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[ ABSTRACT] Aim

system in renal vascular hyertensive rats, and the changes of these peptides after treatment with losartan or peridopril.

Angiotensin
To explore the levels of neurotransmitter of sensory nerves and constrictor peptides of renirr angiotensin
Meth-
ods The 2-kidney, I-cliped rats hypertensive model were used, and the plasma concentration of active peptides were determined

Calcitonin Gene related Peptide;  Renin; Rats

by radioimmunoassay method. Results The plasma concentration of calcitonin gene related peptide ( CGRP) was slightly

raised in hypertensive rats, compared with sham operation group, and treatment with losartan or peridopril had markedly elevated

plasma concentration of CGRP as well as angiotensin (£ and rennin activity.

hypertension, the elevation of CGRP may be a compensation action due to increasing of blood pressure.

Conclusions In the metaphase of renal vascular

Chronic treatment with

losartan or peridopril not only affects the releasing of CGRP, but also activates the circular renirr angiotensin system in renal vascu

lar hypertension.
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Figure 1.
pressure in hypertensive rats ( x +9 n=6) (1 kPa= 7.5 mm-
Hg).  Sham: sham operation group; Hyp: hypertension group; + Los:

group treated with losartan; + Per: group treated with peridopril.
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Table 1.
losartan or peridopril(x s, n= 6).

The levels of MAP, Ang CGRP and PRA after 10 weeks of operation, and their changes after treatment with

Treatment groups

Indexes Sham Hypertension

Losartan Peridopril
MAP (mm Hg) 112.9%7.6 161.5%8.1* 121. 1 4. 4¢ 104. 4 %7.0°
Ang & pg/mL) 74.8%6.3 69.1%8.3 106.2+13.3° 98.9+18.6°
PRA( pg/mL) 11.9%2.3 16.3+3. 7 19.5%2.7¢ 17.7£3.2¢
CGRP(pg/mL) 46.77%9.1 59.719. 5" 103. 4 £16.7° 101. 1 £13. 6

a: P< 0.01, b: P< 0.05, compared with Sham; ¢ :

operation group; Hypertension: hypertension group.
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