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the mechanism of albumin reabsorption moduleted by macrophage driving proxymal
tubules damage in diabetic kidney

Eriguchi, Masahiro

3,200,000

(ACE)
ACE ACE 10/10
ACE ACE 10/10

in vivo ACE

ACE

We examined streptozotocin induced diabetes model with ACE 10/10 mice
lacking ACE expression in renal tubules and endothelial cells, which are the main sources of ACE
expression in the kidney, but expressing ACE only in macrophages.

The absence of intra-renal ACE normalized the glomerular hypertrophy and glomerular hyperfiltration
in diabetic ACE 10/10 mice. However, these mice developed mesangial expansion, tubular injury, and

albuminuria that were similar to that observed in diabetic wild-type mice. The studies using

macrophage cell line; Raw 264.7 and mouse-ACE overexpressing plasmid confirmed that LPS-induced IL-6
and nitric oxide release from macrophages overexpressing ACE was significantly higher than those
from macrophage treated with control vector. The migration ability of macrophages overexpressing ACE
was also significantly higher than that of control vector-expressing cells.
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