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To investigate the mechanisms of hypertensive microalbuminuria and the benefit of early intervention

The investigation comprised normotensive control (WKY) and hypertensive group (SHR) of rats,

of which blood pressure, microalbuminuria, renal function and relevant ulirastructural indexes in vessel and glomerulus with trans-

mission electronic microscope were acquired at three-month old and eight-month old.

Results In threemonth old SHR,

electronic microscopic observation demonstrated early impairment of vessel endothelium and slight lesion of glomerular basement

membrane compared with age-matched controls.

ment of endothelium has been shown.

ment of vessel endothelium and lesion of glomerulus, which was associated with microalbuminuria.

was unrelated to blood pressure at this stage.

but also decrease in volume density of vessel endothelium, mesangial cells and mesangial area was shown.

mechanism led to microalbuminuria in hypertension may vary according to the severity of the hypertensive condition.

As a result, microalbuminuria that correlated with blood pressure and impair-

At eight-month old, creatinine level has not elevated in spite of the aggravation of impair-

However, microalbuminuria

With the treatment of losartan, not only reduction of microalbuminuria was achieved

Conclusions The

Early inter-

vention with losartan can inhibit glomerulosclerosis more than lower blood pressure.
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Table 1. Changes of Cr, UAL and renal function at different
stages (; ).

Groups SBP(mmHg) UAL(mg/L) Cr(Hmol/L) BUN(mmol/L)
WKYR 3 m 13515 2.2*1.5 46.0%11.6 9.0%1.8
WKYR 8 m 132*14 14.6%8.8 47.8*11.8 8.4%1.8
SHR 3 m 16518 20.9%6.2° 50.7*11.4 8.2%2.1

SHR 8 m 182+14°  128+45" 42.7%5.8  9.3*1.8
SHR treated 13013 14.918.8° 37.5%4.8  9.1%1.1

a: P< 0.01, b: P< 0.05, compared with WKYR at same stage; c: P<
0. 01, compared with SHR 8 months group.
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Table 2. Changes in vessel endothelia and glomeruli at different stages( p ).
Groups Vessel endothelium Vy Mesangial cells Vv Mesangial area Vv Basilar membrane ( lm)
WKYR 3 m 0. 307 £0. 065 0.051 0. 024 0. 183 £0. 025 0. 112 £0. 007
WKR 8 m 0. 394 £0. 089 0. 070 £0. 016 0. 297 £0. 083 0. 191 0. 026
SHR 3 m 0. 456 0. 158" 0. 068 0. 018 0. 252 0. 048" 0. 169 0. 27
SHR 8 m 0. 559 £0. 091" 0. 108 0. 033™ 0. 453 0. 038* 0. 264 10. 036*
SHR treated 0. 286 £0. 047¢ 0. 060 0. 031 0. 307 0. 065 0. 199 %0. 016

a: P< 0.01, b: P< 0.05, compared with WKYR at same stage; c¢: P< 0.01,

months group.
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compared with SHR treated group; d: P< 0.05, compared with WKYR 8
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EEREIFAK (2 HIN r=0.848, P< 0.05; r= 0.
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(PN r= 0.026, P> 0.05; r=0.524, P> 0.
05; r= 0.160, P> 0.05; r= 0.015, P> 0.05; r= 0.
565, P> 0.05) .
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=0.599, P> 0.05; r= 0.597, P> 0.05) . 151
BN BT T B /INER R T A B L R X A
FERVE /NERIE I JE B B2 IEAR (4518 r= 0. 870,
P< 0.01;r= 0.885, P< 0.01;r= 0.822, P< 0.0l;
r=0.633, P< 0.05).
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