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Elucidation of ﬁathogen@sis of septic encephalopathy and associated psychiatric
disorders and therapeutic strategies focusing on regulatory T cells
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Increased numbers of regulatory T cells (Treg) in the brain are involved in
the mechanism of recovery from sepsis-associated encephalopathy and sepsis-induced psychiatric
disorders. The sepsis mouse model in this study recovered anxiety-like behavior about 20 days after
sepsis induction. After day 15 of sepsis induction, Tregs increased in the brain and continued to
increase until day 60. These Tregs were thought to have infiltrated from outside the brain due to
low Ki67 expression. When the chemokine receptor on this cell in the brain, Tregs expressed CXCR3.
On the other hand, mRNA levels of CXCL-9 and -10, which are known as ligands of CXCR3, were
enhanced. These results suggest that Tregs infiltrated into the brain by the CXCR3/CXCL9/-10 axis

ggntrébuted to the recovery from sepsis-associated encephalopathy and sepsis-induced psychiatric
isorders.
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CX3CR1high macrophage and Treg in the brain may help to improve anxiety-like behavior in septic mice
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