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METHODS
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INTRODUCTION & AIM

Whereas ACE2 deletion or inhibition
worsens kidney injuryl.2, its amplification
ameliorates diabetic nephropathy-.
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We previously showed that circulating ACE2
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The effect of gonadectomy in diabetic ACE2

knockout (ace2KO) male mice has not been /////%%/ | Glomerular Histological Studies
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Figure 2. Representative photomicrographs depicting glomerular WT-1 staining SE .| r§°° ag &
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Podocyte number was decreased in all diabetic groups as compared to controls. ACE2KO-DB o ¢ 3 o o *
mice had significantly decreased podocyte number and increased glomerular cellularity as E"“ 50 - w o o oa
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0 | — 0,0 0,2 i
Control Diabetic Control Diabetic Control Diabetic
co NCLU SIONS Figure 3. ACE expression in serum and 165KDa ACE M [ B0 [P
kidney. Circulating ACE was increased in WT S —
Y g 46 KDa B-Actin [W9 e s - e

and ACE2KO diabetic mice (A). GDX
decreased serum ACE in both CONT and DB
ACEKO mice. Kidney ACE was reduced by i s (g . o
diabetes in terms of enzymatic activity (B), :
gene (C) and protein (D,E) expression. Renal
ACE was also decreased in ACE2KO-CONT
mice as compared to WT-CONT. Renal ACE
activity positively correlated with gene (F)
and protein (G) expression. S
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e Diabetic ACE2KO showed increased blood pressure
and glomerular injury as compared to diabetic WT
mice. These alterations were prevented by
gonadectomy.
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e Diabetes and ace? deletion increased circulating ACE
but decreased renal ACE expression.
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