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Acneiform eruption during peficitinib treatment

To the Editor,

The surface of the skin maintains homeostasis, which is essential
for the physiology of the skin to drive appropriate responses to external
environmental factors.! However, once the physiological function was
destroyed by environmental stimuli, decreased skin function leads to
the skin diseases.! Drug eruption is one of the triggers to cause allergic
cutaneous immune reactions to medications. On the contrary, unusual
skin clinical manifestation due to medications sometimes is observed
by novel medications, which help to get a better understanding of the

FIGURE 1 Clinical manifestation and
histological examination. (A, B) Clinical
manifestation during peficitinib treatment.
Erythematous papules with pustule were
observed in his back. (C) Histological
examination. A skin biopsy taken from his
back showed hair follicular keratinization
with inflammatory cell infiltration

around hair follicle. (D) Improved clinical
manifestation after topical corticosteroid
treatment

factor-mediated skin physiological function. Herein, we report a case
of acneiform eruption following a JAK inhibitor, peficitinib.

A 63-year-old male patient had been suffered from rheumatoid
arthritis, and peficitinib was administrated to relieve his arthritis symp-
tom. However, he recognized erythematous papules with pustules on
his back and chest and was referred to the dermatology department
for the evaluation of his skin eruption. On physical examination, ery-
thematous papules with pustule were observed on the back and chest
(Figure 1A,B). We did not conduct bacterial culture examination for
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this acneiform eruption. At first, we started to treat his skin eruption
by topical benzoyl peroxide as traditional acne vulgaris treatment;
however, his acneiform eruption did not respond to the treatment. A
skin biopsy taken from his back showed parakeratosis and hyperker-
atosis on the top of the hair follicle with inflammatory cell infiltration
(Figure 1C). Because his acneiform eruption was intractable by the
treatment, we tried to apply topical steroids of betamethasone butyr-
ate propionate on his acneiform eruption, which gradually improved
within one month under the continuation of peficitinib administration
(Figure 1D).

JAK inhibitor sometimes causes acneiform eruption; however,
the detailed mechanism and therapeutic option remain contro-
versial. Our case presented the hair follicle occlusion, and topical
steroid is effective; however, the detailed mechanism remains un-
clear. At least, follicular keratinization played some role as one of the
mechanisms of acneiform eruption in this patient. Acne is initiated
following increased proliferation of keratinocytes in hair follicle in-
fundibulum and enhanced abnormal keratinization,? which is regu-
lated by epidermal growth factor in some parts.® JAK-STAT signaling
also involves the down-stream signal transduction of the epidermal
growth factor receptor.4 Consistently, EGFR inhibitor cause acnei-
form eruption as the cutaneous adverse reaction. Although not all
patients, but some patients might show that JAK inhibitor plays in-
hibitory action in the development of follicular keratinization. On
the contrary, JAK inhibitors also have an opposite effect to suppress
keratinocyte proliferation showing the efficacy against inflam-
matory skin diseases in addition to the enhancement of epidermal
barrier function.®> Therefore, there might be a heterogeneity in the
distribution of JAK-related regulation of EGFR signaling involved in
the acneiform eruption.

As the treatment of this case, a topical steroid is effective for his
acneiform eruption following JAK inhibitor treatment; however, it
should be kept in mind that therapeutic options should depend on
their clinical manifestation of acneiform eruption during JAK inhib-
itor treatment.
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