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[ ABSTRACT ] Aim

Angiotension I ;

tractant protein-1 (MCP-1) in rat glomerular endothelial cells (GEC) and the related mechanism.

GEC were isolated from Sprague-Dawley (SD) rats.
method.

Glomerular Endothelial Cells

Monocyte Chemoattractant Protein-1;  Angioten-

To investigate the effect of angiotension II (AngIl ) on the expression of monocyte chemoat-

Methods Primary

The synthesis of MCP-1 in rat GEC was determined by Western blot
RT-PCR method was used to detect the expression of angiotensin Il type 1 receptor ( ATIR) mRNA. Re-

sults Angll stimulation increased the synthesis of MCP-1 and promoted the expression of ATIR mRNA in rat GEC.

Telmisartan ( TEL) ,

an ATIR blocker, blocked the effect of Ang Il on rat GEC and decreased the expression of MCP-1.

Conclusion Angll induces MCP-1 production in rat GEC mediated by the ATIR.
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Table 1. PCR primer sequences and amplification condi-

tions
4 SRR Ei R Tm SR
(T)  (bp)
KE AT1 5'-ATCTCGCCTTGGCTGACTTA-3’ 58 200
5'-GACTTCATTGGGTGGACGA-3'
KEL GAPDH 5'-GGTGCTGAGTATGTCGTG -3’ 56 400

5'-TTCAGCTCTGGGATGACC -3’
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Figure 1. Light microscopy and immunohistochemical characterization of glomerular endothelial cells
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Figure 2. The effect of Ang II on MCP-1 production in cultured rats’ glomerular endothelial cells
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Figure 3. The effect of Ang II on ATI1 receptor production in cultured rats’ glomerular endothelial cells

MCP-1

B-actin

1.

2
1
8l

ie]

[

< 0.

(9]

S

Q 06 a

£ T

g

QI- 04 r b

- T

(n)'_

2 0.2
—1 L L
Control Ang I TEL

4. ATIR HEHFIZ KD IB3E K R G /NBk A Bz 48 fs MCP-
1 RIZEHFM(n=8) JFHATL SZARSEHUFR] TEL(10 76 mol/
L) ATA#I ] Ang IT (10 =% mol/L) FIFEF, MCP-1 KA T, a
P <0.01, 5IEH X RALHE b R P <0.05,5 Ang 141 HES,

Figure 4. The effect of Telmisartan on MCP-1 production

in cultured rats’ glomerular endothelial cells
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