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Aim The purpose of the study is to evaluate the role of AT-1 antrsense nucleotide ( AT-1A) in expression of

subtypes of angiotensin (g Ang receptor mRNA, and syntheses of protein and nucleic acid in cultured rat adventitial fibrob-
lasts. Methods AT-1 ¢DNA sequence (476 bp) was cloned with RT-PCR and inserted into PLXSN reversely to construct an

intact plasmid containing AT-1A( PAT-1A) .

and Western blot.

It was transfected into cultured rat adventitial fibroblasts, and identified by RT-PCR

Syntheses of protein and nucleic acid by *H-Leu and *H-TdR incorporation, mRNA expressions of AT-1 and

AT-2 by RT-PCR, were compared between transfected and nontransfected cultured rat adventitial fibroblasts after being stimulated

for 24 h by Ang @ 10 mol/ L.
fibroblasts than that in control ( P< 0. 01).

Results AT-1 mRNA and protein were expressed significantly less in cultured rat adventitial
AT-1 mRNA expression was markedly decreased, and AT-2 mRNA obviously in-

creased (P< 0.01); but no apparent difference was found in H-Leu and H-TdR incorporation between transfected and nontrans-

fected cultured rat adventitial fibroblasts after stimulation for 24h of Ang @107 mol/L ( P> 0. 03) .

Conclusion  After being

blocked by AT1A, expression of AT-1 mRNA in cultured rat adventitial fibroblasts was markedly suppressed, while AT-2 mRNA

upregulated at the same time.

It is shown that both syntheses of protein and nucleic acid in cultured rat adventitial fibroblasts

mediated by Ang (8 could not be effectively interrupted simply by AT-1A blocking.
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Figure 1. AT-1 mRNA expression in cultured adventitial fi-
broblasts transinfected with AT 1A and notransinfected detected
by RT-PCR.
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Figure 2. AT 1 protein expression in cultured adventitial fi-

broblasts transinfected with AT 1A and notransinfected detected
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Figure 3.
ed by Ang G(AT-1).  3: transfected gorup stimulated by Ang @( AT-1).
lated by Ang G{AT-2). 6: control( AT-2).
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mRNA expression of angiotension (£ receptor Subtypes.
4: transfected gorup stimulated by Ang E[ AT-2) .

M: PCR marker. 1: Control(AT-1). 2: norrtransfected gorup stimulat-
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F1l MEEKREOFHILE mRNA RIEMAFELLE
( AT/ GAPDH)

Table 1. OD Ratio of RT-PCR Expression of AT Subtype
mRNA (AT/ GAPDH)

Groups AT-1 AT-2
Control 0.245%0.061  0.262 £0.012
Ang @ transfiected 0.234%0.081 0. 349 0. 030°

Ang (& norr transftected 0.366 £0. 053> 0.251 0. 011

a: P< 0.05 b: P< 0.01, compared with control group. ¢: P< 0.01,

compared with Ang @+ transftected group.
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