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Figure S1. Etiologic classification of ischemic stroke. CCL5 levels in control and ischemic 
patients taken at 0 days, 1 day, and hospital discharge (HD) according to the different TOAST 
subtypes: Atherothrombotic (n=11), Cardioembolic (n=16), Lacunar (n=2), Cryptogenic (n=5), 
and Undetermined etiology (n=2). Box plots represent the interquartile range with the median 
as a horizontal line. Whiskers encompass the maximum and minimum values of the 
population. *: p<0.05 vs Control; and #: p<0.05 vs HD. 
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Figure S2. Etiologic classification of hemorrhagic stroke. CCL5 levels in control and 

hemorrhagic patients taken at 0 days, 1 day, and HD according to the different TOAST 

subtypes: Supratentorial (n=39), Infratentorial (n=8), Lobar (n=14), and Mixed (n=3). Box plots 

represent the interquartile range with the median as a horizontal line. Whiskers encompass 

the maximum and minimum values of the population. *: p<0.05; **: p<0.01, ***: p<0.001 vs 

Control. 
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Figure S3. CCL5 levels and their association with the NIHSS score at admission. 

The amount of circulating CCL5 was measured in ischemic (A) and hemorrhagic (B) 

stroke patients at days 0, 1, and HD. For each pathology, patients were assigned to two 

subgroups defined according to their NIHSS at admission; good prognosis (NIHSS≤3) 

or bad prognosis (NIHSS>3). Ischemic patients with good prognosis (n=13) had lower 

CCL5 levels at 1d as compared to HD. Patients with bad prognosis (n=23) had no 

differences in CCL5 levels than controls. Hemorrhagic patients were also divided into 

good prognosis (n=22) and bad prognosis (n=42) subgroups. All hemorrhagic patients 

showed lower CCL5 levels at every time point in comparison with controls (healthy 

volunteers). No differences were found among groups of hemorrhagic patients. Box 

plots represent the interquartile range with the median as a horizontal line. Whiskers 

encompass the maximum and minimum values of the population. **: p<0.01; ***: 

p<0.001; vs Control; and #: p<0.05 vs HD. 
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Figure S4. CCL5 levels and their relationship with the NIHSS score 3 months after 

stroke. Patients were assigned to two subgroups defined according to their NIHSS at 3 

months (A,B); good prognosis (NIHSS≤3, n=22 ischemic, n=33 hemorrhagic) or bad 

prognosis (NIHSS>3, n=14 ischemic, n=31 hemorrhagic). Ischemic patients with bad 

prognosis had lower CCL5 levels at 1d as compared to HD. All hemorrhagic patients 

showed lower CCL5 levels at every time point in comparison with controls (healthy 

volunteers). No differences were found among groups of hemorrhagic patients. No 

differences were found between good and bad prognosis in either stroke group. Box 

plots represent the interquartile range with the median as a horizontal line. Whiskers 

encompass the maximum and minimum values of the population.**: p<0.01; ***: 

p<0.001; vs Control. ## p<0.01 vs HD. 


