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ed for severe HS, and ADA is the first line16,17. Anakinra 
is also an option for severe HS that failed TNF alpha in-
hibitors17. Various reports have shown beneficial effects 
of anakinra on FMF and AA amyloidosis14,18,19. Both the 
drugs, ADA and anakinra, failed to treat HS and FMF in 
case 1. IFX has similar efficacy as ADA in severe HS 
patients. FMF of case 1 patient was completely remitted; 
urinary protein excretion was reduced by more than 50 
%, and albumin level increased. We managed to control 
the HS of buttocks with additional GC partially. Case 2 
was diagnosed with AA amyloidosis while she was al-
ready suffering from HD. We did not expect any recov-
ery in her renal function, so her treatment for HS was 
not changed. Case 3 was allergic to IFX and anakinra, 
and he quickly progressed to ESRD, although TNF-α in-
hibitors can be used while the patients are on HD20. Un-
fortunately, they were not helpful for cases 2 and 3 in a 
renal sense. These inhibitors did not help in improving 
the renal condition of case 2 and case 3. Case 4 was our 
only amyloidosis case with mild to moderate HS. The pa-
tient responded well to IFX, and his creatinine level de-
creased below pre-biopsy values. In the 60th month of the 
follow-up of case 5, who was under continuous treatment 
with IFX, creatinine level was found to be stable, urinary 

protein excretion decreased by more than 50 %, and al-
bumin was over 4 mg/dL. Detailed investigation of case 
5 is published elsewhere12. These observations highlight 
the sustained efficacy of IFX. Similar to case 2, case 6 
had a loss of renal function beyond salvage. After tailor-
ing his treatment, according to HS, we achieved a partial 
remission. Case 7 is tracking a similar course to Case 5, 
and we believe she will enjoy a similar benefit. Case 8 
was our only patient with accompanying Crohn’s disease 
(inflammatory bowel disease), which is also known for 
its association with HS21. A change in the TNF-α inhibitor 
resulted in an improvement in all three conditions: HS, 
AA amyloidosis, and Crohn’s disease.

Conclusion
The present study is the first case series of eight pa-

tients with HS and AA amyloidosis and offers a detailed 
investigation of the cases with a mean follow-up of 18 
± 6 months. However, this study suffers from the usual 
limitations of a case series: retrospective nature and the 
absence of a control group. The typical approach for pre-
venting AA amyloidosis is controlling inflammation. If 
this approach fails, early diagnosis of AA fibril deposi-
tion and proactive management of the underlying dis-

Table 3: Follow-up of the reported eight patients with hHidradenitis suppurativa complicated with amyloidosis.
Patient Laboratory 

results at 
presentation

Biopsy 
site

Follow up 
(months)

Intervention Current 
Status

HS

1 Cre: 0.93
Alb: 2.47
Prot: 1.2

Kidney 46 ADA
Anakinra

IFX + MTX

Cre: 0.98
Prot: 0.5
Alb: 3.7

FMF and arthritis
in remission

Partial
Remission

2 Cre: 5.69 
(predialysis)

Alb: 2.33

Bone 
marrow

13 None
(ADA continued)

ESRD
Alb: 2.67

Complete
Remission

3 Cre: 0.85
Alb: 2.8
Prot: 7.2

Kidney 24 ACE inhibitor
Colchicine

(ADA continued)

Cre: 4.85 Partial 
remission

4 Cre: 4.12-6.78
Alb: 2.4
Prot: 1.6

Gastric 9 IFX HD discontinued
Alb: 2.7
Cre: 3.8

Bladder cancer 
cured

Complete
Remission

5 Cre: 1,35
Prot:17
Alb: 2.4

Kidney 60 IFX Cre: 1.42
Alb: 4.07

Pro: 3

Complete
Remission

6 Cre: 5.79
Prot: 8

Alb: 1.9

Rectum 13 ADA ESRD
Alb: 2.5

Partial 
remission

7 Cre: 0.65
Prot: 12

Alb: 2.43

Kidney 8 ADA Cre: 0.62
Prot: 2.7
Alb: 3.3

Partial 
remission

8 Cre: 0.79
Prot: 6

Alb: 3.2

Kidney 4 ADA Cre: 0.71
Prot: 0.8
Alb: 3.8

Complete
Remission

Cre: creatinine, Alb: albumin, Prot: 24-hour proteinuria in grams, HD: hemodialysis, ADA: adalimumab, IFX: infliximab, MTX: methotrexate, 
CsA: cyclosporine, FMF: Familial Mediterranean Fever, ESRD: end-stage renal disease.




