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FEAAA) A RdojA Nz &9 vl A= Renin-Angiotensin System ¢
qYof #P| AT
°13%, $AY, ANF, ¥HF, S, WP AR, SAFT, AdH
S Utz o4EgSEY’ APl gRAT

Angiotensin converting enzyme inhibitor(ACED) % angiotensin 11 AT1 48 Z$A(AT1 RAYE
renin-angiotensin system(RAS)9] oA w7l ZFo) M2 garc d7xEge AYHY w4 A& 2
56 % EA4EA(5/6 nephrectomy, 56 NPX)¥AMohx Alzxz&ge] Aggo mxE RASY H8§ Lotna
ACEl ¥ AT1 RAAE A 4% Yolrux ¥ A7 £93%h

AFAEL ¢4 M3 260-280 g 2| Sprague-Dawley A& ti4 22 thiopental sodium(50 mg/Kg M%)
ol st 56 RRABAEE AYSH 2L P& PHOE 443y NPo BYY =L B g
sham $€T(n=6)2.2 3%} 56 NPX HMEL enalapril 22100 mg/L A%, 128, n=13), losartan A&
T(300 mg/L A4, 12F, n=10), AELA & Fm=11)e2 U5t AFZA renin ¥ angiotensin I
AT #8Me g 32 ¥ A5E= RT-PCR Wwyoz 2384

Yde 1254 sham Z9 HZ 112 mmHg o ¥l3ted 56 NPX WA 2FL ¥F 173 mmHg 2 % &%
24 (p<0.01) enalapril £i= losartan .2 AB¥L 56NPX & 27 HF 115 124 mmHg & YA &F
ul3te] foaA RATH(p<0.0l, p<OOl). 24 A% LVYWE sham F& HTF 5 mg/day olRot vAR 56
NPX TolXM& 866 mg/day & #2934 A4sAtHp<0.01). 221} enalapril £& losartan .2 X B¢
5/6NPX €& ZtZt HF 92, 113 mg/day 2 56 NPX BB st fFefatA withp<0.01, p<0.01).
¥ 3 PRA £ 56NPX HMIXEZ3 sham & Alold]l #2@ o]t Q2 ™, 56 NPX enalapril X &FNM 56
NPX HlA8 TR §98A ERcHp<0.05). F A I X+ losartan NE oA sham Zrct #9lsi 44
2 (p<0.01) sham &3 56 NPX 8l EF Alold] o)zt 2Rtk AxF Y renin 384 LWL 56 NPX
H X E 2o M sham TRt 72 ¥l S3A Bkeo)(p<0.05) enalaprii & losartan MEZAME 56
NPX Tt} Fof ulsted {odtA E%cHp<005). A I ATI 483 #AALHUE 56 NPX vlAZFAA
sham TET & ZAYL vdoy 2n e Aolx QLB (P>0.05), enalapril oI\} losartan X & 5/6 NPX
T3 FoA® Aolg Heolx et FHRUUPPAS A=AU ATFHAFRHEE sham T FF 12 % B
5/6 NPX BlX&ZoA HF 301 % 22 #o8hA &hrh(p<0.01). 22} enalapril £ losartan 22 A ®Yy
& 56 NPXTME 2z WF 45 % % 53 % 2 56 NPX vlAE2d vl felstA w#ateh(p<00],
p<0.01).

ool N AFAEL 56 FENEA WA 2dojd FAHQ RAS W7t AzAEAo) o e 99
33 Qo™ enalapril ©)u} losartan € 5 AzZAYE A7 Uckn B
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Background. The present study was aimed at examining whether an altered role of renal atrial natriuretic
peptide (ANP) system is involved in the increased urinary excretion of sodium following a unilateral ureteral
obstruction (UUO).

Methods. Male Sprague-Dawley rats were unilaterally obstructed of their left ureters for 48 hours. The
contralateral right kidney was left untouched. Rats with sham operation served as control. Following the
release of the ureteral ligature, both ureters were cannulated to collect urine for 2 hours. The mRNA
expressions of ANP and natriuretic peptide receptor (NPR)-A were determined in the kidney by reverse
transcription-polymerase chain reaction. The ANP-evoked cGMP generation was also determined in the
kidney. Plasma levels of ANP were measured by radioimmunoassay.

Results. The plasma ANP level was not affected by the ureteral ligature. ANP mRNA was increased in the
affected kidney. The expression of NPR-A mRNA was decreased in the papillae, but not in the glomeruli.
The guanylyl cyclase (GC) activity stimulated by exogenous ANP in the glomerulus was not altered, but that
in the papilla was significantly decreased. In the affected kidney, the creatinine clearance was decreased (0.35
+0.16 vs. 1.461+0.25 mi/min/kg, p<0.01), while the fractional excretion of sodium increased (5.22+1.1 vs. 0.37
+0.06 96, p<0.01). When measured at 2 h after the release of the ureteral ligature, the expression of ANP
mRNA was persistently increased, whereas GC activity was partly recovered in the papilla in the obstructed
kidney. The contralateral kidney did not show any significant changes in the parameters examined.
Conclusions. These results indicate that an enhanced local expression of ANP may in part account for the
increased fractional excretion of sodium following a ureteral obstruction.
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