SUPPLEMENTARY INFORMATION

AD - ACEWT

In format provided by Bernstein et al. (doi:10.1038/nrneph.2018.15)

AD — ACE10/10

G T o S
e \
e 1 # s
i ,':’ P - <
» ] . ‘ ‘J. ’
3 > fony an .
v N i gl
) = T
. . ¢ 0
* > g .
! e 2% 3
S Hed ' "f‘ AS W :
Y » ',-* . /
y P 4
£. o "
7 i
X0 \
2. A
- * ; é £ h ¢ \\\
3 4 *
S o 4 [ 3 . £ y |
*f - : L &
o gt - v z &
A.. ; 3 4
: * : . .' 7 =
: o *3
. .@‘ A * A ‘\ Q‘\.'
R Y ~
:*‘.; b
KA ¢
AT e
o ; 2
3 .
AN
» AN o o Kl S
R A . b
- P |
PRl L
« ; P -
[P, .. e
.'- P i ¥ Y < i

Supplemental Fig. 2. A mouse model of Alzheimer’s disease was crossed such that the ACE genes were either WT

or ACE 10/10. At 255 days of age, three mice of each genotype was studied for cortical amyloid deposits by immuno-
histochemistry. (These data were originally published in Ref. 104.)
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