The 46th Annual Meeting of the Japanese
Society for Investigative Dermatology

Morning Seminar 4

What does

“

”

itch

mean?

ｰ in atopic dermatitis and urticaria ｰ

12 . 5

2021.
Room A

30 minutes each

Live Streaming

Chairs

7:50 - 8:50

(question and answer)

＊The live webcast will be announced when you
register for the conference. You can watch
the live webcast from the viewing URL.

Masashi Akiyama M.D.,Ph.D.
Manabu Fujimoto M.D.,Ph.D.

The Department of Dermatology,
Nagoya University Graduate School of Medicine
The Department of Dermatology,
Graduate School of Medicine, Osaka University

Itching mechanism in Atopic Dermatitis

1

Session

2

SUN

Session

‑ from basic to clinical
Speaker Gyohei Egawa M.D.,Ph.D.

The Department of Dermatology,
Kyoto University Graduate School of Medicine

Itch of urticaria
Speaker

Michihiro Hide M.D.,Ph.D.

Hiroshima Citizens Hospital

Requests regarding this seminar and lecture

Please refrain from recording, video recording, camera shooting, and screen shots during this seminar and
lecture. It is also prohibited to upload any unauthorized photos to the Internet (Twitter, etc.). Thank you very
much for your understanding and cooperation.

Co-sponsored by The 46th Annual Meeting of the Japanese Society for Investigative Dermatology / Maruho Co., Ltd.

1

Session

Itching mechanism in Atopic Dermatitis
‑ from basic to clinical
Speaker
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Itching/pruritus is a skin-speciﬁc sensation that sometimes signiﬁcantly reduces quality of life in patients. Atopic dermatitis is one of the
diseases that can suﬀer from severe itching. The mechanism of itching is complex; not only nerves but also epidermal keratinocytes, skin
barrier function, and immune cells are involved in the etiology, and various molecules such as histamine, neuropeptides, opioids, and
inﬂammatory cytokines mediate itch in the lesional skin and central nervous systems. Understanding the mechanisms of itch is essential
to better management of atopic dermatitis since the itch-scratch cycle is a central pathogenesis of the patients.
In this seminar, I will summarize the current understanding of the itching mechanism in atopic dermatitis in an easy-to-understand
manner. As well known, itching in atopic dermatitis is resistant to antihistamine drugs, suggesting the involvement of other itch-inducing
mediators. In particular, essential role of type 2 inﬂammatory cytokines such as interleukin (IL)-4, 13, and IL-31, are now focused. In the
clinical setting, an anti-IL-4 receptor-alpha antibody, dupilumab, is used and sometimes brings about a rapid improvement of itching as
well as improvement of other skin manifestations. In addition, an anti-IL-31 receptor A antibody, nemolizumab, is awaiting approval.
(At the time of this abstract's submission). With the advent of these drugs, the management of itching in atopic dermatitis patients has
entered a new era, and dermatologists need to know how to use them and how they work.
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Itch of urticaria
Speaker

Michihiro Hide M.D.,Ph.D.

Hiroshima Citizens Hospital

Itch and wheal are the major symptoms of urticaria; both abruptly appear and disappear within 24 hours. The intensity of these
symptoms in urticaria is independent, but well correlated parameters for evaluating chronic urticaria. The way of itch sensation in
urticaria may vary among individuals, but is partially characterized by the subtypes of urticaria. The itch of chronic spontaneous
urticaria (CSU) tends to appear in the evening towards morning. Cholinergic urticaria (CholU) and delayed pressure urticaria may
develop pain rather than itch. Most cases of angioedema do not accompany itch.
Atopic dermatitis (AD) is another common pruritic skin disorder and shares many pathogenetic backgrounds with urticaria. Those
include the involvement of IgE, mast cells, histamine, and skin inﬁltrations of lymphocytes and granulocytes, such as eosinophils and
basophils. Of note, several studies have revealed that IL-31, a cytokine which transduces acute itch to the sensory nerve, was
elevated in not only the sera of patients with AD, but also the sera of patients with urticaria, and was identiﬁed in basophils in skin
lesions of CSU. Moreover, the increased serum level of IL-31 in CSU was decreased after treatment with omalizumab. However, the
level of serum IL-31 was not correlated with disease severities. Thus, IL-31 appears to be associated with a step in the pathogenesis
of urticaria, but needs to be further investigated in terms of the role in itch and wheal formation.
Among subtypes of urticaria, CholU is unique, not only because of painful sensations but also triggers that induce sweating, such as
exercise and hot-bath. It shares many characteristics with AD. Approximately half of patients with CholU currently suﬀer or have
suﬀered from AD. Up to two thirds of patients with CholU show type I allergy to human sweat components, represented by MGL̲1304,
a soluble protein produced by Malassezia globosa. Moreover, leakage of a sweat component has been demonstrated in dermis of both
AD and CholU patients, including patients who are not sensitized to the sweat antigen. Since human sweat contains substantially
higher concentrations of histamine, either sweat antigens or histamine may induce itch and/or pain by directly activating nerves or
via mast cell degranulation when sweat components are leaked into the skin. Further investigations and precise classiﬁcation of the
pathogenesis of urticaria are expected for better treatment of itch of such refractory disorders.
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