ARENRTF FBEPAPVAIZKBBE YY) 7HEBERISEE D X ) = A LB

R A

KR R WK S A beH R
— 1.2

1 £ 1
Bl AE AGT

Chronic stress inhibits the recovery of permeability barrier function via induction of glucocorticoids as an end-product
of hypothalamic - Pituitary - Adrenal axis. In this study, we examined an effect of acute stress on the barrier function in
mice. Acute stress, which was induced by transfer of mice to a new cage and keeping them with a crowded condition for 12
hours, inhibited the recovery of barrier function after acute disruption by tape stripping. Chemical denervation by capsaicin
abolished the inhibitory effect of the stress. Intradermal administration of substance P, which is a candidate of stress mediator
in this system, inhibited the barrier recovery. These results suggest that acute stress inhibits the barrier recovery as well as

chronic stress via activation of peripheral nerve.
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Fig. 1 Acute stress inhibits the recovery of barrier function via
activation of peripheral nerves.
Stress was induced by transfer of mice to a new cage and
keeping them with a crowded condition for 12 h. Denervation
was achieved by systemic administration of capsaicin 14
days before barrier disruption and abolished the inhibitory
effect of the stress on barrier recovery. Data was subjected to
analysis by Student’s t-test. *P<0.05
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Fig. 3 Intradermal administration of substance P inhibited the
recovery of barrier function via induction of Th2 cytokine.
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Fig. 2 Pretreatment with neutralizing antibodies to Th2
cytokine did not fully abolish the inhibitory effect of the stress
on barrier recovery.
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Fig. 4 Intradermal administration of corticotropin-releasing
factor (CRF) did not affect the recovery of barrier function.
NS: not significant
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