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Effects of Angiotensin (©on Protein and mRNA Expression of Monocyte Chemoattractant

Proteirr 1 in Cultured Rabbit Aortic Smooth Muscle Cells
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ABSTRACT Aim

of monnocyte chemoattractant proteirr 1 (MCP-1) in cultured rabbit aortic smooth muscle cells ( SMC) .

Angiotensin Monocyte Chemoatiractant Protenr 1;

Receptor, Angiotensin

To investigate the role of angiotensin (®receptor antagonist losartan on the protein and mRNA expression

Methods  The lev-

els of protein and mRNA expression of MCP-1 in cultured SMC and the contents of MCP-1 in the cultured media of SMC were de-
tected by cytochemistry, situ hybridization and enzyme linked immunosorbent assay. Results 10" °~ 107"
sin AT increased the levels of protein and mRNA expression of MCP-1 in the cultured rabbit aortic SMC in a dose- depen-
dent manner and the co) ntents of MCP-1 in the cultured media of of SMC ( P< 0.001) .
and mRNA expression of MCP-1 in the cultured rabbit aortic SMC and the contents of MCP-1 in the cultured media of of SMC i
duced by AT

1 in the cultured rabbit aortic SMC, which might play an important role in preventing the early atherosclerosis and the restenosis af-

mol/L angioten-

Losartan markedly reduced the protein

Conclusions  Losartan may antagonist AT (& induced protein and mRNA expression and secretion of MCP-

ter angioplasty.
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Table 1. Effects of losartan on the contents of MCP* 1 in cul

R BZARETEE-

tured SMC media ( n= 8, x Ts, ng/L)
Groups MCP-1
Control 0.26 £0.23
AT & mol/L)
100 0. 65 £0. 09°
1077 0. 56 0. 07*
1078 0. 45 £0. 06°
10710 0. 32 £0. 05®
Losartan(mol/L)
10°° 0.26 £0.23"
107 ° 0.26%0.23"
1077 0.42%0. 06

a: P< 0.001, compared with control group; b: P< 0. 001,
with 1077 AT @ group.

compared
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FRIRA T SMC Y MCP-1 FE H £ 55 FH 1%k,
T SMC £ 10" °~ 10™ mol/L AT CHIBE MCP- 1 &
R IA IR0 107 °~ 1077 mol/L SV Fikb B f5
(1007 mol/L. &) SMC N MCP-1 & (4 3% W] &% 59
(%22 M 1, Table 2 and Figure 1)
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(x300). A, xR, B, M EKE GH; C, FYPHEA.
Figure 1.  Staining of MCP 1 protein within SMC. A is Con-

trol group, B is angitensin (2 group, and C is losartan group.
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XTHEZH SMC A 5511 MCP-1 mRNA 15 5 %

%, 7 107 °~ 107" mol/L I3 5K & @l s MCP-
1 mRNA 5 5 RIEFHF S % mai’wa 1 o
(5 BALH P H< 0.01),10 7~ 1077 mol/L &
WA B AN PR CEEEEE RS
107" mol/L 1M Kk 3k CHULLE, P #5< 0.01) (% 2
F1F 2, Table 2, and F]gure 2) s

A Ca "

/B

el

2. TEHUAMA BRI E S| mRNA AR E

E8(x300). A, W B, M4 Bk G C, Ay,
Figure 2.  Staining of MCP-1 mRNA within SMC. A is Con

trol group, B is angitensin (© group, and C is losartan group
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Table 2.  Effects of losartan on expression of MCP-1 protein
and mRNA in cultured SMC ( n= 8, ; *s, OD/lez)
Groups MCP-1 protein MCP-1 mRNA
Control 0. 016 £0. 006 0. 025 0. 004
AT @(mol/L)
10°° 0. 127 0. 021° 0.220 0. 034
1077 0. 107 0. 013 0. 157 £0. 025°
1078 0. 070 +0. 011° 0. 082 £0. 013°
101 0. 028 0. 006" 0. 038 10. 007"
Losartan(mol/L)
10°° 0. 017 +0. 004" 0. 026 £0. 004"
10°° 0. 028 £0. 006 0. 033 £0. 006"
1077 0. 076 0. 011" 0. 061 0. 008"

a: P< 0.001, compared with control group; b: P< 0. 001, compared with

10”7 AT @ group.
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