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Fig. 1. Amyloid deposits form nodule in the mesangium extending to
the capillary wall. X 200, H & E stain.

Fig. 2. Argyrophilic membrane is distinct on the outer aspect of the

amyloid. X 200, PAMS stain.

Fole Hato] A=, Fejd AFE X Axp
oA WAaxgle}, 2248 Congo red staingt ¥ #33
vl o2 A3t apple-green 4o FFA o] AT
A, 24, 3y o AAxH 7jAE o} FaFo
2 #5393 (Fig. 3).

HAY WA 23 Az E 5§ telo] ol
2o gol F2] dd ¥ FAAASN ¥Fd A
IgG, IgM, IgA, IgE, C;, Cig, C,, fibrin, albumin,
kappa, lambda, properding] 3z Q5] A 3}
glom Cy2} lambdar} oFslx| gt FU& i v Eelg A
o] FAE Y o€ T4 o2 el

Hyxx|sl8t™ 4AH  Anti-AA9} anti-prealbumin
2] %7}x] antisera(Dako)& o|-$3tgtt, AA s
prealbuming °olu] B 13 uhgoz AA slglorld
9 PAPW Y & A} 831419 anti-AA ¢} anti-pre-
albumin €3-S 1:4000, 1:200022 7zt 3435}
Adeigel, 2 A5 anti-AA YA o) didfed Ao
=] 91 o (Fig. 4),

XEO|ASY 28 4£°Coll MEH 24 & 2.5%
glutaraldehyde €-°8 (0.1 M phosphate buffer, pH 7.
2.2 1~4TC oA 243t A< 33 0.1M phos-
phate buffer2 AX & £ 1% 0s04 &fol 247t F
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Fig. 3. Picture photographed in polarizing light shows orange-green
birefringence of amyloid. X 200, Congo red stain.

Fig. 4. Immunoperoxidase (PAP) staining with anti-AA serum shows
nodular deposits of amyloid in the mesangium and hilar

arteriole. X 200.

2L T H AL buffer ez AH3d AA
ethanol2 ® <433 propylene oxides X 33 %
Luft b %] &% epon LH-E2 Eoldled 37°C o4
12417}, 457Cell 12417}, 60°Coll 48A17H8<t x| 3hed
dFHL A7k 2old 238 1um FAZ G-
% toluidine blue F4-& A5t 24 B A3
g, Sorvall MT-50008 ultramicrotomes] Dupont
diamond knife¥ -33sled 3194 (40~60nm) 2 7H4]
AE vehle 28 do] gridel ¥2x|7 F
Watson'” % Reynolds ¥ ®o) ¢ 3} Uranyl acetate
9} lead citrate2 o|FA 9 A-g 445 Hitachi H

-600% FRAAEn AT DA} olydRolz Y
4452 non branching rod2 FA 5] glod =z
ol ALz ol A2E]o] glz 9 nAlYRe F|Ato s
7¢5]o] 1k (Fig. 5 and 6),

| &

oful 2 o] F Bl A Al A A== Y5 3
V2 oeid glown® o Azl FAME b ¥
2Eo] 9l Watanabes¥& AF7-4 9} =A@ ol
2] Jae] Hejo] wre} nodular typed} diffuse type &
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Fig. 5. Electron microscopic finding shows large mass of amyloid in

the basement membrane. X 10,000, Uranyl acetate and lead
citrate.

Fig. 6. Randomly, haphazardly arranged and nonbranching amyloid
fibrils are seen. X 40,000, Uranyl acetate and lead citrate

2 $R39om Dikman$2Ve AbTAlol|x]e] w2k 90L& ollzolEs 28 2 AEY ) o} H2e)
w2} 4 group & segmental, diffuse, nodular, mixed o gt Al Al d 3 FALEE oFARS ¥elctn B Fl u)
nodular-diffuse® ¥-F3tgct, £2¢ =84 Holvt & 7} Yok =3 F2 ddolal AP ol Rol=Fr B
7o 2 Ansell$} Jocks¥?23 Moorthy$} Burkholdes % ®l7} gleb®, =31 wiod stz ql opa zol= 35

— 628 —



—ul g 9] 491 ; Aol Ro|TE 1o —

A4 A =A A 279 B4 g wasl =8A
Aedl ol2l§ WAHlA Dikman$E o)xA4 oldz
oleFdl AFA Siel WM Wrin vwdn Y=
KMnO4 method & ©] € 3} o Kemeny and Na-
kamodo$"& AL o} 2ol=F o 2 ¢ ojatdd <
AR B glcha §ic}, Watanbe5?9-& t}A] AFfA|ol A
2] ol g ol= Ha-g Yetha Ao e} 4714 2
22 2339+ 3A+E mesangial nodular type(25
o), €4+ mesangiocapillary type(19 o), A#AE
perimembranous type 2.2 $2 7] A 9}e] Aly] s} A&
(6 o), YA« hilar type 2.2 F2 dF5Hol| A3
{11 &)z ¥ 38w mesangiocapillarys} perim-
embranous types] AL o} 2oz} 79% & <3}
I 3, =3 ASFF AL ol zolxs} o] &3
A BA=E Y olw] == ¥H o 2+ perimembranous
typeol Beha et ak4 AlFAvE Y3l ojda
o] = A #}o| £ulE mesangial nodular typee] &3¢}
3 B REHA ofd 2ol chil o] A FH Hewt
A, dAA o oo} A Aol lthn g
Alot 2ol = F 9 Zx7|oll& spotty =€ segmental®
A= 29 H 7 ol Zo|=F v o] Hefthd 472 A
249 ATAE FHA e A 2R Acko] Feol3}
A ¢okc}, Shiiki®} Watanabe 59 R332 =29 gt
A mofz) A3tA FHoke] d@AdE AAST Urh
Type 1 mesangial nodular patternel A & A 9] 7}
AAhio|gl o type Il perimembranous pattern®
A8l AL o}l 2ol =g, Type II mesangiocapil-
larye] mixed pattern=l+ AL #¥olvi type IV hilar
pattern®i= AA o}l 2eol=gidn ¥udgct ol
T Yeigql ook AA Y AL e AL
Shirahama®} Cohen$?"x 21 % vlz} ok, AA &
Wof] v]Eled AL & ARFAolA] o] miiil ez A
atxlct, Watanabe$} Saniter5%o 23l AL xby-g
Aol 2AYYR ]9 4ol YAs]o] Al o4t
A3 2AYYRGo 2 VAot da Yn ® o] ¥
o ol 2 ol 419 oAbz 39 AL Mol Y&
the ¥ 3% glejeRes)

olg| g olhzolr e YAI|AL olUolz ATE
Aol FF& wetoid ZAYAL F4Y F AR
lysosomal enzyme ®b-g3le ojejqt epdze|ro]
el 2 Agicia oo,

Aol A AF uiebile] AAFFFulE ALY o}
RoluFo] v £3p ojmje] J}L T2 J|A o] A
g}, olaq A2 7| Aol A AL XAl
YAt A o| yrinary space2 WA UsbA Hod =3}
AL £42 op2ole YA} spiculesE
g T B8 dojua oL =3 AoAxe F
AE71e ot 4oz dAis]o] glep0, oo
2§ o7+ Watanabes®# MackensengsVol] o3t
ART-A oA 2] ol Z ol = A ate) ok& WA creatinine
9] F7he} Fais]o] gk Baeke YA}, 237 4
54 9 AlEAe type 19 o] 314 L85 ATA
ofdzolue] YW P olYRolcs) UHF
AA 7 Ygedl ol A& A creatinine F= 9 7HA A
Af-3tsts AR BAE Aok, MackensenF e A
YA E o] &3 ATellA] AL ofz 2o
= Fat obve} A4 AR-3te] Aaz xedcka 3
A dF o zol=g Ao 7hA4 df-3he AlYA
229 AA vE3 Aoty 3lxch F P of
segelz Jaoz Qi s Yo] FANEE 2w A
ol Al o] £42 2A YT, AL ofd 2ol =Fof
vlaai A AA ol 2ol Gl Hgwlo] el 4 A
Yojdrhes B s} Qlom2sd m it A4y o F4F550
AF#H ol HIAE of A YW Pobe B
E t}*®, Falckd?9& o34 ol 2 o] Fo] AT 4|
ole 79 o] glo] ol Fate] glomy Al
RAcz AP M-S 2x dpgich g9k 417
T AL A, ¥4 9 e %9 89le
A 7t 5] o] Al e,

o] goll A Eule} Flo] Aolul2 ol Fof W FHH
23 22 Adyddes HAJ s} ofF ki -
glubelol MY Bast = AL Alge ol ol=Fe
o7t AA =R o}F AAL ol o] Aol i HAlo]
v ol8l 9] £Fo] ohdr} AL,

| —
2 AT o197 sl AFAZR AAY
Foz QU FAelA AT AAFH F3}Av
7, AAYeA W A2 Al AAY Y

oldzolges Ay AYA 1% AUl
TR 143} tige] ®ushe vock,

— 629 —



—The Korean Journal of Nephrology : Vol. 10, No. 4, 1991—

= Abstract =

Renal amyloidosis (a case report)
—Ultrastructural and immunohisto-
chemical finding—

Kwan Kyu Park, M.D., Kun Young Kwon, M.D.
and Eun Sook Chang, M.D.

Department of Pathology, Keimyung University
School of Medicine, Taegu, Kovea

Sung Bae Park, M.D. and Hyun Chul Kim, M.D.
Department of Internal Medicine

A case of a 26 year old man who was found to have
renal amyloidosis is reported. The patient was admitted
to the Keimyung University Medical Center in April
1990 for evaluation of edema and proteinuria of 4
months duration. Seven years earlier, at the age of 19, he
was transiently treated under the clinical impression of
rheumatoid arthritis at the private clinic. Renal biopsy
was performed after admission.

The light microscopic finding showed hyaline deposits
extending from the mesangium to the capillary wall in
the hematoxylin and eosin stain. Congo red stain in
polarized light showed orange-green birefringence of
amyloid. Using the PAP method, nodular deposits of
amyloid in the mesangium and hilar arteriole are
stained positively with anti-AA serum. Electron micro-
scopic finding showed randomly arranged and nonbran-
ching fibrillary rods in the mesangium and basement
membrane.
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