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[ MeSH]
[ ABSTRACT]
tein and upregulates the expression of CD36 in U937 cells.

Antiphospholipid Antibody;

low density lipoprotein of 80 mg/L. and antiphospholipid antibody of 100 mg/L for 48 hours in vitro.
terol and cholesterol ester were detected by enzyme-fluorescence.

transcription polymerase chain reaction (RT-PCR) and flow cytometry respectively.

Lipoprotein, LDL, Oxidized;
Aim To investigate whether antiphospholipid antibody increases the uptaking of oxidized low density lipopro-
Methods The cultured U937 cells were incubated with oxidized

Antigen, CD36; U937 Cells

Then the contents of choles-
The expression of CD36 on U937 was quantified by reverse
Results In the present of oxidized low

density lipoprotein, the uptaking of cholesterol and CD36 expression increased significantly after by U937 cells incubated with an-

tiphospholipid antibody.

sion.
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Conclusion Antiphosphlipid antibody may accelerate atherosclerosis by up-regulating CD36 expres-
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I g 10K DU BX S 0 ok ) = A B I A Ak
(anticardiolipin antibody, ACA) & 7~, # Bl 6 7] ACA
FEME R QR &, & 8 3 10 mL 49 % B8 H0 8 mn, 7
Harris %' 77 3% %1% ACA ER K, -4 ACA
1% B % G250 #47 & & X BBk .02 & # AT 2
. ACA #l &R AE L% G250 € N <& &
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Fe® B4 AT, FLEREE> 1:100,
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4% LDL(d= 1.019~ 1. 063 kg/L), & 37 fig 4% B, %
SDS- 3 T 4 Bt iz 6% g WL ik 24 R % — & B W, Lowry
FENEEERE. % LDL & T 10 Pmol/L CuSO, # PBS
B (pH 7.2) 1,37 C #AT 24 h, # 200 Fmol/L ED-
TA W PBS & L RN, IR H G 4 CRF. LDL &
WAE B A AR E B B R R 4 RME ( thiobarbituric
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(&% ACA 4, oxLDL # 80 mg/L.ACA # 100 mg/
L); oxLDL\ACA 5 anti-CD36 #4774 32 4 ( & #% anti
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CD36 #4414 2.5mg/L), M TAE48h &M
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CE) #TC 5 FC 2 £, &% & Al Lowry & Z .
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HEH PBS B &, AR @R R L E, &E
1T4% 10 000 M2 fE, BEEE 3 K.
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106) , 738 7= 47 389 bp; B-action( A % 47) #1347 4 IE
N 4#: 5-GTG GGG CGC CCC AGG CAC CA-3 (144~
163), K X %%: 5-CTC CIT AAT GTC ACG CAC GAT
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1. SAMEABEEMBEERNSE(ngg « Ls).
Table 1.

among three groups.

Comparison of cholesterol and cholesterol ester

Groups n FC CE TC CE/TC( %)
ox-LDL 6 24319  289F12  532%EI5 48.18
ACA 6 27610 478*13  754%15  58.18°
anti- CD36 6 230%10 67FX10 297F11  31.48"

a: P< 0. 05, compared with oxxLDL group; b: P< 0. 01, compared with
ACA group.

2.2 CD36 #1 CD36 #i & mRNA HIZRIA

1EH U937 4H il CD36 #i Ji & 18 B AK, XA
3.7% ; ox-LDL 4t B J5 CD36 & [ & 5 /K T 18 in &
25.8% ; MEA ACA fEAERT CD36 HiJR Kkt —
FHE % 33.7% -
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ANk CD36 i JR . ox-LDL ALFE4 CD36 Hi i 3 Al
T FIFENIE 9 0. 94, ACA Ak 3 2H 1 J5 35 [F 2 34 1)
FAXHME A 1,91, ZFAHILE B2 7 (E 1, Figure
1),
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Figure 1. The agarose gel electrophoresis for RT- PCR prod-
uct of CD36 gene. M: Mark; 1: control group; 2: oxLDL group; 3:
ACA group.
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41 it 4% A4t i Hp kS E B FH, CD36 Bt S5 R IA H B A
JHE T AT DAAE 28/ R 3k As SR AR L. ASHIE 7T 45
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