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Fig. 1. Microscopic finding of a glomerulus re-
veals mesangial widening and obliteration
of capillary lumina because of deposition of
the homogenous eosinophilic acellular ma-
terial( X400, PAS).

Fig. 2. Microscopic finding of a glomerulus shows
cellular crescent predominantly composed
of parietal epithelial cells and irregular
shaped nodules at glomerular tuft( X400,
PAS).
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Fig. 3. Microscopic finding of tubules and intersti-
tium. The tubules are irregularly dilated
and contain sloughed epithelial cells and
eosinophilic debris. Tubular epithelium
shows decreased number of nuclei and flat-
tening. The interstitium is infiltrated by
mononuclear inflammatory cells. A totally
sclerosed glomerulus is seen( X100, H/E).

‘]

Fig. 4. Electron micrograph. Randomly oriented,
rigid-appearing, long nonbranching fibrils(8
to 12 mm in width) are seen( X30,000).
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(Table 1).
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. 1,58 11-17)
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Table 1. The Change of Renal Function and Proteinuria

Biopsy & Treatment

I
2000. 3 2000. 11 2001. 1 2001. 2 2001. 3 2001. 4 2001. 5
BUN/Cr(mg/dL) 136/0.8  33.1/21 42.6/3.6 60.3/6.2 78.3/32  50.1/28  42.0/25
protein/Cr in random urine 284.6/171 782.0/83.3 600.0/485 561.5/535 899/749  601/55.8

- 1060 -



=
0 T o W o mW) o o o o fr o —
- T oNo B M AR B 3 —
g AEFETR ME T w“rmwTa%w%@mamizo@ﬂﬂiﬁ%%gﬁa%
oF I o= X oo TR dTo Tg, PN B L N SN
T =% © Pl | RN N <o o < o DS ) kY )
, RRLOETER W ol o ot N wE g ﬂ%ﬂ%%??wr.%a%ﬂ%wmmﬁﬂ
= =2 A K = " ; <) o 2 X [ < pus — = — T
= V_wa._]sr,+15 Vx@wmnﬂ muAmﬂﬁ ﬂ@%%ﬂu%ﬁmﬂ ﬁﬂﬁxxﬁﬁiﬁrﬂox@iﬂ
TOFRERTTL R X Tt T opoog = BX YT oo Epme PR LT ow ¥
T I - i U SN - S %ﬂ}ﬁ%@?ﬂ ﬂﬂ%%m,m\aﬂomu_ﬂoﬂm@mﬂmu7%%%&
® oo ., = B ) o g N B Pkt BT g
o K0 ) oy o~ N o - byl
— o w g P o o T fal} = X N XK oW o % LN R =) o coio=
= M o= = - o Ay X ° il K = N o= g ™ o) =
in mmmm_m%u‘mmwa L &%o_amoo_amu#m@ﬂ%%_zeii%@zﬁﬁgﬂmﬂﬂ@%ﬂwmﬁ
N MLom%mHM%@ =< X jww%%am%w%ﬂ_zfﬂﬁﬁwﬂﬁ%#H%d%lﬂﬂ%%JW
% w R Loy e X Z Vg R % g o P oA = R
T P ERw PO @ T BT el R S A A AT U
=) 3 ~ ey 1 v T =2 AR ox e s o = ) <A =T o ) Ho o g duu_m o ﬂu%
DORETELZT Taow L% B RS BT L S
- = = 5 o = o 3 g =
T S A a® NP TT T o pn e %M%_sL_gma%ﬂngyewgﬁaxﬂ%ﬂ1wmﬂ%
3 = 63 ‘ol_/,a‘.ﬂl]]_l T E o < EA,QI ‘BIO# yyOn_Z_A HﬁJIXﬁAJﬂ,D!
o Saa g s oy memrb_mfmﬂmn#%ﬁ PEg o EE BEWEC AN = M w A
- - o - —_ v . [
g T w e g My ﬁdruré%%dﬂ% b ﬂ#ﬂ%%ﬁt%i%%muﬁ i 529
xm g = H g o W T dm_ B 3% o = A z_ﬂ No BT = o N o oW T oz ofr - N T b]t o xO ww < HW
°F = = % M o= o rox — = R -y 1 ) JAVI 2’ -0 7 ORI
e L m e o T TR P g ﬁdrgﬂmﬁ@drﬂ%mwﬁ%l, @Ehi%ﬁ.mmm
A R BN - O E -8 Liwm Zmdm_w . TR
p FEEPUWRT X MBS E I e -1 R
; ; 0 TO T ~ -
W T X o < %0 oW N S B BT W RN oM E N OB
m TA9s NFHEED BT —- =
F wORos . A mm_mﬂﬁm%nznd.ﬂ%a‘_ o B o W M K T o T " W . .
L I I M= " E = g < = No T B2 _ o 2 o gm & < o o W o M N o w
o Eﬂﬁm%m‘iﬂo Wl oo %Hﬂa%@azw e umww gReBBt s
3 C ol — . el ! = T 5l op = =B o 2w
bt o ok — < W 1 T o o do T X B <A roor T 0 2 % K o =
o xOo@ﬂw%wmmm; G T AL FT LI FAFE T B R S
T paRBavIFR B REE CEEw E Ty 9EE P i
4 o= ° o= TN " - S vl 2K T ~ - B
= IM}%7WM%%W% R I A g T Xggh _grg
s TRYgRRlEE Ve oxLI9 o wde RN T B wm P T E g 4
S S g EEFE T g og o w o R ° R g 8 BB R R ao o=
E Nr,muﬂwfl%%a.wﬁ_wwwowﬂﬂkwﬁw %&MEW%@@@ aeﬂmr %%elaewrmrmm
— ja T 7 N X o oo = N = ol
- TR U T  xwe PEa I R S R T
3 o Mo B o — o o @ Al 4 v g A frifi:s W o2 e o o)
% ﬁ@r;ﬁ%fgﬁﬁ Cmor oo M o o M Ho ﬂw%>.u$%amuf>.%ﬁ§%};o%§
o x_,ofﬂomgﬁemﬁxgamﬂv %mﬁﬁﬁwﬁﬂr ﬂm,m_]sr,ﬁn %%ﬂ%l%%ﬁ Bo ® P W w7
_— I —_ 0 » O o~ oo iy
i wqg@wwzﬁmkﬂmﬂ@éw@q%ﬂﬁ GRS Mwma@qmﬁﬁ s PO REH oo
b TN ~ o N WO oy - K No X I N Bn = T < ° -
m K G- s . F —_ =T = = O ™ No 2 5 B E
oy TR ~ AL O#E il o= T sl Ty B r ﬂﬂ — 3 o B Ea o J U
S %ovhﬂhﬁmv_%%uoo?uv). S zozx_A%%%wm.zwwmﬂzT
RO A e TRHRRN =5 0w X2 bl o) W E e R XKgw 82 4
ST 2Ty s s W TRl A R B F R Fw w8
T o WB T oo 2 L AT S S Sl IR I (O R C Wi -
MM#-._E#.._ZTEHMMoﬁotomUrﬂLo#wmﬁLEﬂAﬁnﬁmﬂﬂ/lAQMAF#-._,NLQUFAE:ﬁAurmov*,uHT;oﬂm_.ﬂ._W
oo oy X < T n = - _ jaly s
]lmmrolmao#P T T ﬂ_.ATmﬂHomrbtaWOTJﬁMd et ﬂLEMoo#Exﬂﬂﬂoabo%QB
B <o TN N OE RN BK T o ol T w9 N ~ o L <0 T
KON K T o] w0 wE M oM ok w o W or W T E =y Llc‘%ooALmﬂ . oW
WRF TV BRI OFPFFTHFRN M

A=

[e]

S,

= A

op =z o]

5

sk %

- 1061 -

1= TN =]

3
s

gl e

g7 Al

A



— The Korean Journal of Nephrology : Vol. 20, No. 6, 2001 —

A P Congo red AR olad AFHES
S stk A549l Agel® Bt AA7HA

o] 30% Amrte] FEA THE& BT B

f

18 rlr —U iz 2 K
i
o

2

2
rr
2
o

of\

&%) cyclophosphamide A5
IEOL« AT oS AL HelA
ZHZo|E {2 Foz AdolEd 9 7
Qo dlw7t 10 g/day ©1/d Al
AAA F7F egelth vt AlFAE
23 9% dzte HI 1HE9 /\%

g

Mr & w2 2 8 B o fo
NN ofy
X,
o
x
051
>
ol
o,
>
U:

_>.i
L
:{o
—(n
ro
é
o
2

Mo
o o > o 32
O A O
rob f v £
ro rlot
e x
2 o A
= Y
ik}
o2 :LH ° ém
€
LoGE 0 ?1%
o
o 5)e
oo
oyl
mlm
-& nR
Q
3

SRS
oL

o2

ox

>

>

By

2

o

Id
fru
rz
_1>i
Y,
>~
>
rle

l

o 8}_1:]_46 B gl
Al, *Eﬂé 15, AlZ =4 ofAE olg7 A
27F 27)el ARgE o =

$7F gomm A8 AlF ojdd &

A
e F Aol & RAolr}” 13),

= Abstract =

A Case of Rheumatoid Arthritis
Associated with Renal Amyloidosis and
Crescentic Glomerulonephritis

Jung Hyeon Choi, M.D., Byeong Kuk Im, M.D.
Jun Hyeock Choi, M.D., Hyeon Kyeong Cho, M.D.
Youn Gil Choi, M.D., Heung Soo Kim, M.D.
Gyu Tae Shin, M.D., Do Hun Kim, M.D.
and Jae Hoo Han, M.D."

Department of Internal Medicine, Nephrology
Pathology”, College of Medicine, Ajou University,
Suwon, Korea

A case of renal amyloidosis with crescentic glo-
merulonephritis associated with rheumatoid arthritis
is described. A 60-year-old female with 15 years’
history of rheumatoid arthritis developed nephrotic
syndrome followed by rapid deterioration of renal
function. Glomerular amyloid deposition and sclerotic
change was present in kidney biopsy specimen and
crescentic change was found in 85% of the glo-

merulus. Electron microscopic finding of glomerulus
showed randomly oriented, rigid—appearing, long non-
branching fibrils. The patient was treated with in-
travenous high-dose methylprednisolone pulses com-
bined with intravenous cyclophosphamide followed
by oral corticosteroids. Three months after the above
treatment, renal function gradually improved, reaching
serum creatinine level to 2.5 mg/dL. But the nephro-
tic range proteinuria persisted.

Key Words : Amyloidosis, Crescentic Glomerulo-
nephritis, Rheumatoid arthritis
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