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= Abstract =

Three Cases with Cutaneous Polyarteritis Nodosa

Ki Tae Bang, M.D., Hwan Herr, M.D.*, Myoung Jin Kim, M.D., Bo Han Lee, M.D,
Kang Woo Bae, M.D., Yoo Chan Kim, M.D.**, Hyun Kyu Chang, M.D.

Department of Internal Medicine, Dankook University, Cheonan, Department of
Dermatology*, Ulsan University, Gangnung, Department of Dermatology*¥,
Ajou University, Suwon, Korea

Systemic polyarteritis nodosa is a necrotizing vasculitis that involves small and medium-sized
muscular arteries in the multiple organ systems, whereas cutaneous polyarteritis nodosa (CPAN)
is a localized disease characterized by necrotizing vasculitis of small and medium-sized arteries
in the skin without life-threatening organ involvement. CPAN is usually limited to skin, muscle,
and joints. It is chronic but takes a benign course. The most common cutaneous manifestations
include nodules, ulcers and a livedo reticularis pattern on the extremities. We describe three
cases with CPAN showing necrotizing vasculitis on the skin without systemic symptoms or
visceral involvement. In Korea, most previously published cases with CPAN have shown a good
response to a short term of corticosteroids or colchicine administration. However, two of our three
patients required another immunosuppressive agent in addition to corticosteroids to manage their
intractable skin lesions, and the remaining one showed a good response to a short course of
prednisolone. In addition, there was one patient with CPAN having hepatitis B surface antigen,
which might be associated with his refractory skin disease.

Key Words: Cutaneous polyarteritis nodosa, Necrotizing vasculitis, Refractory skin dis-
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(A) A biopsy specimen from the right forearm
revealed a fibrinoid necrosis with fibrin and
mixed cell infiltrates in a subcutaneous medium-
sized artery (H&E, x100). (B) Skin biopsy was
performed on the anterior chest wall: the af-
fected two small arteries showed fibrinoid ne-
crosis and a florid inflammatory cell infiltrate
(H&E, x200). (C) A small artery with marked
fibrinoid necrosis and mixed-cell infiltrate was
seen on the deep dermis of anterior aspect of
the right lower leg (H&E, x400).
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