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[ ABSTRACT]

in the process of atherosclerosis inflammation, the effects of C-reactive protein ( CRP) or high density lipoprotein (HDL) on LOX-

C-Reactive Protein;  High Density Lipoprotein;  Lectir Like Oxidized Low Density Lipoprotein Receptor-1;

Aim To investigate the role of macrophage lectirr like oxidized low density lipoprotein receptor1 (LOX-1)

1 mRNA and protein expression, and on intracellular cholesterol content in THP-1 derived macrophages were investigated.
Methods THP-1 cells were differentiated into macrophages with PMA.
or HDL of different concentration in vitro.  The expressions of LOX-1 antigen and mRNA were determined by ELISA and RT-
PCR. Results
with control group, both CRP and HDL can increase the expression of LOX-1 protein and mRNA significantly ( P< 0.05) in a

CRP promoted cellular cholesterol accumulation ( P < 0. 01), while

THP-1 derived macrophages were incubated with CRP

Cellular cholesterol contents were measured before and after CRP or HDL treatments with HPLC. Compared
dose dependent manner on THP-1 derived macrophages.
HDL decreased intracellular cholesterol content significantly ( P< 0.01). Conclusions LOX-1 expression in THP-1 derived
macrophages can be promoted by either pro- inflammatory factor CRP or antr inflammatory factor HDL, which suggested that LOX-

1 may not play a critical role in the inflammatory process of macrophages.
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ANE A B 2 Mk THP-1 28 j 1 B =+ A g &
9T B 48 B o, thCRP 4 Calbiochem /2 8] 7= &
HDL 14 & = # I £ 5 87 7 B 4 0 =5 L F 30 A LOX-
1 2 mBHAEEE RD AF: L¥F R 1CREMEK
—E W E R LAY A H R W
B ZF Y eMAENBRATRAE,; BEkEHE
Sigma /- &; RIPA HEBR M EZ T REMBEAF R
/] s Trizol RNA %2 1% 7| 1§ & Gibco-BRL A #], 1
R 7| & 1 B Promega A 8, PCR R Al & m & E
BEERAERME. PCREIYELELATEMTE
B A R AR B N % B Waters 28 = & o
1.2 THP-1 fAREIEFIFES L

THP-1 48 f2 | 20% fig 4 i v&-1640 ¥ 7+ %, &
37C.5%CO, A W3 F. F/E 5 %M A K
EABREOHER. 3~ 4 REHAMATLH.
TR, R SRR B B UK E A 160 nmol/L,
48h FERALEMFEREFBR AL G, BT LK EEN
BERABEF R2h BHTEELE.
1.3 MREHSEHERFEREEZTH 1 mRNA
B4

Zfe AR T 24 LR b, 4Bl m A CRP(3.5.10
#1225 mg/L) 2 HDL( 10.50.100 #7 200 mg/L), 5 % &
MERE— TSR 24 h 5 E A M, #4T LOX-1 mR-
NA # % & RT-PCR %, E3 E & 3 K. LL Trizol
EHRBHMERNA, ZAGFAE, RHRBIE, T
B bV 5, B T IR, A T DEPC A k. S8 £ 4
HT A W AR R RNA 45 B (Axo/Axo= 1. 60~
1.80) fn &, FHFRMN:20 ML R &R+ 4 1
Ug & RNA, 20 mg/L B AL 7|47, 1 mmol/L dINPs, 20 u
Rnase inhibitor, 1 X reaction buffer, 200 u M-MuLv i %
B, T PCR X Lt 42°CR FL 60 min, 72 °C X 7& 10
min, B KA. PCR R A A 20 UL, & 1 x MasterMiix,
L TH#ESI % 3 pmol, 3£ 3K =4 4 U, PCR K AL
%k 94 CHIZ H 5 min, 94°CE # 40 s~ 60 CH K
1 min~ 72 CZ # 1 min, LOX-1 ¥ ¢ 35 NE 3, Bac
tin ¥4 25 MBI, 72 CE# 10 min, 4 CHRF . LOX-
1 547 £ # 5-CCA GGT GI'C TGA CCT CCT AAC-3,
T 5-CI'C CAT GCC AGA TCCAGT CIT-3 , ¥ #¢
#1278 bp; Bactin 3| 47 £ # 5-ATG GAT GAT GAT
ATC GCC GCG C -3, T3 5- CTA GAA GCA TIT

1.1

GCG GTG GAC G-3, # #7471 128 bp. X PCR 4~
7 45 3 R VB Uk B OR AR JE R vk, SRR R IR
EAaMARARGE. W EEAH, U Bactin ¥ N5
B, Il 2 44 A& LOX-1 mRNA WAE A k5 8.
1.4 MEZRHSUERZEERERSH 1 EBE
oy : ol ipll]

%% Pigot %" W k. £KAE 96 LR LB
THP-1 HEAF FHN, WEHH, 22 RXRFTEE
BB H 1.0, 5 mg/L L FHRA LOX-1 £ 1%
FARME R &, B 1500 £ & &A1l F IsG,
LB 6 \TMB & & . %0 K 5 & & 450 nm B
MO ELOD 1. LA OD450 18 %R 4 js LOX-1 & &
FEAF. EMMEBARINEIN, ZREEF 3 K.
1.5 MR ERE S 2 894N

BFS o5 8 M E T 20% Rs 4 1 7E-1640

¥, 45 CRP(10 mg/L) 5 HDL( 100 mg/L) 4
24 h, | RIPA L4 %75 #% 40 FL, JFl BCA = U = &
EH, #E E4EXE 100~ 150 mg/L, B 2 4 & 100
UL, 32 B SCHR 3, 4] R 7 %, R A B R AE & %
M| 7 28 A8 A S RE [ B (total cholesterol, TC) F1 3% % fE
& B% (free cholesterol, FC) ,TC & & 5 FC & E W £ 14
41 JIE [ B2 B ( cholesterol ester, CE) 4 & .
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2.1 CRMNEBX BN MERFESECERIKE
EBREERZMH | RENZI

Bz 4H il LOX-1 SR H RIS E M E CRP 1l
TR BE B N T S5 3 N ( P < 0. 05) ; CRP F Tk &E
N3.5.10 & 25 mg/L i, LOX-1 mRNA [¥] ik & 4
ASe X HRZH A 1. 57 5.1, 651% 2. 20 1% 2 2. 30 f5( P
<0.01;%1).

® 1. FRKRE C REEAMNEREMMMEERHFEHRRE

ERREAZME 1 RIEHFMW

! EH (n= 12 mRNA (n= 3)
X HR AL 1. 1940 +0. 1333 0. 423 £0. 113
CRP
3 mg/L. 1. 3008 0. 1019* 0. 665 0. 117
5 mg/L. 1. 3180 0. 1325° 0. 698 10. 141"
10 mg/LL 1.3719 0. 1028* 0.932 %0. 119
25 mg/L. 1. 3768 0. 1240° 0.971 0. 104"

ay P< 0.05, b P< 0.01, 5xHB4HE.



CN 43-1262/R # EF)fkhE b 44 & 2008 25 16 E 5 2 131

2.2 EERERERMEEMARMERFESHEIR
FEREERZH 1 KA

Ext AL, BRI LOX-1 EEHMRIEE
BE7E HDL 00 & 1 5 in i 2 2 84 in( P< 0. 05) «
HDL T il & 4 10,50, 100 /% 200 mg/L I}, LOX-1
mRNA [F)3855 & 43 7] it FZL I 1. 29 i 1. 62 i,
2.14 155 2. 51 f%( P< 0.01; £ 2) o

®2. TRRESZEEEEOXERMEMEMERFESLEIR
TBEEERRE | RENEME

5 A HH (n= 12 mRNA (n= 3)
Xf BZH 1. 1940 %0. 1333 0. 384 £0. 100
HDL
10 mg/LL 1. 2859 0. 0944° 0. 497 0. 068"
50 mg/L 1. 3436 0. 0774* 0. 621 £0. 087"
100 mg/L 1. 3695 0. 0946 0. 820 0. 086"
200 mg/L 1. 4348 £0. 0958° 0. 965 0. 142"

a N P<0.05, by P<0.01, 5XFHBAILE .

23 CREEHMESEEREERAXNERKM MM AL
Elfz & 2R

Ext A B, CRP 1 H J5 ELRE4H L ) TC AN
CE P &30, CE/TC WAEYE & (P< 0.01), FC 254k
ANB & HDL /£ J& TC #1 CE />, FC # £, CE/TC
FLE FF%(P< 0.01; % 3) .

®3. CREEAVNESEEEEANERAMANEEESE
el

I | FC (mg/g) CE (mg/g) TC (mg/g) CE/TC
pagie] 2.89%0. 11 9.2430.65 12.13%0.64 0.76 10.016
10 mg/L CRP 2.4310.64  46.04%1.96* 48.47£2.35° 0.950. 012

100 mg/L HDL ~ 4.42%0.26° 4.2510.46* 8.67%0.32* 0.49 0. 41°

a’NP< 0.0, SXRALE.
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