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Fig. 1. The chest PA showed patchy consolidation in
both lower lungs.

B i
2-a,b. High resolutional chest CT showed
peripheral wedge-shaped lesion with feeding
vessel (arrow) and multiple small nodules in

Fig.

both lungs.

Fig. 3. Waters' view showed hazziness in both maxil-
lary sinuses.

~ol| 4] staphylococcus aureus”} sl|of

=415

ofAolgiet, o] F
9oy o9 wjekgAE 25
WA ZAL 2 Al 2EubsolA 4l
= Haolglol} 2o} ulgkale zaslel gl

FAX-AoIAE }E slsledel 284 wle] By
4% chel

Al #} 2ol =7)

R

7&240] )zl_o]rq/.-] §H7i golko

kol wilel] FHEEE J%
%Y (feeding artery)| %—%'El‘iiﬂ(Fig 2-ab), vl
= X-AAF oF= alebpo] EEbslo] glowi] HHuibd]

&7} D=2 (Fig. 3),

AE ZEE] HAL AA o Adialze] #Hgo] U
o] AstFe] Futsl b AlFal He] ¥l
(Fig. 4)

Xz % o 2AF 9k Feld W HAA B
4 ) QaE sl $EA A8} salicylate
2 H8d Adgstglon S sglo] Al A
sol l29uye AEes W, WAT Foh 242
Boj Wl 4¥ ARE sjglov] 2nsdel Hal FH
Z(status epilepticus) 2 ¥of 37l =] g 3}o]
A=l HulEdd, Folad, AR, i, AFA
= O =

Zgtsle] Wegener $o}5&
ANCA o447

o5

i
o

I=a
o

w

(s
0
,.q
ox
2 7
_>.:
h-.“
e
X
BN
e
o

Was B

— 11.76—



—& 55T FA(ANCA) FA9] Lo} Wegener §o}3

Y
Fig. 4. The findings of biopsy showed crescentic glomerulonephritis with

sclerosis and surrounding infiltration of multinucleated giant cells.
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A Case of Anti-Neutrophil Cytoplasmic Antibodies (ANCA)
Positive Wegener’s Granulomatosis

Won Tae Kim, M.D., Woo Jeong Kim, M.D., Joon Sik Kim, M.D. and Chin Moo Kang, M.D.

Department of Pediatrics, Keimyung University, School of Medicine, Taegu, Korvea
Kwan Kyu Park, M.D.

Department of Pathology

Wegener’s granulomatosis is a disease of unknown etiology that is characterized by the
clinicopathologic complex of necrotizing granulomatous vasculitis of the upper and lower respiratory
tract, glomerulonephritis, and variable degrees of small vessel vasculitis. Recently Antineutrophil
Cytoplasmic Antibody (ANCA) has been reported to be a highly specific test for the diagnosis of
Wegener's granulomatosis.

We have experienced a patient of Wegener’s granulomatosis in a 11 year old girl who was admitted
with complaints of arthralgia, hematuria, convulsion and associated with otitis media and sinusitis.
Serologic test of C-ANCA was positive and histologic findings of the kidney showed crescentic
glomerulonephritis with sclerosis and surrounding infiltration of multinucleated giant cells. Patient
was treated with pulse methylprednisolone without improvement. The clinical course progressed
rapidly and expired due to the renal failure, gastrointestinal bleeding and status epilepticus.

A brief review of literatures was made.

Key Words:
Wegener’s Granulomatosis, Antineutrophil Cytoplasmic Antibodies, Rapidly Progressive
Glomerulonephritis
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