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Supplementary Figure S1. Demonstration of the specificity of antibodies directed against
glutaminyl cyclase (QC; A), isoglutaminyl cyclase (isoQC; B) and CCL2 (C) in cortex of wild type mice
(WT) without ischemia (control animal) and in the respective knock-out mice (KO) in the control side
and infarct side of mice with experimental stroke at 72 hours after ischemia. For details of
immunohistochemical labellings see Methods section in the main text. (A) Note the labelling of
individual QC-immunoreactive neurons (arrows) in all experimental conditions of the WT
mouse (top) and the absence of QC immunoreactivity in the QC KO mouse (bottom). (B)
Note the labelling of numerous isoQC-immunoreactive neurons (arrows) in all experimental
conditions and reduced isoQC immunoreactivity in the infarct area of the WT mouse (top) and the
absence of isoQC immunoreactivity in the isoQC KO mouse (bottom). (C) Note the absence of CCL2
labelling in the WT control animal without stroke and in the control side of a WT ischemic animal,
but robust CCL2 immunoreactivity (arrows) in the infarct side of the WT animal (top). In the ischemic
CCL2 KO mouse, no CCL2 immunoreactivity was detected (bottom).



