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Fig. 1 Macroscopic picture of resected sigmoid
colon of case 1. The arrow indicates the perforat-

ing site.
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Fig. 2 Microscopic examination of the resected colon of case 1. Necrotic and inflamatory
change is seen in the tunica muscularis beside the perforated site. Amyloid deposits are
observed in the tunica muscularis and vessel walls of the submucosa (A, H.E. staining X
200). This amyloid reveals an orange-red color by congo red staining (B, x200) and
positively stained by immunohistochemical staining using the antisera against ps-

Fig. 3 Microscopic examination of the jejunum of case 2. Amyloid deposits are seen in the
perivascular tissue of the submucosa (A, H.E. staining >x100). This amyloid reveals an
orange-red color by congo red staining (B, *200). Weakely positive staining is observed by
immunohistochemical staining using the antisera against the light chain of immunoglobulins
(C, x200).
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Fig. 4 Microscopic examination of the kidney of
case 2 ; H.E. staining X 200. Amyloid deposits are
seen in the vessel walls.

32 5721, BERENC BT AHEH 2 14, FEE B L O
ZCRRBEIZ D SN T T oA P RIEHBREIZ LD
RIETO T v BT A EB L 0B RE
ENFTECEDAL T I A F—YARET B LR
b s, ERICIIBE CEMERMTE 5 T n»wb 8,
JEHH2 4X2 3em ENESKEBRLRED Sk Moz
ZEENTIOA RV RAOERER ST EEEZIC
<y, ABERERE® S - EEREER, T I F—
YAWEB 2R bDEEZONL, FOMOER
FEERLTFHONT, FFEEWCT 304 F—Y A I3RD
s, HEMEEE7T I F—v R EFEZ
Tw3, ZEMETOMEE~DOY I FEREI L
BIMfTREEL, BAOEREEFEZ 5N 5, HEENE
FWBWT, EREERE (CTS) 2idCoved52
KME7 304 F—Y A (AH 7304 F—3 ) »BHEE
ERoTWnAY, TV Iaf NEERTIRERELI
W B-MGIZHELY, 7 2 a4 FiEBIEEDEX
DIESBIIB B B> TERS, AH7 204
F—3y ZOMEEEE L LTI}, 5204 VT X,
R ARSD SIEBEFLORESH D, WTNOE
By FiiE ST, BEEAD MG OLENHERS
NTWw3, B-MGUWEDEA L L TikEHichz 528
RERENTIC & BB EL TR S T 522, HERE)
R AER 1, WECTS o 2 £ iliE %25,
B3 EIYEBMOBHRES D - 72, YKL EBEOME
BBLUHEBIIE L-MGCOUME*ROTBH,AH T
S0 N=—YRTHDLEEZOND, £-MG thEDE
FEOMREY B L OHBOHEL25 s L, BEF
Bl 2NEOLFCIDFEANG|ERHIZINIHD
EEZONDL, BERBEFECBT 5 HEEELE, TH

FFMEBRA R REL LHLET s oA F—2 2D 24

HiistssE 278 115

HEECRELLT L, ERE L CidEBMEEL»%
WB BREERBEAORE A5 50, FORRAL
LTC7iud F—yABBEL TO-aEERb 55,
BEFITIZMMT £-MG EIXEE % = LcH, [T B,-
MG{EE £-MG k& & ORIz d £ D HEID 2w &
SN, T io4 F—y AFEO THRNIIH L W FETE
FIBOTREEET S04 F—v A0EHEERI
ANT, HAELUOHERET L 5080 2588 H
prBEhhnzd, €587 sl F—y 2T, BEHHE,
FREEMDO T EHEECHEEAT S0 FINET
3, INETT 104 F—v AL DHLEZETLOR
DY, FREELEFLLEEZ SN TV
#7294 Py 205 T 2EFPZT I T
AREMED B 5, VIBREAIC 81 % Congo red Heffiz &
37 204 FIEBEORE RS I REABRRaIC L3
WE7 204 F =y XOMEAHS, FREHbEs
FUEBIORRMIHIcEE L BHRER O O EFEZ N
5,
X o’
1) WEFCYR, AREE—, SHETF D HEETY s a4
F— 20, Bels 22:1239—1245, 1987
2) Herskovic T, Brthlomew LG, Green PA:
Amyloidosis and malabsorption syndrome.
Arch Intern Med 114 : 629—633, 1964
3) Gilat T, Spiro HM: Amyloidosis and the gut.
Am J Dig Dis 13 : 619—633, 1968
4) Jarnum S: Gastrointestinal hemorrhage and
protein loss in primary amyloidosis. Gut 6 :
14—18, 1965
5) Gupta OK, Tandon RK: Intestinal malabsorp-
tion, Obstruction, bleeding and perforation in
primary amyloidosis. J Assoc Physicians India
24 © 395—398, 1976
6) Levy DJ, Granklin GO, Rosenthal WS: Gas-
trointestinal bleeding and amyloidosis. Am J
Gastroenterol 77 © 422—426, 1982
) Battle WM, Rubin MR, Cohen S et al:
Gastrointestinal-motlity dysfunction in
amyloidosis. N Engl J Med 301 : 24—25, 1979
8) Gilat T, Revach M, Sohar E: Deposition of
amyloid in the gastrointestinal tract. Gut 10 :
98—104, 1969
9) Castleman B, Kibbee BU : Case records of the
Massachusetts General Hospital. N Engl ] Med
263 . 647—651, 1960
10) Akbarian M, Fenton J: Perforation of small
bowel in amyloidosis. Arch Intern Med 109 :
815—821, 1964

Y



19944111 107 (2475)

11) Griffel B, Man B, Kraus L: Selective massive 18) e RIBH, KHEFIK, EH Kizh I EFEHEIC
amyloidosis of small intestine. Arch Surg 110 : BULZHRMT o4 R—v R, BFLE 21:
215—217, 1975 407-—411, 1988

12) ENEE BANT, 4 BE L BYE 19) Skinner M, Cohen AS: Amyloidosis. Clinical
Amyloidosis & L E g Fl.. BHKE 34: and biological characteristics. Edited by
839—844, 1986 Wagner BM, Fleischemajar R, Kaufman N.

13) EARME, (WHSEE, MEREE D | MBI %3k Connective tissue. The Williams & Wilkins Co,
L7zmREENELEE7 S o4 F—v A0 1 6. HE Baltimoe, 1983, p97—119
HNHESEE 49 1 527—531, 1988 20) Schwartz A, Keller F, Seyfert S et al: Carpal

14) FRAS, ZWEE, —EHFERIEZ» D NBEELE tunnel syndrome : a major complication in long-
BIL7Iof F—y XD 14%l, HEN=EE term hemodialysis patients. Clin Nephrol 22 :
23 : 2683—2686, 1990 133—137, 1984

15) Heitzman EJ, Heitzman GC, Elliot CF: Pri- 21) Gejyo F, Yamada T, Odani S et al: A new
mary esophageal amyloidosis. Arch Intern Med form of amyloid protein associated with
109 : 595—600, 1962 chronic hemodialysis was identified as f2-

16) Ganzoni A, Schneider J: Magenperforation microglobulin. Biochem Biophys Res Commun
bei generalisierter primarer amyloidose. 129 1 701—706, 1985
Schweiz Med Wochenschr 111 : 1479—1487, 22) AR, RG], FHIEXREBIZD | RIEETR
1981 FHOMHELE7 30 F—v AL B4V 72D 1

17) Sanchez JAG, Molinero RM, Sayans JD et al : #l, KEEMHTSEE 9 107—113, 1991
Colonic perforation by amyloidosis. Dis Colon 23) e HE, & BE, U BiE» D TEEEER
Rectum 32 : 437—440, 1989 B, My ek T4, i 50 0 733—737, 1992

Two Cases of Gastrointestinal Tract Perforation in Amyloidosis

Itasu Ninomiya, Genichi Nishimura, Hidenori Hashimoto and Akitaka Nonomura*
Department of Surgery, Naruwa General Hospital
*Pathology Section, Kanazawa University Hospital

We encountered two cases of gastrointestinal tract perforation due to amyloidosis. The first patient
was a 56-year-old man who had been treated by hemodialysis three times a week for 19 years for chronic
renal failure. An emergency laparotomy, performed under a diagnosis of perforating peritonitis, revealed
perforation of about 1 cm in the sigmoid colon. The sigmoid colon including the perforated site was
resected. Histopathological examination showed severe deposition of #2-microglobuoin as amyloid
protein in the tunica muscularis and vessel walls of the submucosa. This amyloid protein deposition may
be caused by long-term insufficient hemodialysis. The second patient was a 68-year-old man who was
diagnosed with perforating peritonitis 6 days after nephrectomy because of a right small renal cell
carcinoma. An emergency operation revealed a spontaneous perforation of about 5 mm in the jejunum.
Histopathological examination showed deposition of the light chain of immunoglobulin as amyloid
protein in the perivascular tissue of the kidney and the jejunum. A post operative general examination
suggested primary amyloidosis.
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