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[ ABSTRACT] Aim To compare the different effects of perindopril and losartan on kidney, and investigate the mechanisms
of protective roles of these two drugs.

Perindopril; Microalbuminuria;
Methods The investigation comprised normotensive control, hypertensive group, per-
indopril group and losartan group, of which blood pressure, nitric oxide (NO) level, microalbuminuria, renal function and rele-
Results In

three month old hypertensive rats, electronic microscopic observation demonstrated early impairment of vessel endothelium and

vant ultrastructural indexes in vessel and glomerulus with transmission electronic microscope were acquired.
slight lesion of glomerular basement membrane compared with age-matched controls.  Also, the hypertensive rats had lower level
of renal NO and elevation of microalbuminuria. At eight-month old, aggravation of impairment of vessel endothelium and lesion
of glomerulus has been shown. ~ Microalbuminuria was associated with lesion of endothelium and glomerulus and renal NO level,
but not related to blood pressure. ~ With the treatment of perindopril or losartan, not only reduction of microalbuminuria was

achieved but also elevation of NO and decrease in volume density of vessel endothelium, mesangial cells and mesangial area were

shown.

seems to be the most plausible cause of microalbuminuria in hypertension.

function, perindopril and losartan can inhibit the deteriorations of kidney more than blood pressure lowering.

pril has more significant effect on elevating NO level.
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In addition, NO level was higher in perindopril group than that of losartan.

Conclusions Endothelial dysfunction
By way of blocking Ang (® and improving endothelial

Moreover, perindo-
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1.2 SLIEEIRSE

THARGE FRIEEAERS Y PR, L F
E¥mER16 B, #H, 24T 3 A (n=8) f 8
A#(n= 8) AZLFHRM; & i E R 34 R, 84, B
A EH:3 A (n=8) Ff1 8 AH(n=10) 2 7|
T3R8 A WA HN; APEHA(n= 8)3
A4 20 mg/(kg+d) RPE(BRD KN, LS
ANA, T 8 AWAZLHKN; R EFRH(n=8)3 A
#4148 2 mg/ (kgod) ARG A|( ML RN E]), EES5 A
A, T 8 ARAZHFAN.
1.3 #&NImE

KR BB MR & i kA SE R AR YK
ERUhFNHEEEOKRE, AF/EREMNED
Jik B i b i, 0 5 BR U 9 A U AL BT R B R B
& NO,” /NO;™ 3 E (K& NO KF); BEHH
100mg A 4 CHEZH A 0.9mL 4 %¥,4CT 10 000
y/ming A% 10 min, B _E7F &, # K% 3 min, 10 000
/min% /& 5 min, B _E7E 0. 1 mL M Z NO,” /NO;~ ¥
B B fcE 8 & ER R S L 100 emH,0
2% % F FEEA 2. 5% X Z BE MY BR R 4% R R
RESAEATF B 2; B2 mm B R BB kA B R
RE—/NARETE 2% 4 F FEM2.5% R ZBEH
B EFR P HEEZ 2h, A 10 mm’ #9/0
Peo ¥ OLEATE B E BAR AR Rl B R R R
B, EEMEREARE, SRR, TEHEET

WA, KL AR & R RS B RS AR, Bl &
SRR BRI P E M PT & ARAR,
1.4 SHFERE

Bra Ry s 2R, A A ¢ 2B, X5
AT K | Pearson’ s 48 % 247, UL P< 0.05 5 & 4 it ¥

=
A& KXo

2 4R

2.1 A EBTEEMEE RFSEIEIRELE

53 Ak IEH IR R e, 3 8 W i E ROl
GEEFREAEAREFE(P< 0.01 & P< 0.05),
MAT'E NO R FEBER( P< 0.05), ML P9 B2 AR % FE A
B /NERIE SR 3 K (P< 0.05 J P< 0.01) . 5
8 H W& IEH I e B b4, 8 H e iy i e SRl 4 e A0 R
& EIRETRE(P< 0.01 2 P< 0.05), A1 NO
WEEFRR( P < 0.05), I3 P B2 AN /N BR & 541 g
RS B T /NER BRI B BE 3 K (P < 0.01 & P<
0.05) . 53 A IEH L% R i, 8 A i IEH i
R EWRIER S (P< 0.01), I A B ATE /N
BRAEH AR BE R K (P< 0.01 &2 P< 0.05), %
INERFLREEE K (P< 0.01) . 53 HiE &M E
B ERAR, 8 % vy i s B WA 4 P PR 9 B 1 A R
F(P< 0.01 & P< 0.05), L% A R FIE /NBR R
YHM AR FE 1 K (P < 0.05), B /INBR I i 5 5 i 488
K(P< 0.01) .
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3 H# (n=38)

8 Hi% (n=10)

Sl 3HE (n=38) 8 H#& (n=18)
45 E (mmHg) 135.0%15.3 131.8113.8
Il NO ( Hmol/L) 40.23 £11.20 41.56 £7.93
¥ NO (Hmol/g) 1. 096 £0. 107 1. 462 £0. 118
JRE (ml/d) 11.00 2. 72 9.2512. 62

REAEHE (mgl) 2.2%1.5 14.6%8.8"

T WLEF (Mmol/L) 46.0%11.6 47.8%11.8

LB A R A 0. 307 £0. 065 0. 394 %0. 089"
B /INER 2R RS20 1 2 0.051 0. 024 0. 070 £0. 016
B /INER S IR L ((Him) 0. 112 0. 007 0. 191 F0. 026

165.0%7.6 181.8 £14. 1%
35.09 £3. 35" 34.57 2. 42¢
0. 877 0. 083* 0. 864 £0. 060°
10.10%1.30 10.20%1. 68
20.9%6.2¢ 128. 1 45, 0
45.7%11.4 46.7 6. 8
0. 456 £0. 158° 0.559 £0. 091%
0. 068 0. 018 0. 108 £0. 033
0. 169 0. 027 0. 264 £0. 036

a Ny P<0.05 b N P<0.01, 53 ARIEREMERIE; ¢ HP<0.05 dNHP<0.01, 58 AIIEH MERILIL; e N P<0.05 fH P<0.01,

53 A% B .
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K(r= 0.851, P< 0.01); SMALEF (r= 0.524, P>
0.05) B /NER RIEA ALK B (r= 0. 160, P>
0. 05) A /NERILJRIEJE FE (r= 0.565, P> 0.05) &
FHRAE. 8 AR E M ERIR A EAKRES SRR
IEMZR(r= 0.651, P< 0.05); 51 NO ¥#KRJE & 7 AH
FK(r= - 0.627, P< 0.05); 55 HLNO #E L
FZ(r= - 0.665, P< 0.05); 5108 PN AR ZEE(r
= 0.870, P< 0.01) B /INEK R [ &1 o A4 %5 B (r =
0.885, P< 0.01) F1E /NERFL AL JEFE (r= 0. 633,
P< 0.05) BIEMK; 5B AR (r= 0.597,
P> 0.05) .
2.3 JRITHEEPUFERESFHEENEL

S e 28 b, Vb H A IR 4E R R AR (P <

*2. 8 ARIATTHSIERT AR BRI R

0.01), MAE NO WEF & (P< 0.05), JREEFE AWK
FERRAR( P < 0.01), I Py R ATE ZINEK 5 158 48 i 44
FREIR/N(P< 0.01 A1 P< 0.05), "B /NEREEJE I )5
FEWR/N (P < 0. 01) 5 55 k8 ) H 46 R BRI (P <
0.01), IMAN'E NO WKt (P< 0.01), K&
(P< 0.05), JRAEAKRERK(P< 0.01), MEH
FE VB /INER 2 R 20 M A4 25 B ek /(P < 0. 01), B/
FRILEE R FE /N (P< 0.01) . 51E % I /&40 b
B, G HH A RN R et R 20 I N R AR R /S
(P< 0.05); 5& 70 HE 4 ek, W F) 411 NO A1
B NO IREHE(P< 0.05 1 P< 0.01), JRER %
(P< 0.05) .

m H IEHEMEA (n=8) mILEH (n= 10) KA (n=8) BRI (n=8)
e (mmHg) 131.81+13.8 181.8%14. 1 130. 0 £13. 0° 128.0%13. 1°
1fil NO (Mmol/L) 41.56 £7.93 34.57%2. 42 36.99 £3. 84" 39.08 £3. 91

% NO (Hmol/g) 1.462 £0. 118 0. 864 %0. 060 0. 924 £0. 048" 1. 055 £0. 051
JRE (ml/d) 9.25+2.62 10.20£1. 68 11.00 £2. 24 15. 03 12, 8ot
JRAEA (mg/L) 14.6 8.8 128.1%45.0 14.9 18, 8¢ 13.6%7. 8¢

M WLEF (Mmol/L) 47.8£11.8 46.716.8 40.5%6.4 39.2%5.8
LB A R A 0. 394 £0. 089 0. 559 £0. 091 0. 286 £0. 047 0. 289 £0. 065*
B /INER 2R RS20 1 2 0.070 £0. 016 0. 108 0. 033 0. 060 £0. 031" 0. 058 0. 052°
B /NER B SRR BE ((Mm) 0. 191 0. 026 0. 264 £0. 036 0. 199 %0. 016° 0. 196 0. 021°

a N P<0.05 SIEHMELLLE; bR P<0.05 ¢ P<0.0l, SEiliEALLLE; d N P<0.05, ¢ N P< 0.0, 5&ADHALE.
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