT-PCR) .

(rophage inflammatory proteir 1a mRNA was increased after treatment withT'F for 24 hours. Conclusion Tissue factor can

induce ma ( rophage inflammatory proteirr 1a expression in hUVEC, which may thereby influence the pathogenesis of atherosclero

sis.

ZI) 15K 5 B B 4L ( atherosclerosis, As) & A ft 51
R S 3 B B A A v ) B A T R B T P9 R 4 i,
M LI 4 0 98 14 22 1 1a( macrophage inflammatory pro-
teirr 1a, MIP-1a) & —Ff 2 2] B RE 40 f A T bk B2 40

[Yi= HEA] 20050508 [f&EI HHA] 2006-03-13
[BREMB] THEHET BAREIES E BT E (1B32006)
[T’F%ﬁﬁfﬂ Tk, Wi, R RO O I WEL, Frmail shengin

@ zhangchanghong. cn 3% echo_yaya@ hotmail. com. 4%k &, 4, £ 4T
BRI, B k2, WF T8 07 17 9 G B 5 0 0 9, R R LA D 02583718336
6819, K-mail 4 zhutiebing@ vip. sina. com. 1% & fi&, 1, LATEIN,
B, B FIT WAL IE T SR O R, R R A DA 02583718336
6819, E-mail & derek6585@ sina. com

M B AR AR . HGUE TFAE As 1)
FOIw I RE AT B R EE B A R, (2 AR LA
AN AHIT T B AESR DT ST 0 BT Ik 9 Bz
M ERRA IR IEE B 1a RIEHE, 2 —2 1 #
K25 As BRAmHLE]

1 MR

ANBFEERBK N R Rp 1S 3 S5 038
ABFEE K A R M F (V-304, RIX A+ EH
AR O 4R ), 10% /N 4F L vE DMEM 8 5% #

1.1



CN 431262/ R+ [E a3l ik if b 4% & 2006 55 14 #5565 4 1 287

(Gibeo) 3 7%, 0. 1% & & G B 8 .2 X, Ecs J /R H
P EGRN, M4 K F I AR A B HL 4 A 52
T Gxt PR, SZI 4 Am N\ ZK E 4 0. 01.0. 10 1.
00 % 10.00 nmol/L. Hy4H R F1EF 24 h. = &Gt &
AR B & .
1.2 ESBXRENMEENEEREMPEAMER la &
HiFRIL

%% Pigot 7 FHEFWUKE. BEHLF
BB EGER, NFLFEB 20 B, MARTAE
AR ME G la AR(SESL, AMNEF R ks
Wb sEEE),37°CHEH 2 h, ik 4~ 6 RN
AR 3 AT AR AT B & 4 B 1gG( Sigma) « A AL,
BERMANE B, B E M H,S0, Lk RN, A
Bio-Rad 450 B AR UM & 492 nm 3% K B 84 % Uk {8,
WES AR FE o4 M7 F A& w
OD 18 X 4 100%, fw N &L 22 7 & B9 & 3L BT Nl 45 B
OD EILF N MM E 2,
1.3 BZAEpma iR

¥ Fogelman 4" 77 % 4 8 A 4h B 1 4% 48 J,
CABI W B 28 M4 Bl e A E A 0. 01.0. 104 1. 00
F10.00 nmol/L. YA H FEF 2h EFE, Fika
#4870 10°/L v\ E A 20 H, 37 CIR 4% ¥ % 25 min,
4 Ca™ FuMg™ % PBS & #E, DL & 5K R I 8 4 4
Mo DL 3t B4 S A B R TR R B 100% o
1.4 BPHREABERNNEERMBAMED
la m RNA B9FRIE

HLIRAAE ARG, A— P ERREL A9
B85 RNA, Al 4% X & T il A260 F2 A280, H & >
1.8. ##F K f: T DEPC 7 4 # # 500 HL Eppen-
dorf & # fm A\ ¥ RNA 10 HL, [ #1547 Oligo( dT') 3 UL
HMELBRA.70C B F 5min. SLEIKAB. B
MMLV 2 WL, # 4 5% K 4R % 8.5 ML, %I Rnase X &
30 ML, BB Q04,37 CHE Lh, 95C BH 10
min, 4°C {Rif. R4 KA T 200 WL Eppendorf
EmANLRFEY 2 UL, FTHSIHE 1L, BA
Bedk R SRR 4.5 UL, Taq B 0.1 ML, #M &8 F K
ZF 20 W, #47 PCR /EF(94°C & 30~ 58 °C B X
40 s 72°C FEM 40 s, £ 30 MBI, KKk T2 CEM
10 min) » Fr A MIP-1a 5141 5 %] %: L5145 -
CTG CCC TTG CTG TCC TCC TCT G-3°, T4 5 -
CTG CCG GCT TCG CIT GGT TA-3, PCR # 3 = 4k
E 4 197 bpo 4 AT A % BactinF 514 F 5 H: L
3|47 5°-TAA AGA CCT CTA TGC CAA CAC AGT-3’,
T 5l # 5°-CAC GAT GGA GGG GCC GGA CIC
ATC-3, 8= K & 241 bpo MIP-1a 7|47 & L

TN F A K, BactinF 5| 47 ) DNA X E 4 & 2|
B 7 %t, & L& E TN F A K. PCR Marker
B Invitrogen A & & k. RO 5 BA 4 10 WL £
1.2% 3% Jie A% % B Bk o AT, BN &R B &, A
SQ9636 HH AR B EG A M A LN H BEERH K
BactinF B4 K B (A) E, HiHE = F B,
DL H B 4 &40 mRNA B9 AE X R X & .
1.5 StZaE

ZE KRR T E N, AR KR XA ¢
i, ZERUGHEBAL KNG 2 £ XT, P<0.05
HNERHEREM,

2 4R

2.1 AEIREHELEFHEMRMEIMEERER la F
SESvNEA

7 A0 R RIE AN B A 100% , 0. 01.0. 10.1.
00 /% 10. 00 nmol/ T, ZH 2R K|+ 43- 7| 4 |5 W 248 i % 1
A la FiE3E N, HA 0. 10.1. 00 & 10. 00 nmol/L i
EVEAf R E A la RAEGXNBAMKRERF
BEME(P<0.05) (£1).

£1. FTRREAAEFHERMBAMED W EARE
A% MB R MR ROBSN (x Es)

s W ABRET MIP-la 8 [ 3RK 5 OBAH IR I 5
SFHZH 0 nmol/L 100% 100%

SERA 0. 01 nmol/L 127% *14% 105% 7% °

0. 10 nmol/L 151% £11%? 112% *6%*°
1. 00 nmol/L. 196% *13%* 118% *3%*
10. 00 nmol/L 267% *t43%° 126% £10%*

aj P< 0.05, 5xf ALK,

2.2 A[ENREHLEEF 3T B RL A E2 0

DA ) R H 5 A A RS B 9 100%, i Nk
FE4r 5124 0. 01.0. 10.1. 00 & 10. 00 nmol/L i, %41
BRI RGBT 2R 5 X IR A bh i = S A BB (P
<0.05 (X1,
2.3 HALAFRFHERMMAMER la mRNA FRIE
A

2 2 40 i B 85 T 0. 01.0. 10- 1. 00 A% 10. 00
nmol/L FIZHZI N F 24 h J5, EME4I M R EE A 1a
mRNA 73R B 28 (& 1), 0. 01.0. 10, 1. 00 £
10. 00 nmol/ L £H 2 Pl 11 FH iy D't %5 B2 LU AR 43 79 4 0.
30, 0.47. 0.62 F1 0. 94, 53 7 g%t RE 4L 0. 26) 7 1.
18.1. 86.2. 42 J% 3. 67 %,



288

ISSN 1007-3949 Chin J Arterioscler, Vol 14, No 4

—actin 241 o K R e

MIP-1a197 bp L

& 1. EREMEAMER 12 mRNA BB SBEHER B 72 918 5k
#HR M ¥ DNA 4> FEFRdE; 1 M6 Na AR IR, 2~ 54514
0.01. 0. 10.1. 00 1 10. 00 nmol/L ZH ZR K41

3 Wit

HAH 7B T YRR Z A, A
HRashgMAER . TR KINHES 53R
R AR S R, A8 H: B0 Bk o Ao B A B L o) 1 AS 1
#i'" . Hatakeyama %' UM K09 91 (14 35 2 ik 40 43 ik
ATH T AL E VI E , RIN AL 1 A
FET-DE P, B A T 20 o 5E o A A i P9 I, [ B
00378 Jig 17 2% S0 R0 5 IR B, YRR T L4 i A
5 A A 35 ] ARSI B A 2R R )R IE o DALtk
HZRA 1 AT Be BA7 9 2L ) Bsh ks e A VR F, s
0 % B FL L A RS S LT S 8 A A
eI B HoAth Bsh Bk AL AF VLB ME ST 7L

b S UESE BN K AR R AL AR A T ) R AR
FAEIR ) BAAZ A0 MO A T 9k B 40 B e N N B2 T 1)
B, 4R 71T HH BT JULAH Lt N PN B S B4 5, T 5 k4
LA 1 B 1o — P 3 N E R A MR T bk T A
i B AT BRI T B 4B B 3 BRAR R B 0
BT, REXKOIEEE WA R EER la 1)
RILFE As HARIE R M e sE HEAEH . w8
%40 B AL IR T 1 (monocyte chemottractic protein-1,
MCP-1) B2 4 1) 3 B 72 42 MCP-1 A RERIE 1) =
Jig HILAE BRBEAY, 5 30 BV A 127 BRI 30 Bk B 9 e il 21>,
B B kAT A B A% [ 2 A PR IR T B YR 4 B ) T
B, 1t B AE B A% A0 M N 9 B R TR BR O AR, BR
MCP-1 4 AR T2 5. MIP-1a 5

MCP-1 [FJ& T CC ZY#afb A 7, Fe /e e 4n i
A& Tk E A0 i Fn BA k) ELRE N A, 75 5 5 SR 41 F)
A SR TR o Hayes 25" 1ESE As i 4k
WA MIP-1a mRNA f)3ik.

AT FAIE S 2H 2R R T 75 SRR 2 e gk BR 3%G m py
F i B A B A MR A la ERIE, FFEEAERH 2
R . 5 E AR, A0 R TR
VB A 6 A e 1 S SR A 4T BRURY B 2R 388 0, 3k — D IE
SEHRAR T EFREMERMMAEEED 1la &
BRE A FHIThARE . X s gk LR AL SR AN AT
T Ik 3 5 5 AN 6 PR R 1o R IA T T B AR A
55 PN R 20 B TA] B4R B, T HL B e e B 4 g
PR La BOAE 3 58 S BT B R K AR . AN T
(B B FL TR R I A 1) e 0 AN TR, T i A% B = 1
P, HALRTFHEERES. ik, AR4R
i LA L A S S il ik & 5
R, ] Be A 3k B B 58 E e B K B R R 0 00 1
TE R, BAR 2R 5 D ] S 4] 5 MIP- 1o 3% 3 3
I, HArE A A SRR IR IE R D, R TRATN — PR
FERR AT FL I I 25

[ &EXH#)

[1] Stary HC, Chandler AB, Glagov S, Guyton JR, Insull W Jr, Rosenfeld ME, et
al. A definition of initial, fatty streak, and intermediate lesions of atherosclero-
sis| J].  Arterioscler Thromb, 1994, 14 (5): 840-856

[2] Pigott R, Needham LA, Edwards RM, Walker C, Power C.
functional studies of the endothelial activation antigen endothelial leukocyte adhe-

J Immunol, 1991,

Structural and

sion molecule-1 using a panel of monoclonal antibodies[ J] .
147 (1): 130-135

[3] Fogelman AM, Elahi F, Sykes K, VanLenten BJ, Territo MC, Berliner JA.
Modification of the Recalde method for the isolation of human monocytes| J|. J
Lipid Res, 1988, 29 (9): 1243247

[4]  Grybauskas P.  Role of tissue factor in atherothrombosis| J|.  Medicina ( Kau-
nas), 2003, 39 (12): 1165170

[5] Hatakeyama K, Asada Y, Marutsuka K, Sato Y, Kamikubo Y, Sumiyoshi A.
Localization and activity of tissue factor in human aortic atherosclerotic lesions[ J] .

Atherosclerosis, 1997, 133 (2): 213219
[6] Sato Y, Asada Y, Marutsuka K, Hatakeyama K, Sumiyoshi A.
Thromb Haemost ,

Tissue factor
induces migration of cultured aortic smooth muscle cell[ J].
1996, 75 (3): 389-392

[71 Gosling J, Slaymaker S, Gu L, Tseng S, Zlot IH, Young SG, et al. MCP-1
deficiency reduces susceptibility to atherosclerosis in mice thal overexpress human
apolipoprotein B[ J].  J Clin Inwest, 1999, 103 (6): 773778

[8] Hayes IM, Jordan NJ, Towers S, Smith G, Paterson JR, Eamshaw]], et al.
Human vascular smooth muscle Cell express receptor for CC chemokines[ J] .
Arterioscler Thromb Vasc Biol, 1998, 18: 397-403

(Sbcomsr REEH)





