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A Case of Polyarteritis Nodosa Manifesting as a Neuropathy Following Influenza Infection

Dong-Hwa Lee', Jung-Ho Han', Mi-Kyoung Kim', Ok-Jun Lee’, Kwi Young Kang1

Departments of Internal Medicine' and Pathology’, Chungbuk National University Hospital, Cheongju, Korea

Polyarteritis nodosa (PAN) is a necrotizing vasculitis of the
medium-sized arteries. The symptoms and signs of PAN
include purpuric skin lesions, mononeuritis multiplex,
symptoms of mesenteric ischemia, and renal involvement.
We report the first case of PAN manifesting as a neuro-
pathy after influenza infection in Korea. A 68-year-old
woman had fever, myalgia, hyperesthesia of both hand and
foot, and lower extremity weakness. EMG findings showed
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severe sensorimotor polyneuropathy, such as multiple
mononeuritis. A sural nerve biopsy showed vasculitis and
Influenza A (HIN1) were positive. Our patient was treated
by glucocorticoid and oral cyclophosphamide, thereafter,
symptoms and signs improved. No recurrence has been ob-
served for five months.
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75.1%, WEZT 19.0%, SFHAT 42%, AT 1.4%), SH&
9.9 g/dL, dlntEZ | E 29.0%, 4% 294,000/mm’, 2
T A7 £5+= 111 mm/hr, CHHEH-E 5.06 mg/dL (3L
2]: 0.030]3h o2 F7hslo] 9loleh. Ashel 7 AbellA] AST
56 IU/L, ALT 21 IU/L, ALP 203 IU/L, 7 -GTP 26 IU/L, &
il 6.7 g/dL, SR 25 gdL, FHElFE] 0.4 mg/dL,
BUN 2.5 mg/dL, Z&loFeld 0.86 mg/dLth &M AAE=
albumin -, RBC 1~4/HPF, WBC 1~4/HPF ¢t} &3} o
N Auk Al vk A lA o] £2712 it BEZHA
A A, A Aol cyd FAE 24 ol
Row HIV A= g4t E4 1gGE 2,332 mg/dL,
IgAT 782 mg/dL, IgM e leh A H Aol A 7t
Bl Q1A= 465 TU/mL, Fel3kA|ef st 2 5312 34,
p-ANCA+ 1282 AAU (E31%]: negative < 150~ 180 < pos-
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Figure 1. Chest images (A) Chest
x-ray is normal without nodule or
infiltration, (B) Chest CT shows
normal lung and mediastinal
structures.
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Figure 2. EMG findings showed positive sharp waves and
fibrillations in the right abductor pollicis brevis. Electrophy-
siological findings are in accordance with severe sensorimotor
polyneuropathy, such as mononeuritis multiplex.
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Figure 3. Pathologic findings. (A) Moderate mononuclear inflammatory cell infiltrates are noted in small sized epinurial vessels (H&E,
x200). (B) Some epineurial vessels shows wall thickening and infiltrated with mononuclear inflammatory cells (H&E, x400).
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