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PRIMARY AMYLOIDOSIS OF THE BLADDER: A CASE REPORT
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A case of primary amylodosis of the bladder, which developed 4 years after primary treat-
ment, is described. The patient is « 53-year-old male, who consulted our clinic with a complaint
of asymptomatic gross hematuria on October 1, 1983, Cystoscopic examination showed a tumor-
ous lesion involving right lateral wall of the bladder, which was resected transurethrally. No
malignancy was found by histopathological examination. About 4 years later, he consulted our
clinic again with a complaint of asymptomatic gross hematuria. There was a tumorous lesion in-
volving left lateral wall of the bladder on cystoscopy. Transurethral resection of bladder tumor
was performed under a diagnosis of bladder tumor. Histological examination revealed amyloido-
sis of the bladder, AL-type amyloid. Re-examination of the specimens resected 4 years ago
showed the same findings.

Biopsies from the tongue, skin and rectum disclosed no amyloid deposition. During these 19
months, he had no recurrence. This case was thought to be the first one of primary amyloidosis

of the bladder showing new recurrence reported in Japanese literature.
(Acta Urol. Jpn. 35: 1217-1222, 1989)
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UL L, BESEREC T, BENECEERFE
MED M. BREFOZECT, AKD 5%, 10
A7 A& REOEE RN L BT L. HWEASKRE
T, FEROKEREDOZMEDHh, BRI
RBdbhlehotc. F0H, EBERTH Tk, 1
BELRBE Lich ofc. 19874 3 A21H X b EIERMEA
REIMR 2O RS, 3 B24A, Yp2%Z2 L
fo. BMERER T, 4FINCRSbhcAAEALIE
T, EREENSSERE e TEH 4om DIEFL
FRIAESBEREY BD bR, 3 528 AR
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ABEREUE : AP EE. SRREBRIF. mAE 120
/80 mmHg. EFfER L, HEAR LU BIETES
IR ERRD T, KEY v HOERRBDLN
Mot

ABERRE R : RATR ; &E (—), & (-),
pH 5, & ; WBC 2~3/hpf, RBC 18~20/hpf, i
B (—), Bence-Jones &EH (—). m¥& FEHIRE ;
FRIFREL 378 X 104/mm®, FfiFk¥L 4,900/mm? (538 ;
St. 7%, Seg. 68%, FEo. 1%, Ba. 1%, Mo. 1%,
Ly. 22%), Hb 12.6 g/dl, Ht 37.1%, fu/Mgfk 26.0
x10¢/mm? BUN 134 mg/dl, Cr 0.7 mg/dl, Na
141 mEq/l, K 4.3 mEq/l, Ca 8.8 mg/dl, Cl 96 mEq
/1, GOT 15u, GPT 10u, LDH 273 U, AIP 77 U,
ACP 27U, PAP 04 U, #7%&H 6.7 g/dl (Alb 63.8
%, a1 3.7%, a» 11.3%, B 11.1%, r 100%), 7 4
7Y 7 —5 v 295 mg/dl, IgG 1,123 ng/ml, IgM 45
ng/ml, IgA 56 ng/ml, C; 24, C, 45, CEA 1.8ng
/ml, AFP 2.4 ng/ml, i1k 18 mm, 2 WK 4
2mm, RMfEZ class I, mE@HRG (-), LE
X : ZERRRL.

XRFARE : fomM v RG; BE L. PR
B, EHRBCRE L. BRERCEERIRS
b (Fig. 1). E## CT scan; BEMEMEERL DA
Wi -+ 5 G R bhtcn, BENEN~0R
Br XU, BRBY v SERIRDL hich o7
(Fig. 2). HRFBIREY ; BELYE, EEEESED
RS bhioh -7 (Fig. 3).
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Fig. 1. Excretory urogram showing bilateral
normal upper urinary tract and filling
defect on excretory cystogram.

Fig. 2. CT-scan demonstrating non-pedun-
culated bladder tumor involving the
left lateral wall.

Fig. 3. Pelvic angiogram showing no
significant abnormalities.
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Fig. 4. Light micrograph of the bladder tumor . . . o
showing marked infiltration of the in- Big. o sIt‘;g}ét mlcr!\ogr?.ph (g. t.}tle famorghous
a t 1L hvaline-li ~ ucture showing affinity for Congo
ammatory cells and hyaline-like struc red. (Congo red stain, x40)

ture. (hematoxylin-eosin stain, x150)
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Fig. 5. Light micrograph of the other section

Fig. 7. Polarized light micrograph of the amor-

showing amorphous structure in the phous structures showing the mixture of

lamina propria. (hematoxylin-eosin stain green and golden birefringence, typical
for amyloid. (Congo red stain, x40)

x40)
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eanbgaRAoEEMYRLE: (Fig. 7). B<v

5). CoiEREEWEE, Congo red ATV YA



1220 WRATE 35% 75 19894

AR Y O HILE TH Congo red Hefatf h kb
ek kb, CoEEEHEIL AL D amyloid
EHBALL. X5 kmERASBECRENLL Ben-
ce-Jones EALDED LAY, FIKfTLICE, LB
MEER XIOEBOEBRICTH amyloid DIfEXY R
Dighotcz L b, RAEGEREBEEMT $ v 1 ¥
YALBE &N, 1983 R U LR BABOBR
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TIiIvA F=YRIX, 73irnd VEANLFOLE
BECREUET 5 ERTHONHESE T, Table !
DEIRFTEEIh TS, 73 vA VYRR, BER
BAERELYETAELNT, A&7/ w7 ) YLEHE%XD
AL #E, mE+ o SAA (serum amyloid A) H
ko AA BAREM S0 E LTEET Hh, Wright

B, Bevr v VEABR LY, AA BT
A Congo red Jeapr K5 tERLI. ¥, K
RMT s rA N AERRERETHBCE I HE
12 AL IR HBL, BEHE7 ¢ =4 V- Y ROHHE
T AA BRI AZ LR XD, T ied FEAY
AL Rk AA BTHATS ZkiX, ZOT7 IR AF
REFED, FREELOERIRELS. FEADEE
)7 3 v FEADOHERSMN AL BIThrHr &, 2)

Table I. 7 :imrg F—oRADHHE

1) ERE7 IO -2
2) BEHBCAHTA7IOL K-V R
3 BRI RF-—v 2R
4) REH7IQAA K-
5) BFffE7 3aA K- 2
6) EAE7T IO K-V A

(BEEEBERET7 301 F— 2 A BANKH. 1 98 0FE)

Table 2. REMHBEMEENT  na ¥ — v RO KRBHREF

- & & F£5 -0 E B (Eht) I - S
1) F@Es? (1978) 43 - &  FERksGER TUR

2) BESY (1977) 43 -% ABEOME TER JEREER S YRR
3) kA% (1979) 33 -4 HBEMIUR TERERN 3553
4)Nakajima 5% (1980) 65 -5 QAEROME EREOLS TUR

5) MiEESS  (1980) 63 -F  AHIBOME SREOHM TUR

6) mKks" (1980) 68 -%& HERMIME  TES EEREER 3SR
7) HEHS® (1981) 42 -4 HEBEOIR =HF~KEHE TUR

8) Hms® (1981) 24 -5  HRMOMER FHB~HAE BB BEER IR
9) HHES' (1981) 59 -5 HNREMMER AREOH EERE 2R
10) mAES'® (1981) 60-%  HERNOMER K~ [ERE 2 R
11) gEgs' Y (1983) 56 -% HERMOME  EREE REN

12) @S (1983) 74 -%  HEBMMR TAR~KEE TERREER 53 Sk
13) /MUAS'™  (1984) 59 -%  HBOMR  =AR~%e TUR+DMSO
14) s (1984) 77 -5 ABRMOE ZHR~%R TUR

15) FH 518 (1985) 55 -#&  HERESH HE~=A TUR

16) Bl (1986) 61 -5 PERMIE BR~TEN R 2 1R
17) @mEs'” (1987) 83 -4 PIERMIMR  ERER TUR

18) a6 (1987) 60 -5 MBOMRE TESR TUR

19) Hgs'® (1987) 54 -% HENMR AHER~% BRiFe

20) Bk 52 (1987) 65 -& HR =R REFH

21) g%aA (1987) 55 -5  ARMMR

B
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Table 3. 1 g
1) £25R I8 608 IR i 37H
[ DM SO (dimetyl sulfoxide) BERB/EALEGHA 1 FI%XEE)

2) IEREER S IR 22/

3) BERtemRE 74

4) BIREE® 264

5) REH 54l

Table 4. BHERFERERBEBENT ¢ =14 ¥ — v AD®EF
-4 & & - MR WREMN BERM  EE (9RE) BRE COHM
Werner®*®  (1961) 61 - B EREO EREO TUR 4 £
Nagel**’ (1961) 57 - & GREO TUR 4 F
Kinzel?®  (1961) 36 -%  *kfil& EZ 5 BB ER 3 YIBR 6 &
Nagel?®’ (1962) 73 -8 b4 TUR 4
Narwani?”> (1966) 31 -%  HEREO E2:: TUR 5 £
Malek?!! (1971) 40 - & HE~kee 2R TUR 2 £
Strong?®  (1974) 32 -8B Z=AK Hfse et 16 &

ze) 80) 46 - ZHH~ H~=ff TUR 8%
Caldamone®®’ (1380) 65 E%ED ﬁﬂEﬁEEﬁ A
= 18 1985) 55 - g | H~= 3 TUR 10 &
FHS ( ) E- G | Y1) ¥E~ Emé‘aﬂ
(1987) 55 | HREE~ TUR 4 £F

B 55 5 Hh= %ﬁ’é‘ﬂ

ERMEHEYRDIC L, 3) MEEAORE K
L0t Bence-Jones BEEH T\ &, 4)FE, K,
BIVHEBOAKEZTT I v FOWRBELEDTZ
X, FRERPHEBNET I vd F—-vAEBHL
fo. ERHBRBHEBENT =1 F -2 AKX T,
Table 2 IET Z& & HBRAL 50T 2H0HED
b5, EEIL, 0~50ERNEL, BRERREDLR
fev. EFE, HERMMmMERAH0% % 5D T3, F
A, ARBRC S EOBRELH B, KPR
HO1Cir, AREE (14%), EMEE 33%), =A%
(19%), TB# (33%) Thoic. BEECOWTUL,
Rk nifdh 4% Table 3 ikt Malek BP0,
Bk Loz TUR, UBHO OISk %
REREHEEREYTRETHB EBRNT5. 1,
Hofer 5221, fERD B ¥ b Ish i, RN IRE
LTh S ElNTuv%. BB CTHLZ LxER
5L, BERERENEAFE L BEbhA, TOBEKRT
AL S Hié L7. DMSO BIEARUE'Y 34%
RxhpEGEE BEbhs. Table 4 KEREYR

TRREBENT 2 v 1 F— v 20@EfYRT. FH
LOHEDY, BEEEORUBZMTHY, BHEL
B CARIEMNL, ABE 1 GIBOBRBETHS &
Bhhs. BRECOHMN 4~5FLRV2E,
%7~ sub-clinical disease DIFELER RIET 5 HEY
L, REESEE VPSR KERBEED
WETHDH & Bbhi.
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Mz s L.

AL OWGIE, 4 338 18 B AWR Bk At Ry 2
TERELL.
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