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LOCALIZED AMYLOIDOSIS OF URINARY BLADDER:
A CASE REPORT

Osamu Mivake, Masahiro Hosomi, Kiyomi MATsuMiva,
Toshitsugu Oxa and Minato TAKAHA
From the Department of Urology, Osaka National Hospital

Akihiko KuraTa
From the Department of Pathology, Osaka National Hospital

A case of localized amyloidosis of the urinary bladder is reported. A 82-year-old woman
visited our hospital with the chief complaint of miction pain and residual urine sensation.
Cystoscopic examination revealed a broad-based and nonpapillary tumor without bleeding on the
right lateral wall. A transurethral biopsy of this tumor was performed. A histopathological ex-
amination with H.E. and Congo red stains demonstrated amyloid deposition in the submucosal
layers of the vesical wall. Rectal biopsy and other findings suggested no deposition of amyloid
in other organs. On the basis of these findings, we made a diagnosis of localized amyloidosis of
the urinary bladder.

To the best of our knowledge, the present case is the 23rd of localized amyloidosis of
urinary bladder in Japan. The patient was asymptomatic after biopsy. We discuss the clinical

features and management of this disease.
(Acta Urol. Jpn. 35: 343-347, 1989)
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Fig. 1. Cystoscopy revealed a broad-based and
non-papillary tumor without bleeding on
the right lateral wall of bladder.

Fig. 2. Microscopic examination revealed eosin-
ophilic homogenous substance in the
submucosal layer in H.E. stain. (x200)

Fig. 3. In Congo red stain under polarized
light microscope, green birelringence
was observed. (x200)
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Hb 11.8g/dl, Ht 39.3%, WBC 7,800/mm? Neu
65%, Eo 1%, Ba 0%. Ly 21%, Mo 7%,

Plt 24.9x104/mm? mMm¥4{% ; TP 7.9g/d],
AJG 1.32, GOT 27UJl, GPT 20U/l, y-GTP 20U/
1, AIP 115U/1, LDH 227U/1, T. Bil 0.5 mg/dl, Na
144 mEq/l, K 4.6 mEq/l, ClI 10l mEqg/l, BUN 24
mg/dl, Cr 1.2 mg/d]l, JRE 6.3 mg/dl, Ca 9.5mg/
dl, FBS 93 mg/dl, AFP 6ng/ml, CEA 19
ng/ml, CA 199 35U/ml, IgG 1,620 mg/dl, IgA
195mg/dl, IgM 92mg/dl, RA (=), ¥k
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BEREsETT R - AREE Q0RFOALE) WBER 1.5 cm,
FKEMOAE, BEoLEEREEEREY R, K
I XA RBBUTEE D b e 2~ 1 (Fig.
D)., SHRERCIISMRERIHHRT 6N 7H
ORIBIEMATT AN v r LOBENED b,
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Table 1. Localized amyloidosis of the urinary bladder in Japan
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