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Secondary amyloidosis complication of Crohn disease treated with infliximab
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Secondary systemic (AA) amyloidosis is a severe complication of progressed Crohn disease (CD) charac-
terized by the deposition of amyloid A in body organs and tissues. Various therapeutic approaches have
been recommended, however there is still no effective treatment. Recently, several case reports have dem-
onstrated the effects of anti-tumor necrosis factor- @ therapy in patients with AA amyloidosis associated with
CD. We report on a 35-year-old female patient with CD complicated by AA amyloidosis in the gastrointestinal
tract and renal involvement, who was treated with infliximab. The infliximab therapy improved the gastro-
intestinal symptoms and decreased the serum creatinine.
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I} mesalazine 0 2 X2 E A|ZEITE o]|F A% T)_/g-o]
SAEe] FRF oz o FAEE std Fol W 47
AxE F A oteldo] 1.2 mg/dLeflA 3.01 mg/dLE A
St aFAA Hr} SQlE o] JAstITh
oj8ta A7A: AT FF 110/60 mmHg, Muls: 72
3, 354 1838, AL 363 CHem, o|3Hy HAMY
TS Bl o4 PRkt A2 skl
S0 2 Qi AR FZELS XA @t FF

B AEE Fyelston) dgE FATID 432
= AHRAER] sk 15 0 A Aro] QT HH
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7]} o] Sx|Ehe Faks Q9T U o] Be 3
ol itk

AN 278 T2FAHA A WFT 2,800/mm’ (hF
T 65.9%, HZF 19.6%), B2 7.8 gdL, ntEZE
24.6%, A% 259,000/mm’ B, HITLIFEE 43 mm/hr,
CHES TN 1,13 mg/dLE T AHAALA H]ZF 1.025,
pH 5.0, TiE2+), HEHIR), HBH)AoH, 4 SHRl:
S otEld ¥lE2 1,449.8 mg/gAch. RS A
FH g /I obed/F e F4] 39/3.01/0.3 (mg/dL),
ofAut=H[o| Eotu]|le Ho| & &/ drEhd ot Ho| 4
15/15 (IU/L), Na/K/Cl/tCO; 140/3.9/112/21.0 (mmol/L) St}
Zth 48 ¢g/dL, &ETl 2.6g/dLZE FAES] Q3ich

S}l 3o FFA| L2, anti-saccharomyces cerevi-
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Fig. 1. (A) Pinkish acellular amorphorous materials were seen in
the glomeruli, mainly in the mesangium, tubules, and vessels
(H&E stain, x400). (B, C) These amorphous materials in the
mesangium were salmon-pink in color in the congo-red stain
(Congo-red, x400) and showed a birefringent apple-green color
under polarized light (Congo-red, x200). (D) These materials
were positive for amyloid A (Immunohistochemical stain, X400).

Fig. 2. (A) Amorphous eosinophilic depositions were seen in the
colonic mucosa (H&E stain, X100). (B) These depositions were
positive for amyloid A (Immunohistochemical stain, x100).
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Fig. 3. The serum creatinine level before and after administration

of infliximab.
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[6] infliximab (27R<&utct 5 mg/kg) T} azathioprine (1-1.5
mg/kg/day)S FoFste] oF 497k 4317] ST 4750l
e AHE AR, Bosca F{7]2 infliximab FoF

S ¥ Aol Mool o] ohuzol= FHo] F4w
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g9 A=2HES Lo 22 TNF-a AIAQ] infliximabs:
ARERE A Hargo] HREIL Stk ARES AEH

YUJM VOLUME 32, NUMBER 2, DECEMBER 2015

Secondary amyloidosis in Crohn disease

b AT} SIS WHe 94 oluRel=F B

Al inflximaba ARE3IAL 4817] ST B Aot

o]

10.

11.

A" Zele Bushs volch

REFERENCES

. Obici L, Merlini G. AA amyloidosis: basic knowledge, unmet

needs and future treatments. Swiss Med Wkly 2012;142:
w13580.

. Greenstein AJ, Sachar DB, Panday AK, Dikman SH, Meyers

S, Heimann T, et al. Amyloidosis and inflammatory bowel
disease. A 50-year experience with 25 patients. Medicine
(Baltimore) 1992;71:261-70.

. Wester AL, Vatn MH, Fausa O. Secondary amyloidosis in

inflammatory bowel disease: a study of 18 patients admitted
to Rikshospitalet University Hospital, Oslo, from 1962 to
1998. Inflamm Bowel Dis 2001;7:295-300.

. lizuka M, Konno S, Horie Y, Itou H, Shindo K, Watanabe

S. Infliximab as a treatment for systemic amyloidosis asso-
ciated with Crohn’s disease. Gut 2006;55:744-5.

. Tizuka M, Sagara S, Etou T. Efficacy of scheduled infliximab

maintenance therapy on systemic amyloidosis associated with
Crohn’s disease. Inflamm Bowel Dis 2011;17:E67-8.

. Cabezuelo JB, Egea JP, Ramos F, Torrella E, Muray S, Alcizar

C. Infliximab in the treatment of amyloidosis secondary to
Crohn’s disease. Nefrologia 2012;32:385-8.

. Boscd MM, Pérez-Baylach CM, Solis MA, Antén R, Mayordomo

E, Pons S, et al. Secondary amyloidosis in Crohn’s disease:
treatment with tumour necrosis factor inhibitor. Gut 2006;
55:294-5.

. Park YK, Han DS, Eun CS. Systemic amyloidosis with Crohn’s

disease treated with infliximab. Inflamm Bowel Dis 2008;14:
431-2.

. Serra I, Oller B, Mafiosa M, Naves JE, Zabana Y, Cabré E,

et al. Systemic amyloidosis in inflammatory bowel disease:
retrospective study on its prevalence, clinical presentation,
and outcome. ] Crohns Colitis 2010;4:269-74.

Dember LM, Hawkins PN, Hazenberg BP, Gorevic PD,
Merlini G, Butrimiene I, et al. Eprodisate for the treatment
of renal disease in AA amyloidosis. N Engl ] Med 2007;356:
2349-60.

Ueda M, Ando Y, Nakamura M, Yamashita T, Himeno S,
Kim J, et al. FK506 inhibits murine AA amyloidosis: possible
involvement of T cells in amyloidogenesis. ] Rheumatol 2006;
33:2260-70.

105



