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The authors have retracted this article [1] because a
line was omitted from the data sheet; this was due to a
bug in the analysis scripts. This resulted in shifting la-
bels, and incorrect label annotation files for 10 out of
100 samples.

The authors have repaired the labels and re-analyzed
the data. While many of the conclusions remained un-
changed and validated by other methods, some conclu-
sions cannot hold anymore. A detailed description of the
major changes is as followed:

1. The conclusion in the original paper was that
NAWM is more similar to WM control than to MS
lesions (Fig.3). This was based on the low number
of significantly differentially expressed genes (DEGs)
between NAWM and control WM. Now, the
number of DEGs in the NAWM increased
significantly compared to control WM: several new
genes have been discovered, and the authors also
found 16 unique genes in NAWM that are
differentially expressed and are not present in any
lesion type (see Figure 1 below).

2. The conclusion in the original paper that chronic
active lesion was the most distinct lesion type is still
valid, as a new Venn diagram (Figure 2 in original
article, see Fig. 1 below) now indicates that chronic
active lesion has the highest number of unique
genes compared to the other lesion types. However,
the heatmap presented in Figure 4 that showed 62
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genes separating chronic active lesions from the
rest of lesion types is now incorrect: the new
heatmap consists of 965 genes, where only 24 of
those 62 genes in Figure 4 are still present. Further
analyses are ongoing.

3. The conclusion in the paper that the authors found
three molecular markers that may be specific for
the different lesions has also been changed. The
gene of CD26 is still significantly upregulated in
NAWM and expressed by microglia. (ii) However,
although CHI3L1 is present in chronic active
lesions by astrocytes in the rim, verified with
immunohistochemistry (IHC) and RNAscope, its
gene expression is not significant. (iii) The authors
also found TGFbeta-R2 in a repair specific network
(Fig.6) and verified its presence in astrocytes in
remyelinating lesions by RNAscope and IHC. How-
ever, TGFBR2 is significantly upregulated in other
lesion types as well.

All authors agree to this retraction. The authors
have been offered to submit a revised manuscript for
further peer review.
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Three main differences:

1. No unique differentially expressed genes have been
found in the NAWM in the previous analysis (Figure 2
in the published article).

Number of genes in the re-analyzed dataset: 2. Chronic active lesion type had the least number of

unique differentially expressed genes in the previous

c”'b% 4 analysis, but has the highest in the re-analyzed

el dataset.

3. In active and repairing lesion types, the number of
differentially expressed genes are less than reported
in the published article.

Fig. 1 Updated Venn diagram
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