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Figure 3

a 100% C
351 _e— Control IgG 100 ¢
—o— Anti-RGMa =< 80 -
3.01 @ 60 S
[&] -y
2.5 g 5
o £ 20
S 20 .
) Control Anti-RGMa Control Anti-RGMa
L
E 1.51 *x d *% e **
1.0 : =
8 8
] E 2
s 2 5
S =
0' T T T T T 1 g §
0O 2 4 6 8 10 12 14 16 18 20 22
Time after EAE induction (d) Control Anti-RGMa Control Anti-RGMa
f h Treatment l

Control Anti-RGMa Control Anti-RGMa Control Anti-RGMa

CD4
Fluoromyelin

CD11b

—
—

DAPI

o
o8] >
5 e
L )
-l
g O
o
N
AN
om
x
(]
©
R
Py ,
S o Control Anti-RGMa
© —
£ o)
= O
© o
E= <
<
S)
Control  Anti-RGMa &
€

S =



Figure 4
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Figure 5
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