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Summary : A 52-year-old male was diagnosed in 1983 as having polyarteritis nodosa
on the basis of Raynaud’s phenomenon, purpura of the lower limbs, leukocytosis, proteinur-
ia, and histological findings of the kidney, skin, and muscle. The patient had since been
administered corticosteroid but was admitted due to abdominal pain and fever in late
March, 1984. Tenderness and muscular defence were noted in the right abdomen.
Abdominal CT and ultrasonography demonstrated a very large cyst-like image with an
invaginated structure. The swelling of the right abdomen was considered to be gallbladder
abscess and was resected, but it proved to be peritoneal abscess. In the pus, the gallbladder
that dropped spontaneously at the neck was observed. The histological diagnosis was
gangrenous cholecystitis, and the condition was complicated by fibrinoid degeneration of
small-sized vascular lesions and perivascular neutrophil infiltration. The cause of the
peritoneal abscess in this patient is considered to have been necrosis and perforation of the
gallbladder, which had been rendered ischemic due to cholecystic arteritis.
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Table 1. Laboratory examination on admission

Urinalysis II 9
) protein (H) TTT 3.7KU
glucose (=) ZTT 48KU
sediment AL-P 9.8 KAU
RBC 100 and over /HPF GOT 32KU
WBC 2~4/HPF GPT 26 KU
finely granular LDH 475U
cast +) Ch-E 0.91 4PH
RBC cast +) y-GTP 24 mU/ml
ESR 85 mm/hour LAP 2220
CBC T-bilirubin 0.9 mg/dl
RBC 459 % 10* /mm?® D-bilirubin 0.6 mg/dl
Hb 14.9 g/dl S-amylase 158 IU/1
Ht 428 % U-amylase 1,161 1U/1
platelet 19.7x10* /mm? FBS 142 mg/dl
reticulocyte 15 %o T-cholesterol 174 mg/dl
WBC ' 18,500 /mm?® TG 131 mg/dl
Blood chemistry BUN 24.2 mg/dl
T-protein 5.5 g/dl UA 5.2 mg/dl
Alb 50.0% creatinine 1.7 mg/dl
Gley 119% creatine 1.71 mg/dl
a 17.8% CPK 410/1
9.3% aldolase 2.0 mU/ml

¥ 10.9 %

Na 140 mEq/1 IgG 924 mg/dl
K 45 mEq/1 IgA 160 mg/dl
Cl 98 mEq/1 IgM 469 mg/dl
S-8MG 3.4mg/l IgE 310 IU/ml
U-gMG 250 ug/1 C3 80.0 mg/dl
U-NAG 46.8 U/1 C4 32.6 mg/dl
HbA, 10.6 % CH50 428U
CG 57mcg/dl ANF 10 x
Tumor marker anti-DNA Ab (=)
elastase 1 1,000 ng/dl anti~-ENA Ab (=)
CA19-9 24 U/ml LE cell (=)
CEA 1.9 ng/ml LE test (=)
AFP 8.4 ng/ml anti-platelet Ab =)
ferritin 600 ng/ml immune complex (=)
TPA 130 U/1 lymphocyte subset
procollagen 3 25ng/ml T cell 66 %
Immunology B cell 10%
CRP (6+) blastoid formation
RA +) PHA 11,220 CPM
RAHA (—) (50,056 +5,576 CPM)
ASLO (= ConA 9,417 CPM
microsome test (—) (41,254+7,700 CPM)
thyroid test (G) IgG-FcR T cell 4%
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Fig. 1. Clinical course.
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Fig. 2. Left: A plain abdominal radiogram on admission reveals
air-fluid level in the colon. Right: Thirty-seven days later, a
large mass shadow is observed.
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Fig. 3. Serial three CT scans demonstrate pro-
gressive expansion of cystic lesion (mid-
dle and bottom), which is not observed on
admission (top). Cystic lesion contains
ring-like low density area inside.
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Fig. 4. Left: Anterior projection of ®’Ga citrate
scan shows a large egg-like uptake with
central filling defect. Right: Ultrasono-
graphy reveals cyst-like structure in the
abscess.

Fig. 5. Gross photograph of the gallbladder wall
having floated in the abscess. This is
missing from the neck of the gallbladder.
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Fig. 6. Photomicrograph of the missed wall of the
gallbladder. The wall is necrotic through-
out. (HE staining, x30)

PN 0 IEHHZ PN i2E & LT/« FEIIRICEESE#
FRERRTY, LEUIEH/NEIR, EM0EIEESL
5. MAERED 7 4 7Y 7 4 FEIEIAEE ORI
Bchb, Wi (EBH) i@k X OCmEREO
SRKAMKREER AL, B EREED ik
BEREE L BEERIGAR bR S, KEELIE ML E R
OBV > THETHDTH B4, KEBAIEF
T I B3 L e BRI RICREET 5 0T, 0O
fEnHm A E T S5, —F, MR X b mEPIRE
NHET S LEEYERT S,

PN DEEERZ | PN QBN MERER, HL W
D0 SIFEERE L b 0 THIREET 2 O0VEH T
B0, FOFMIEFHIEL FHTHH, EIFHER
BRIk, EERE L O, &, KE, 2k
5 ENBIIRCH B, £ DIcdIc PN X& S0 L
MREREETHOTH S,

Fig. 7. Vasculitis with fibrinoid necrosis and
inflammatory cell infiltration is observed
in the subserosal connective tissue
obtained from the neck of the gallbladder.
(HE staining, x240)

Fig. 8. Small artery shows marked fibrous thick-
ening of the intima with many recanalized
channels. (HE staining, x120)
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