Figure e-1: Effects of 60min tMCAO induced in CFA-immunized and diseased EAE
mice in the acute EAE phase after 3h of reperfusion
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Figure e-2: CD3+ cells in the striatum and surrounding cortex 24h after tMCAO

induced in the acute or chronic EAE phase
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Figure e-3: Expression profiles of differentially regulated genes in the infarct core after
tMCAO induced in the acute or chronic EAE phase
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Figure e-1: Effects of 60min tMCAO induced in CFA-immunized and diseased EAE
mice in the acute EAE phase after 3h of reperfusion.

(A) Infarct size of CFA-immunized and diseased EAE mice sacrificed 3h after tMCAO
that was induced for 60min in the acute EAE phase. Box-Plot with 5-95% percentiles.
(B) Edema size of CFA-immunized and diseased EAE mice 3h after 60 min tMCAO

induced in the acute EAE phase. Box-Plot with 5-95% percentiles. * for p < 0.05.

Figure e-2: CD3+ cells in the striatum and surrounding cortex 24h after tMCAO
induced in the acute or chronic EAE phase.

(A) Number of CD3+ cells in the infarct core and surrounding cortex 24h after tMCAO
(ipsi) or the corresponding regions in the non-ischemic hemisphere (contra) in different
phases of EAE and (B) cell ration (ischemic/non-ischemic) of CD3+ cells. p-values of
Wilcoxon rank sum test comparing absolute numbers ipsi- vs. contralateral for every

group. * for p < 0.05.

Figure e-3: Expression profiles of differentially regulated genes in the infarct core after
tMCAO induced in the acute or chronic EAE phase.

(A) Box-Plots with 5-95% percentiles. Transcripts were analyzed with one-way ANOVA
with Bonferroni post hoc correction with adjusted p-values: * for p < 0.05; ** for p <
0.01; *** for p < 0.001. (B) Representative histological stainings of Arginase1 (green)
and GFAP (red) localization in the ischemic brain. 20 ym brain slices were stained with
respective antibodies, nuclei were stained with DAPI. Merged image shows no co-

localization of Arginase1 and GFAP positive cells. Scale bar: 100 pm.



Supplemental References: e-References

el. Enzmann G, Mysiorek C, Gorina R, Cheng YJ, Ghavampour S, Hannocks MJ, et al. The
neurovascular unit as a selective barrier to polymorphonuclear granulocyte (PMN) infiltration into the
brain after ischemic injury. Acta Neuropathol. 2013;125(3):395-412.

e2. Brown DA, Sawchenko PE. Time course and distribution of inflammatory and
neurodegenerative events suggest structural bases for the pathogenesis of experimental autoimmune
encephalomyelitis. ] Comp Neurol. 2007;502(2):236-60.

e3. Kleinschnitz C, Schwab N, Kraft P, Hagedorn |, Dreykluft A, Schwarz T, et al. Early detrimental
T-cell effects in experimental cerebral ischemia are neither related to adaptive immunity nor thrombus
formation. Blood. 2010;115(18):3835-42.

e4. Gelderblom M, Leypoldt F, Steinbach K, Behrens D, Choe CU, Siler DA, et al. Temporal and
spatial dynamics of cerebral immune cell accumulation in stroke. Stroke. 2009;40(5):1849-57.

e5. Gila Moalem RL-A, Eti Yolesi, Felix Mor, Irun Cohen, Michal Schwartz. Autoimmune T cells
protect neurons from secondary degeneration after central nervous system axotomy. Nature America.
1999;5(1):49-55.

e6. Schwartz M, Raposo C. Protective Autoimmunity: A Unifying Model for the Immune Network
Involved in CNS Repair. Neuroscientist. 2014;20(4):343-58.

e7. Quirie A, Demougeot C, Bertrand N, Mossiat C, Garnier P, Marie C, et al. Effect of stroke on
arginase expression and localization in the rat brain. Eur J Neurosci. 2013;37(7):1193-202.

e8. Zamanian JL, Xu L, Foo LC, Nouri N, Zhou L, Giffard RG, et al. Genomic analysis of reactive
astrogliosis. J Neurosci. 2012;32(18):6391-410.

e9. Hong Y, Tang HR, Ma M, Chen N, Xie X, He L. Multiple sclerosis and stroke: a systematic review
and meta-analysis. BMC Neurol. 2019;19(1):139.

el0. Raffaele Palladino P, 2; Ruth Ann Marrie, MD, PhD3,4; Azeem Majeed, MD. Evaluating the Risk
of Macrovascular Events and Mortality Among People With Multiple Sclerosis in England. JAMA Neurol.
2020;4(77(7)):1-9.

ell. GeraldesR, Esiri MM, Perera R, Yee SA, Jenkins D, Palace J, et al. Vascular disease and multiple
sclerosis: a post-mortem study exploring their relationships. Brain. 2020;143(10):2998-3012.



	Figure-e-1
	Figure-e-2
	Figure-e-3
	Supplemental References (1)



