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SUPPLEMENTARY FIG. S2. The number of proliferating cells in the corpus callosum, external capsule, and fimbriae. An increase
(*p<0.05) was observed in the number of proliferating cells only at seven days post-injury (dpi) group for the total number of cells (A),
in the corpus callosum (B), external capsule (C), and fimbriae (D) between the brain-injured (cFPI CsA and cFPI IL-1f) and sham-
injured (sham CsA and sham IL-1f) groups, although not at two or 14 dpi. In graphs, results are presented as mean and standard error of
the mean. cFPI, central fluid percussion injury; dpi, days post-injury; CsA, inactive control antibody against cyclosporin A; IL-1f,
interleukin-1 beta.



