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7-5.
Tyrosine kinase inhibitor imatinib suppresses vi-
tamin D3 analog-induced dermatitis in Balb/c

mice.
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[Background]

disease involving T-helper type 2 cells.

Atopic dermatitis (AD) is an allergic
Externally
stimulated keratinocytes release inflammatory cytokines
such as IL-33 and thymic stromal lymphopoietin
(TSLP), which exacerbate skin symptoms.
Inflammatory cells infiltrate skin tissue and increase
vascular permeability. Therefore, we hypothesized that
imatinib, which suppresses vascular permeability, may be
effective against AD. We investigated the effect of
topical applications of the drug on skin irritation and
pruritis in murine AD models.

[Methods]
daily with vitamin D3-analog (MC903).

later, right ears were topically treated with imatinib and

Both ears in Balb/c mouse were challenged

Six days

left ears with ethanol as vehicle control in addition to
MC903.

And cytokines were assessed using real time PCR. The

The skin was evaluated by immunostaining.

effect of imatinib on TSLP expression in primary mouse
keratinocytes (MKCs) was investigated by IL-4 and
TNF-a simulation. TSLP expression was measured by
real time PCR and ELISA, and TSLP signal was analyzed
by western blotting.

[Results] Topical application of imatinib significantly
reduced ear thickness, Evans blue leakage, scratch attack,
the number of infiltrated cells (CD4 positive cells,
eosinophils, basophils) in skin and IL-33,TSLP
expression in AD-like mice. In vitro, imatinib inhibited
phosphorylation of ERK in TSLP expression signals.
[Conclusions] Imatinib suppressed the production of
TSLP. As aresult, the symptoms of AD-like mice were

improved.
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