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Topical application of tyrosine kinase inhibitor
imatinib mesylate suppresses angiogenesis in im-
iquimod induced Psoriasis-like mouse model
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Psoriasis is a chronic inflammatory disease character-
ized mainly by skin inflammation and overgrowth of ke-
ratinocytes, scales and erythema, increased dilatation and
On the
other hand, PDGF, known as platelet-derived growth fac-

tortuosity of dermal papillary blood vessels.

tor, is upregulated in psoriatic skin lesions, but its accu-
rate role is unclear. In this study, we investigated the
effect of topical application of imatinib mesylate (IMT),
one of the PDGFR signal inhibitors, on the lesions of im-
iquimod (IMQ)-induced psoriasis-like mouse model.
IMT improved skin lesions in mice and suppressed sple-
nomegaly and vascular permeability. Histopathologi-
cally, the effect of suppressing inflammatory cell infiltra-
tion, epidermal thickening and vascular growth was
observed. We investigated the expression of cytokines
involved in epidermal proliferation and angiogenesis us-
ing cultured cells (mouse 3T3 cells). IMT suppressed
the expression of FGF1, FGF2, VEGFA in PDGF-stimu-
lated 3T3 cells.

inhibit PDGFR in psoriasis lesions and suppress the ac-

Based on the above results, IMT may

tion of cytokines associated with the pathophysiology of

psoriasis. Topical application of imatinib mesylate can
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be a new treatment for psoriasis.
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Inflammatory bowel disease of children with
MEFYV gene variants
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[Background] The number of children with inflamma-
tory bowel disease (IBD) is increasing and IBD is con-
sidered a complex disorder due to genetic and environ-
mental factors. Recently, monogenic IBD caused by a
single responsible genetic mutation has been attracting
attention as cause of childhood onset IBD. One of the
genes responsible for monogenic IBD is the MEFV gene,
which causes familial Mediterranean fever (FMF), an
autoinflammatory disease characterized by periodic fe-
vers with serositis showing abdominal, chest, or joint
pain. Although intestinal involvement in FMF have
been considered rare, recent studies have reported IBD
cases with MEFV variant diagnosed as MEFV gene-asso-
ciated enterocolitis which has good response to colchi-
cine, the therapeutic agent of FMF. However, there are
few reports of children with MEFV gene-associated en-
terocolitis so far.

[Methods])

between the presence of MEFV gene mutations and

In this study, we examined the association

symptoms and endoscopic findings in 11 children with
IBD.
patients with MEFV mutations and 4 patients without

In addition, cytokine profiles were analyzed for 5

mutations.
[Result]
endoscopic findings between children with and without
MEFV mutation.
in cytokine profiles between the two groups, but there
was a trend toward higher levels of IL-8, IL-17, and G-
CSF in the group with MEFV mutation.

A high background carrier rate of MEFV
mutation in IBD patients has been reported. Although

There were no differences in symptoms and

It is difficult to show clear differences

[Conclusion]

we consider the cases in our study to be different from

MEFYV gene-associated enterocolitis at this time, we plan
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