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Abatacept-Induced Psoriasis

To the Editor:

A 63-year-old woman presented with a history
of rheumatoid arthritis of 7 years’ duration that
was treated with abatacept after treatment failure
with adalimumab and etanercept, respectively. The
patient presented to our clinic with a history of a
rash involving the palms of her hands and soles of
her feet of 4 months’ duration (Figure). Of note, she
was started on abatacept approximately 2 months
prior to the development of the rash and had been
off tumor necrosis factor o (INE-a) ,inhibiters
for approximately 6 months./She was seen by a
physician who assumed it was tinea pedis and was
treating it with topical antifungal medication. She
denied having lesions anywhere else on her body. She
initially treated the lesions with hydrocortisone but

switched to triamcinolone because hydrocortisone
was ineffective. The patient received a biopsy con-
sistent with pustular psoriasis showing hyperkeratosis
with parakeratosis and epidermal acanthosis with
elongation of rete ridges.

Psoriasis is a chronic inflammatory skin disease
thought to be driven by T cell-mediated cytokine
production leading to keratinocyte proliferation and
angiogenesis. The development of psoriasis has been
well-described in the literature with the use of
TNE-e, inhibitors:4? Additionally, the development
of psoriasis has been reported in patients with TNF-«
inhibitors and subsequent abatacept.** We suspect
that by attenuating)the second signal in regulatory
T cells in individuals with a genetic predisposition,
such as patients with polymorphisms in the genes

Side of the foot (A), sole
of the foot (B), palms of
the hands (C), and tops of
the feet (D) 8 weeks after
treatment with abatacept
was initiated.
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encoding IL-23R and IL-12B, an imbalance of Ty17
helper T cells may occur, promoting development of
psoriasis through cytokine production,’ likely similar
to what has been described in TNF-a mouse models
with an increase in Tyl7 cells leading to an increase
in IL-22.57 Our patient’s psoriasis was recalcitrant to
topical therapy and she decided to stay on abatacept
for her rheumatoid arthritis because her disease activ-
ity responded extremely well.

Sincerely,
David Silverman, MD
Alyce Oliver, PhD, MD

From the Department of Internal Medicine, Georgia
Health Sciences University, Augusta.
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