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After publication of this work [1], an error was noticed
in Fig. 4B.

In the Cell Tracker column shown below on the left, an
incorrect representative image for Cell Tracker was used
for the NI-IgG condition (non-immune IgG control).
The error in this representative Cell Tracker image likely
occurred when updates were made to the representative
images in this figure during preparation of the manu-
script by mistake. The Cy3-Ap image for this NI-IgG con-
dition was correct and does not need to be replaced.

This error only pertains to the incorrect representative
Cell Tracker NI-IgG image in Fig. 4B, and does not affect
any of the analysis or conclusions presented in the paper,
as all quantifications were based on the Cy3-Ap (red) sig-
nal intensity representing A cleared by the cells under
different conditions.

The original article can be found online at https://doi.org/10.1186/513024-
018-0286-0.
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After carefully going back through all the raw data, we
found and selected the exact correct Cell Tracker image
for this particular NI-IgG condition shown in Fig. 4B cor-
responding to the Cy3-Ap (red) signal.

We would appreciate to publish erratum and replace
incorrect representative Cell Tracker image as shown on
the left side below (as published) with the correct repre-
sentative Cell Tracker image for this particular NI-IgG
condition shown below on the right side.

The correct version of the entire Fig. 4 with the correct
Cell tracker image for panel 4B NI-IgG representative
image is shown below. Nothing else in this figure needs
to be changed. The analysis or conclusions presented in
the paper remain the same as is, because the quantifica-
tions were based on the remaining Cy3-Ap (red) signal
intensity representing AP uncleared by the cells.
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Fig.4 LRP1 mediates clearance of aggregated Cy3-AB42 by mouse pericytes. a-b Multiphoton/confocal laser scanning microscopy of multi-spot
glass slides coated with Cy3-AB42 without cells (a), and with primary mouse brain pericytes cultured for 5 days in the presence of NI-IgG or
anti-LRP1, after siLrpT silencing compared to scrambled si.Control, and with RAP or vehicle (b). Scale bar, 50 um. ¢ Quantification of Cy3-Ap42
relative signal intensity on multi-spot slides after 5 days without cells (open bar on the left) and with pericytes in the presence of vehicle (control),
NI-IgG and anti-LRP1, after silencing with scrambled si.Control or si.Lip1, and in the presence of RAP. N =4 independent cultures (biological
replicates, see Methods); mean +s.e.m.; p<0.05 by One-way ANOVA followed by Bonferroni post-hoc test. d Quantification of TUNEL+ pericyte
cell death at 3 and 7 days after seeding on multi-spot glass slides coated with Cy3-AB42 in the presence and absence of NI-IgG and anti-LRP1, and
after siLrp1 silencing or si.Ctrl as in (b). N=3 independent cultures per group; mean £ s.e.m,; p <0.05 by One-way ANOVA followed by Bonferroni

post-hoc test
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