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Secondary amyloidosis (Amyloid A amyloidosis) occurs when serum amyloid S accumulates in various tissues and organs. It of-
ten accompanies chronic inflammatory disease, especially rheumatoid arthritis, as well as ankylosing spondylitis (AS) and Crohn’s
disease. Although amyloid deposits were reported in 7% of the abdominal fatty tissue samples from AS patients, most of the pa-

tients had no symptoms. In a large study,

1.1% of 730 patients with AS were diagnosed with amyloidosis. Most of them showed re-

nal involvement, while none had gastrointestinal symptoms. In South Korea, only a few cases of gastrointestinal involvement of
secondary amyloidosis have been reported in AS patients, and there is no report on the effect of a tumor necrosis factor (TNF)-a
inhibitor. We report a case of secondary amyloidosis in an AS patient who improved with the TNF-q inhibitor etanercept. (Korean

J Med 2015;89:259-263)

Keywords: Amyloidosis; Spondylitis, Ankylosing; TNFR-Fc fusion protein

N B

o|2}A] ol Zo]=Z(amyloid A [AA] amyloidosis)2 7to]]
A A= A o Zo]E A (serum amyloid A, SAA)7} H
FE o] 22 9 7)ol H2lE o] S-S Uil Ao s,

v A4 ABelA EFoR et Rues pd
Qo] PEHS Fo& ekelA glovt B Higolt 2
21 5 The Ag)AE THs skl

A M B By A 47 Ak of 7%

A obol= o] S| O YYFAL BB ¢

Received: 2014. 11. 13
Revised: 2014. 12. 17
Accepted: 2015. 2. 2

Correspondence to Eun Young Lee, M.D., Ph.D.

Department of Internal Medicine, Seoul National University Hospital, Seoul National University College of Medicine, 101 Daehak-ro,

Jongno-gu, Seoul 110-744, Korea

Tel: +82-2-2072-2228, Fax: +82-2-762-9662, E-mail: elee@snu.ac.kr

Copyright © 2015 The Korean Association of Internal Medicine

This is an Open Access article distributed under the terms of the Creative Commons Attribution Non-Commercial License (http:/creativecommons.org/licenses/by-nc/3.0/) which permits
unrestricted noncommercial use, distribution, and reproduction in any medium, provided the original work is properly cited.


http://crossmark.crossref.org/dialog/?doi=10.3904/kjm.2015.89.2.259&domain=pdf&date_stamp=2015-08-01
http://crossmark.crossref.org/dialog/?doi=10.3904/kjm.2015.89.2.259&domain=pdf&date_stamp=2015-08-01

— The Korean Journal of Medicine: Vol. 89, No. 2, 2015 —

L 757} ohiRolgom, A 7300] Bel %%ﬁ.a—‘soa
A e Rl i SRAHE 11% ED
A OP?zliolEo o AeHgen i 419 —g— st

/ol diaiAl= EJ—QX] ookt =
oA Lee 5{3]0] 6815 2] 7FRA HF=4 RS Qo= Al
7 Rl tis 2ARRE dAtol A= 7t Wgyto] ofd=ol =
o2 Il o ] FFI| AR tumor necrosis factor; TNF)
AAA Fof Al Ty} SHE AR HIE k. 724
23 Shatof| “sHEE o] 3P opdRo| =50 ot ARl
e el 2 %Eﬂ Huggh g glg o
J1[4,5] SFHARIAL A A = H o7F Hag v gl
t}. olof AxEE A X—*m-‘"ﬁ g} toll A Atz HEE
o|AH o 2o|EFo] FYIARIAL AAA = THH S
= wusiua) s

H

ol
m

3t
S QPSR
Bt /)Y ARE ST 23], 44 F siEE o
2 Y 94 WIS AT} Slol A
o AN At olyzo|=Fo ALY

PRI,

| o 15 B Mepike SHRISIA] g0} kel
WHGOR QT o] 7Y opUROI=HAN) R B
d ste] Wl

Ea
ok ol AA} A& Eo] Bat Belof A A 2E

A 199537 E 25 S A5 $50% AL 4
olTtof| A A mutolghom, 1998y T} £ 9l Hx =
O 2 Zhdvistarg oM Futelaprddos Flhol 2

H2olE 9 hydroxychloroquine 2asiar) 22 3= 12
_4 Hzjl E20] glon] o= 94 4 drEo] E=n 7}
& S = giET TER 199933 2000 F 2|

l FERAT
7IE3: Eo|Alet g8

ARSI 30719 9] A FEo] glom 1998 e w4
o=

O|&H8 AZA: 3Al= T WHAS Hylom o2 ga
319931, Sk 100/60 mmHg, Wl 803)/E, T8~ 183)/4,
A& 36.0C AT FAHH ARl A &)7F Azstar, At vl
o Fut g2 gllek 4 HAWo] WA= o] 9l
o 5 ZRloA AE 2 #S2 FAolqlt BRE e
o Ago] FrIEo] QAL HE E RhEE-2 ¢lick
Zhat vs FZAE A gkt AR X2 Ale] shA] €] gt
RE2glolon, o &5 4 5 &3 K5, 95 A

AN [e]

2 87.8%, YL 6.9%), T4 106 gdl, nEIE
31.9%, @A 170,000mm’ o] et AL 7445 = (erythr-
ocyte sedimentation rate, ESR)+= 18 mm/hr, CH-8-CHH(C-reactive
protein, CRP)- 13.95 mg/dLZE AlsE|o] QQich Q4]
Z4~(blood urea nitrogen) 26 mg/dL, ZH|o}Eld 1.6 mg/dLZE A}
25jo] 9I9lT UL 39 gdL, AHYLE 21 gdlE A

Figure 1. An X-ray shows the typical characteristics of ankylosing spondylitis: (A) a “bamboo spine” and (B) bi-

lateral sacroiliitis in a nearly ankylosed state.
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Figure 2. Endoscopic exam revealed granular appearance of the
mucosa in the second portion of duodenum, which is compatible
with infiltrative disease of the duodenum.

Figure 3. (A) A mucosal biopsy taken
from the second portion of the duodenum
during endoscopy showed deposits of
amorphous eosinophilic material (H&E
x200). (B) This material showed ap-
ple-green birefringence under polarized
light (Congo-red, x100).
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Figure 4. Echocardiography shows mildly thickened left and
right ventricles, with a sparkling pattern, strongly suggesting
cardiac amyloidosis.
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