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A Case of Wegener's granulomatosis
with obstruction of both anterior tibial and peroneal arteries
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Jae Min Park, M.D., Jung Sun Yoo, M.D., Joon Chang, M.D., Sung Kyu Kim, M.D.,
Won Young Lee, M.D., Dong Hwan Shin, M.D."

Depariment of Internal Medicine and depariment of Pfﬂhﬂfﬂg}-“ Yonsei University College of Medicine, Seoul, Korea

Wegener's  granulomatosis is characterized by necrotizing granulomatous vasculitis affecting
upper and lower respiratory tracts and kidneys. Vascular lesions commonly involve capillaries
and small vessels but, less commonly larger vessels.

We report a 46-year-old male patient of Wegener's granulomatosis associated with paranasal
sinusitis, pulmonary consolidations, glu::nmru.llfmr:plritim skin lesions with obstruction of both
anterior tibial and peroneal arteries. Several necrotic lesions of the foes had progressed fo
gangrene and both mansmetatarsal amputations were done. The patient continued to receive
cyclophosphamide and prednisolone.
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Fig. 1. Initial chest Xray shows consolidation on
right lower lung field.
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Fig. 2. Chest CT shows consolidation with multiple Fig. 4. Transbronchial lung biopsy shows denudated
low density and air cavities in superior surface, microabscess  and  multinucleated
segment of right lower lobe, histiocyte  infiltration on  bronchial mucosa.

(H&E stain; = 200).

Fig. 5. Nasal muocosal 11iup_-;:- shows poorly defined
Fig. 3. PNS view shows hazziness and mucoperios- gronulomatous  infilerate and - multinucleated

teal thickening on both maxillary sinus. giant cells mvolving focally small wvessels,
(H&E stain; > 400),
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Fig. 6. Kidney biopsy shows glomeruli  variable
from normal to crescent formation. Some
of glomeruli show fibrinoid necrosis  and
adhesion 10 Bowman's capsules. In the
interstitium,  patchy  monmomuclear  cell
infiltrations are seen(H&E stain; = 40),
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Fig. 7. Purpura and bullae formation on toes of
both feet and dorsum of right foot.

Fig. 8. DSA(Digits] Subtraction Angiography) of
both lower extremities shows symmetrically
tapered narrowing and occlusion of both
anterior tibial and peroneal arteries.
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