
SUPLEMENTARY INFORMATION 

Table S-1 Biomarkers derived from the biomarker panel proposal and their relation to Small 
Vessel Disease and Large Vessel Disease Subtypes 

Proteins Small Vessel Disease Large Vessel Disease Ref.  
NR2    

GFAP  + [1] 

MMP-9 + + [2], [3]–[5], [6] 

vWF + + [7]–[9], [10], [11] 

S100β    

IMA index    

Albumin  + + [12], [13] 

AT-III +  [14] 

Fibrinogen  + + [15]–[17] 

 

Table S-2 Biomarkers derived from the biomarker panel proposal and their relation to 
Hemorrhagic Transformation and Secondary Ischemic Injury 

 

 

 

 

 

 

 

  

Proteins Hemorrhagic 
Transformation  

Secondary 
Ischemic Injury 

References  

NR2  + [18] 

GFAP  + [19] 

MMP-9 + + [20], [21], [22] 

vWF + + [23], [35] 

S100β + + [24], [25] 

IMA index    

Albumin  +  [26], [38] 

AT-III  + [27], [43] 

Fibrinogen  + + [18][28], [29], [30], [31]  



Table S-3 Biomarkers derived from the biomarker panel proposal related to Large Vessel Disease 

and Cardio-embolic Subtype. 

Proteins Large Vessel 
Disease 

Cardio-embolic Ref.  

NR2     
GFAP +  [1] 

MMP-9 + + [2], [3]–[5], [6] 

vWF + + [7]–[9], [10], [11] 

S100β    

IMA index  + [32] 

Albumin  + + [12], [13] 

AT-III  + [33],[14] 

Fibrinogen  + + [15]–[17] 

 

Table S-4 Groups evaluated by ROC analysis derived from articles included in the systematic 
review 

Groups evaluated by ROC Curves Number  

IS vs. mimics 3 

ICH vs. mimics 1 

AIS vs. others 4 

IS + ICH vs. mimics 1 

IS vs. ICH 3 

ICH vs. others 1 

ICH vs. Control 1 
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