Figure S6. Role of SAAs in the Ty17-dependent 2D2 transfer EAE model,

Related to Figure 6

A B C
® *% g rmSAAT | “17%% ’
= 106 - 30+ o 1054
T skokok L) v 8 *okok :
9'9 o 'E l_:I: g 104+ o
S § | ol 1K k-l .
e N <2 |l m 7] el * .
Y © + © ~c 10°1 !E .Jo o o252 0
o.S - C = N rmSAA3 | - g
+ O 104 & S 10{0 Em = 2 mf
o m o w @© 1021 oy
-g c ¥ < 6 O =
£ £ & O
g 103 d——p————— R 0 +—r ﬁ 10!
WT SAA3KO WT SAA3KO Q WT SAA3KO
E Veh. rmSAA1 rmSAA3
«{11.6 121] «{15.4 17.6 skakok AHdkkk
Kokokok
2 100- i O Veh. % 1001 O Veh.
3 Q
S s0- - e mSAAT o sof g ¢ rmSAA1
£ e MSAA3 § ® rmSAA3
- g 60+ ; % S 60+
S T
o (09)] o
& 404 % g 404 %
<
' ‘E_ 20- = 20,
| =
o < °\° 0 4+ °\° () e—r—
Th17-TGFp Ty17-1L23
IL-17A
H | Steady state J  Steady state
koK ]
LoxP-STOP-LoxP-mSaa1 (LSL-SAA1) = 5007  —— 1507 Fkkx  dxkx
Ex1 Ex2 D 400 @ E
ROSA26 locus X ‘ f; g g 1001
N 300- -
. -— o
Albumin-Cre g 4
o 200 E 50,
cAG M Neor H sToP | saat H IRES-EGFP c 5 ns °
loxP loxP > 100+ ] 1
3 3 @
b o lepp P oL >-am———
L . A A
SAA1 overexpression in liver; liverSaat ‘g‘) %& (é‘) ?o"" é\@
(increase systemic SAA1 in serum) o @ O @ <
R 3 o
A\ A\ A\ \ -
la s Pa
Q
K  Steady state L  Steady state M EAE N EAE
sk 5-
2 0 o 0 — liverSaa® (n=8) o ok
[T —_— ns - S |_|
O ¢ (o) 8o S 80- T 9 4
Su g % 58] T S == Alb-Cre™® (n=9) p=0.0056 $
* -8 + -8 (0] e )
32 e %2 o 3 60 » 37 ®
O < 8§ 5 101 £ P
+ & 4 & W 40 0 24 000
s tE g kok T —
K= () 2 > 5 w X
SE 2 % 2 ® R 207 =" °
X o= . S ol— . 0 : —l , 0--AD—e00—
& A ) N 0 5 10 15 20 KO ?
‘é ?o"’ @ ?""b . e & ?
|9 & o © Days post immunization o <
W o SN IR



