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Homozygous Smpd1 deficiency aggravates brain ischemia/ reperfusion injury by mechanisms involving 
polymorphonuclear neutrophils, whereas heterozygous Smpd1 deficiency protects against mild focal cerebral ischemia
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Supplementary Figure 3. Smpd1 deficiency did not influence cerebral blood flow or 
brain swelling in 8-week-old or 16-week-old mice exposed to transient middle cerebral 
artery occlusion (MCAO). (A, C) Laser Doppler flow (LDF) above the core of the vascular 
territory of the middle cerebral artery, and (B, D) brain swelling evaluated on cresyl violet-
stained brain sections of 8-week-old (in A and B) or 16-week-old (in C and D) male mice 
harboring two alleles of Smpd1 (Smpd1+/+), one Smpd1 allele (Smpd1+/-) or no Smpd1 allele 
(Smpd1-/-), which were exposed to 30 minutes of MCAO followed by animal sacrifice 24 hours 
after reperfusion. Data are means ± standard deviations (SDs) (in A and C) or box plots with 
medians (line)/ means (plus) ± interquartile ranges (IQRs) with minimum and maximum data 
as whiskers (in B and D). No significant differences were found between groups (n=4-11 
animals per group). Scale bars, 2 mm (in B and D).


