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A Case of Secondary Amyloidosis in a Patient with Ankylosing Spondylitis
Refractory to TNF-a Inhibitors
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Secondary amyloidosis occurs in patients with chronic inflammatory diseases, such as rheumatoid arthritis (RA) and ankylosing

spondylitis (AS). The major therapeutic approach to secondary amyloidosis involves controlling the underlying inflammatory

disease. Tumor necrosis factor-alpha (TNF-a) inhibitors have revolutionized the treatment of rheumatic diseases; in many cases

dramatic clinical improvement of secondary amyloidosis due to AS has been observed in response to treatment with these agents.

However, the development of secondary amyloidosis associated with AS refractory to treatment with TNF-q, inhibitors has been in-

frequently reported. Here, we described a case of a 37-year-old male patient with longstanding AS who was diagnosed with secon-

dary amyloidosis due to high disease activity despite treatment with etanercept, adalimumab and infliximab. (Korean J Med

2014;87:514-519)
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Figure 1. Pelvic radiography revealed obliteration of the sacroil-
iac joints (arrows).
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Table 1. Clinical course of the patient.

Treatment CRP mg/dL ESR mm/hr BASDAI

Etanercept start 10.03 101 8.7 May 2006
Etanercept 1.05 46 3.1 Aug 2006
Etanercept 0.37 28 2.2 Aug 2007
Etanercept 1.40 31 34 Mar 2009
Switch to adalimumab 6.26 81 8.1 Aug 2009
Adalimumab 6.45 93 6.0 Oct 2009
Adalimumab 2.30 25 42 May 2010
Adalimumab 0.16 20 1.5 Mar 2011
Adalimumab 3.92 32 4.6 Oct 2011
Switch to infliximab 14.56 120 8.2 Feb 2012
Infliximab 5.19 38 5.5 May 2012
Infliximab 5.84 49 54 Sep 2012
Infliximab 5.48 56 53 May 2013
Switch to golimumab 10.96 61 8.3 Jun 2013
Golimumab 1.19 22 52 Sep 2013

CRP, C-reactive protein; ESR, erythrocyte sedimentation rate; BASDAI, Bath Ankylosing Spondylitis Disease Activity Index (BASDALI).
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Figure 2. (A) Esophagogastroduodenoscopy revealed granular mucosa, discharge and decreased vascular marking in the descending du-
odenum; (B) Sigmoidoscopy revealed decreased vascular marking, coarse granularity and easy contact bleeding in the rectum.
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Figure 3. Biopsies of duodenal (A) and rectal (B) mucosa revealed birefringence of amyloid deposits in lamina propria under a polariz-

ing microscope (Congo red stain, x 200).
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Figure 4. Renal biopsy revealed birefringence of amyloid depos-
its in the mesangium and renal vessels, under a polarizing micro-
scope (arrows, Congo red satin, x 400).
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