288 ISSN 1007-3949 Chin J Arterioscler, Vol 7, No 4
SEA AR B g 2 A AN A S 2 g 4 2R
A7 38 B A1) 1 mRNA )30
FEF 7 18 AR A
(RUFEMARFREFHIE, KX 430030)

F i WP RTARIH T, FEEEERR, BEG, KEHE ALH; AR, oE; oA BR SRBER
19

H OE oA R TR AGAE R RALE, AR BOERNEFTALRT 0 HEKRE LB E

AR AT REE G~
T

86, A C” 2 ANERANAKREERE . EAFSRA R @B GERLAT PN — R KAGKEEKEE O RANLE
WEEEEA, BA—2HEE, ARFRARMIEMRMCE RNA, AR X REBER L T FRMNAFFRA L @i T a

22 B F 8 547 % F mRNA 89 % 3, AL R S ALK 5

JBRE & & A AT AR A R tm fe K A 40 48 B T8 %49 B F mRNA #9306,

LERRI, ABHRA R mERF SR I ML R TARNH T mRNA, CHERELRTKERBE G0, 2 ALK
BENE R R Y R AR 1) Fe R AR MM T RAPR AR A K mie R A AR H FERPH T mRNA. RREZRERT AL
AREREERGTREBTH oE N L mic kX MR R T EEApH T, A m 5330k B BE S A o Ae 5 R F &

BERAETZHER.

Oxidized Low Density Lipoprotein Inhibited Tissue Factor Pathway Inhibitor mRNA Expression in

Human Endothelial Cells
WANG Guo— Ping, NI Juan and DENG Zhong— Duan

( Department o Pathology, Tongii Medical Unwersity, Wuhan 430030, China)

MeSH Thromboplastin;  Inhibitor; mRNA; Lipoproteins, LDL;
sclerosis
ABSTRACT
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by CuCl,.
thiocyanate method.
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fectively inhibited by ox-LDL in a time- and dose dependent manner.
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Aim  To well understand the role of oxidized low density lipoprotein (ox— LDL) in the pathogenesis of thrombotic compli-
Methods LDL was isolated from normal heparinized blood by density gradient uliracentrifugation and oxidized
Total RNA was extracted from human umbilical vein endothelial cells (hUVECs) exposed to LDL or ox-LDL by guanidinium iso-
The quantification of tissue factor pathway inhibitor (TFPI) mRNA in hUVECs was carried out by reverse transcriptase
Results hUVECs were able to express TFPI mRNA constitutively.

The expression was not affected by LDL but ef-

Conclusions  Oxidized LLDL may play an important role in induc

ing coagulation in atherosclerotic lesion by inhibition of expression of TFPI in vascular endothelial cells.
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Figure 1.  The expression of TFPI mRNA in hUVECs by RT

PCR. hUVECs were incubated with LDL, oxLDL (20 mg/L) for 0, 1,

6, 12, and 24 h respectively.
The expression of mRNA for TFPI or beta-actin was evaluated by RT-PCR

as described under ”Methods” .

The total RNA of these cells was extracted.

x1. E1WNEKRSWEE

Table 1. Measured data of Figure 1 used HPIAS (% of B-actin)
Groups 0 1h 6 h 12 h 24 h
Control 30.29 31.24 32.45 31.50 33.85

LDL 35.72 34. 98 33.65 32.85 31. 88
ox-LLDL 36.25 18.35 10. 34 8. 88 4.12
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The expression of TFPI mRNA in hUVECs.  hU-
VECs were incubated with ox- LDL with different concentrations ( from O to 40

mg/L) for 24 h. The ex-

40 mg/L

Figure 2.

The total RNA of these cells was extracted.
pression of mRNA for TFPI or betaactin was evaluated by RT-PCR as de-

scribed under ”methods” .
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