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[ ABSTRACT]
Methods With the tissue isolation, cell culture and the uptake rates of H-thymidine (* H-TdR), '¢-uridine ("* G-UR) and H- proline

(® H-Pro) representing syntheses of DNA, RNA and collagen protein of isolated fibroblasts (Fbs) from the heart of myocardial infarction (MI) rats
Results  The uptake rates of H-TdR, “C-UR

and H-Pro of Fbs from MI group treated with losartan or captopril are not significantly different from those of the SO one, respectively. These ef-

Aim To investigate the responseness of the fibroblasts from the myocardiunr infarcted rats to angiotensin (& Ang () .

and shanr operated (SO) which were treated with losartan or captopril for 6 weeks, respectively.

fects of Ang Gobn Fbs are abolished completely by 1.8 Ang (Gand angiotensin antipeptide, but not completely by angiotensin receptor 1 antagonist,
losartan. Conclusion  The findings suggest that the responsiveness of Fbs to Ang (©from MI rats treated with either losartan or captopril is sig-

nificantly lower than that from that from the MI rats.  Ang (®acts on the Fbs from nommal or hypertrophied myocardium via not only AT1 receptor,

but also other mechanisms involving in the effects of Ang ®to Fbs.
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Table 1. The effect of Ang Eon the uptake rate of H TdR in fibroblasts of rats (x Ts, n= 6).
Groups PBS Ang @ Ang @ () Ang Ang @ 20.
SO 11.8%1.0 18.3 1. 8 15.8£1.0¢ 12.3%1.1 11.8*1.0
MI 12.4%0. 8 21.5+1.6¢ 18.2+1. 1¢ 12.9%1.0 12.8%0.9
MI+ Los 11.9%1.1 18.0%1. 0" 14. 8 0. 9¢ 12. 8 £0.7 12.2%0.7
MI+ Cap 12.7%1.0 17. 4 %1, 0™ 14.6 £1.0¢ 11.8%0.5 12.0£0.8
Ang @ (6= Ang @* Los, Ang@ = Ang @+ 1.8Ang @ and Ang @0.= Ang @ AngAP. a: P< 0.05,

compared with MI group; d: P< 0.05, compared with PBS treated.
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Table 2. The effect of Ang (© on the uptake rate of 14C UR in fibroblasts of rats (x *s, n= 6).
Groups PBS Ang Ang ©6) Ang Ang 20
S0 5614 311 8958 £766" 6422 £343¢ 5632 £354 5293 £274
MI 5495 +258 10758 856° 7168 £326° 6052 £367 5828 £336
MI+ Los 5662 350 9232 662 6884 289! 5499 280 5514 368
MI+ Cap 5707 2270 8941 749 6730 £301¢ 5552 339 5584 336

Ang @(6= Ang Los, Ang@ = Ang@©+ 1.8 Ang @), and Ang E20.= Ang ©+ AngAP. a: P< 0.05, compared with MI group;
d: P< 0.05, compared with PBS treated.
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Table 3.  The effect of Ang @ on the uptake rate of H Pro in fibroblasts of rats (x s, n= 6).
Groups PBS Ang Ang @) Ang Ang @20.
SO 5517 104 £11d 74 £7d 524 62£8
MI 6518 149 £134d 92 84 7016 61t6
MI+ Los 64 £5 96 =10ad 85 t6d 565 68 £6
MI+ Cap 59 %7 87 T1lad 77 £9d 59 £6 60 X9

Ang © 6= Ang Los, Ang = Ang 1.8 Ang @) and Ang (20.= Ang % AngAP. a P< 0.05, compared with MI group;

d P< 0.05, compared with PBS treated.
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