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[ ABSTRACT] Aim To investigate the effect of angiotensin (&) ( Ang on the expression of monocyte chemoattractant

proteirr 1 (MCP-1) receptor CCR2 and therapeutic effect of losartan on atherosclerosis. Methods Human monocytoid cell
(THP-1) were treated with Ang @ (10" mol/L) for 24 h in the absence or presence of losartan (10”7, 10" °, 10" moJ/L).

The level of MCP-1 in the medium, the adhesion of monocytes to endothelial cell and the expression of CCR2 mRNA were deter-
Results Compared with control, incubation of THP-1 with Ang @ (10”7 moJ/L) for 24 h significantly elevated the
concentrations of MCP-1 (26. 46 13,58 ng/L vs. 10.56 £2.34 ng/L, P< 0.01), increased the number of monocytes binding

mined.

to endothelial cell (596 £27 vs. 268 £16, P< 0.01) and upregulated the expression of CCR2 mRNA.

Treatment with losartan

decreased the levels of MCP-1, inhibited monocytic binding to endothelial cell, and downregulated the expression of CCR2 mRNA

by Ang

tion of MCP-1 receptor CCR2 genetic expression.
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Conclusions These data suggest that treatment with losartan in vitro nhibits monocytic activation via downregula-

A, b O M FAF R R AE RRGE TR, WAL
G o ARSI W SR AU ST B A% Y R 4 RS B
SR SLEIFEME, FER VT AR 2 B L MCP-1 248 i

7 -
12

| MRS

FEALBFI
AN ¥4 48 B A% (human monocytoid cell, THP-1,
ATCC) 14 B i 7 [ % T2 4 J 55 7% o108, A B 88 flk
W 28 B % (human umbilical vein endothelial cell, hU-
VEC- 12, ATCC, CRI-2480) 1 & v 3¢ th o & # K % it
JEHT A BT Ang O R BE 1 B Sigma 2 5]; AV #E &

1.1



52

ISSN 1007-3949 Chin J Arterioscler, Vol 15, No 1

* E B Y KN EFE; RPMI 1640 35 5 % & Gibeo 7~
am s /N LTE T B AN T 2 A E) MCP-1 R A &
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F107.10 °F 10  mo/)L AW HEBH 1 h Eim A
10”7 mol/L. Ang COH¥ 4232 5% 24 h.
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A RO A & B ok, KRB Bk % R &
( enzyme-linked immunosorbent assay, ELISA) ] & MCP-
1. %4 7H 7 MCP-1 LR &4 B 96 FUAR, 4 Al im A
MCP-1 A7 & fo &% & 100 UL, 37 C & 2 h, %K
5%, &3 A 100 VL B4R — 41,37 C | F 1 h, ZEHK
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HhUVEC-12 40 fe tk, R B 7 G Im A\ & 10%
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B 1 %K mRNA %1k . Trizol 32 5% RNA, B 2 Vg
ERNA #THEHZER2UTRABER M.
CCR2 E3#5|#7 5-ATG CIG TCC ACA TCT CGT TCT
CG-3, T# 3| # 5 -TTA TAA ACC AGC CGA GAC
TTC CIG CG-3, ¥ # A Bt K £ 4 1083 bp. PCR R L

KA 20 UL, R &K 94 CHM 455~ 62°CiR Kk 45
s 72 °CIE 4 60 s, 40 MEI . Bactin EEF|I 9 57
CTG TCC CTG TAT GCC TCT G-3’, T #5147 5 -ATG
TCA CGC ACG ATT TCC-3, ¥ 3 | B. K £ 4 218 bp.
PCR KR PK % 20 VL, R ML 4 h 94 CH M 45 s~
58°CiE ok 45 s~ T2 CH M 60 s,28 MEH. B
PCR =41 2% e AE ik 3t Al R R A AW EFA
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B3, WM P< 0.05 A AFESZIHEZR.
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a H MCP-1( ng/L) M A = R
o B 10. 56 12. 34 268 £16
Ang CREFRA 26. 46 3. 58° 596 £27°
AL A 14. 26 £2. 96" 371 £20°
b (M) A 13.95 £2. 45" 354 20
AP IEH) 4 12.11 32, 12° 322 £21°

a A P< 0.01, 5XBLAALE; b A P< 0.01, 5 Ang RO ELE .
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