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RESULTS
Extracellular CL increases the

INTRODUCTION CONCLUSIONS
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GFAP, thus indicating that CL. may
reduce chronic neuroinflammation.

- Extracellular CL upregulates the
secretion of MCP-1, suggesting its
complex regulation of
neuroinflammation.

- Overall, we demonstrate that
cardiolipin interacts with

mice (means + SEM) from four independent experiments
are presented. * P<0.05 according to the Dunnett’s
post-hoc test. P and F wvalues for the one-way

randomized blocks ANOVA are also shown.
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- Astrocytes are the main support cells
in the central nervous system (CNS),
and they have a role in regulating
Immune responses

Figure 2. Extracellular CL (20 pg/ml) upregulates
phagocytosis of latex beads by primary murine
astrocytes. This effect is blocked by the addition of
cytochalasin B (CytoB), an inhibitor of actin
polymerization. The average total fluorescence of 134-
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extracellular CL reduces
astrocyte activation, resulting in
an altered neurotoxic secretome
and phagocytic profile.

presented. ** P<0.01 according to the Dunnett’s post-
hoc test. P and F values for the one-way randomized
blocks ANOVA are also shown. The detection limit of
the ELISAs are represented as the dotted line. The

secretion of MCP-1 from control cells is represented as
the dashed line.

presented. The data are expressed in fold-change in
expression compared to control cells exposed to
growth medium only and are normalized to B-actin.
*P<0.05 and **P<0.01 according to Tukey’s post-hoc
test. P and F values for the one-way randomized
blocks ANOVA are shown.
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