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INTRODUCTION
Hidradenitis suppurativa (HS) is a chronic relaps-

ing inflammatory skin disease, characterized by
recurrent and painful nodules, abscesses, and sinus
tracts involving the hair follicle.1 HS has been related
to various cutaneous and systemic complications,
such as chronic pain, anemia, lymphedema, and
amyloid A (AA) amyloidosis, with a significant
reduction in the patient’s quality of life.1

AA amyloidosis in HS has been rarely reported2-9;
however, AA amyloidosis related to other chronic
inflammatory diseases has been well described. The
deposition of AA may induce damage to viscera,
connective tissue, and blood vessel walls, with the
kidney as a major target. AA amyloidosis has been
detected in a subclinical phase in some reports.
An early detection of AA fibrils and a prompt
systemic treatment of inflammation can stop the
long-term deposition of AA and prevent related
complications.10
CASE REPORT
We assessed a 73-year-old man presenting with

Hurley II HS. He had a history of well-controlled type
2 diabetes, hypothyroidism, and acute myocardial
infarction. The disease duration was 51 years, with a
worsening of clinical features over the last 3 years.
The patient had been using short-term antibiotic
therapies.

Physical examination found nodules and ab-
scesses in axillae, inguinal areas (Fig 1), perineal
region, back, and chest. Laboratory tests found a
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high serum level (168 �g/mL) of acute-phase reac-
tant serum amyloid A (SAA) compared with normal
range from 0 to 6.4 �g/mL, normal creatinine
clearance (63 mL/min), no urinary proteinuria
(\150 mg/24 h), glycated hemoglobin (\7%), and
microalbuminuria (280 mg/24 h).

Considering the very high serum level of SAA as
an inflammatory marker, we decided to investigate
by performing a biopsy from abdominal adipose
tissue stained with Congo-redebased light micro-
scopy, which yielded a negative result. We used
immunoelectron microscopy of abdominal fat,
which showed perivascular fibril deposits, marked
as AA fibrils using gold-labeled Immunogold sec-
ondary antibodies (Fig 2, A). This was a case of
subclinical AA amyloidosis, with false-negative
response to Congo-redebased light microscopy
caused by scanty and unevenly distributed amyloid
deposits. The detection of a high serum level of SAA
was key in the decision to obtain a prompt diagnosis
and start systemic treatment that could provide a
rapid improvement.

We treated the patient with clindamycin, 600 mg/
d, and rifampicin, 600 mg/d, for 12 weeks. We
achieved a good response with improvement in
skin lesions, reduction of SAA (8 �g/mL), and
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Fig 1. In a patient with HS, infiltrated inflammatory
plaque affecting inguinal area.

Fig 2. A, Chains, not branched, marked by gold-labeled
Immunogold secondary antibodies on abdominal fat bi-
opsy with amyloid ultrastructure in an HS patient before
treatment. B, Absence of amyloid A chain on abdominal fat
biopsy in the patient after treatment. (Electron micro-
scopy; original magnifications: A, 370; B, 3100.)
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reduction in AA fibrils in abdominal fat (Fig 2, B). We
repeated SAA after 3 months (last follow-up) when it
was in the normal range (5.3 �g/mL). Clinical follow-
up showed a disease-remission phase with cordlike
scars, bridging scars, hyperpigmented atrophic scars,
fibrotic plaques, and one isolated active nodule.

Because systemic diseases are known to be
associated with elevated SSA, we evaluated all the
comorbidities of the patient’s medical history, but the
episode of acute myocardial infarction occurred
more than 5 years before SAA elevation without
dysfunctional complications. Diabetes was well
under control as shown by the glycated hemoglobin
values, so the only disease in acute phase at the time
of our evaluation was HS, and the reduction in SAA
after treatment reinforced our hypothesis that the
elevated SAA is related to hidradenitis and not to the
patient’s comorbidities.
DISCUSSION
We found eight cases reported in the literature on

amyloidosis and HS in the last decades2-9 (Table I);
none of the patients had presented with subclinical
amyloidosis. All patients were between 39 and
62 years and had chronic HS of variable duration,
from 3 to 25 years. Previous treatments were also
very heterogeneous. Clinical presentation of AA
amyloidosis was characterized by nephrotic protein-
uria or nephritic syndrome. In all 8 cases, AA
deposits were confirmed by kidney or colon
biopsies.

Assigned therapies were very heterogeneous.
Two patients showed an improvement in renal
function in 4 to 14weeks of treatment with infliximab
(5 mg/kg)4,9; one patient showed an improvement in
renal function after 24 weeks of clindamycin,
600 mg/d, and prednisone, 50 mg/d,7 another pa-
tient showed a systemic improvement after treatment
with adalimumab and fludrocortisone.5 All the other
patients had kidney failure.2-8

A literature review on AA amyloidosis found that
more effective therapeutic control of inflammatory
activity in patients with subclinical amyloidosis could
prevent evolution of disease. No precise data are
available on the role of SAA in subclinical amyloid-
osis, but, in patients with symptomatic AA amyloid-
osis, outcome is favorable when the SAA
concentration is maintained below 10 mg/L.10

HS should be managed as a chronic inflammatory
systemic disease. As in several chronic inflammatory
diseases, there may be damage to internal organs
from the aggregation and deposition of fibrils
originating from proteolytic fragments of SAA, pro-
duced by the liver in response to chronic inflamma-
tion. To avoid severe complications, we recommend
a careful survey of adult patients with moderate-to-
severeHS and clinical duration of greater than 3 years
including workup to detect serum levels of SAA. We
also recommend more effective anti-inflammatory
treatment in patients with elevated SAA, maintaining
SAA levels less than 10 mg/L.

Since high serum levels of SAA could be predic-
tive of a severe complication such as AA amyloidosis
and no studies are available to date, clinicians should
consider further research to establish whether this
association can be verified at the population level



Table I. Literature data report on HS and amyloidosis

Study

Age of

patient (y)

HS

duration

(y)

Previous

therapies Comorbidities Localization

Clinical amyloid-

osis presentation

Detection of

amyloid deposits Assigned therapy Outcome

Titze et al2 62 25 NR Coronary heart disease,
hypertension,
hypercholesterolemia

Axillae, inguinal
areas,
perineal area

Nephrotic
syndrome,
diarrhea

Colon biopsy Ramipril, diuretics,
cefuroxime

Kidney failure

Caliskan et al3 44 NR None None Axillae, inguinal
areas,
perianal area

Nephrotic
proteinuria

Kidney biopsy Ramipril,
colchicine

Kidney failure

Montes-
Romero
et al4

39 9 Antiandrogens,
topic and
systemic
antibiotics,
isotretinoin

Hypothyroidism Axillae, perineal
area,
scrotum,

Perianal area

Nephrotic
proteinuria

Kidney biopsy Infliximab Improvement in
14 wks

Girouard et al5 39 21 Infliximab, surgery
Systemic
tetracycline,
linezolid and
clindamycin

NR NR Nephrotic
proteinuria

Kidney biopsy Adalimumab and
fludrocortisone

Improvement

Ilgen et al6 42 3 Topical steroids,
topical
keratolytics,
systemic
roxithromycin,
rifampicin and
clindamycin

None Axillae, inguinal
areas,
perineal area,
perianal area

Nephrotic
syndrome

Perineal skin
biopsy

Kidney biopsy

Colchicine Kidney failure

Utrera-
Busquets
et al7

37 16 Systemic
antibiotics,
antiandrogens,
dapsone,
prednisone,
infliximab,
methotrexate,
adalimumab

Graves disease, obesity Axillae, inguinal
areas, gluteal
area

Nephrotic
syndrome

Renal biopsy Allopurinol,
furosemide,
sodium
bicarbonate,
lanthanum
carbonate,
systemic
prednisone and
clindamycin,
surgery

Improvement in
24 wks

JA
A
D

C
A
SE

R
E
P
O
R
T
S

M
A
Y
20

19
4
0
8

Ia
n
n
o
n
e
et

a
l



Sc
h
an

d
o
rf
f

e
t
al
8

5
4

8
Lo

n
g
-t
e
rm

sy
st
e
m
ic

te
tr
ac
yc
lin

e
,

sy
st
e
m
ic

ri
fa
m
p
ic
in

an
d

cl
in
d
am

yc
in

N
o
n
e

A
n
o
g
e
n
it
al

re
g
io
n
,

in
g
u
in
al

ar
e
as

K
id
n
e
y
fa
ilu

re
R
e
n
al

b
io
p
sy

A
ci
tr
e
ti
n
,

p
re
d
n
is
o
lo
n
e
,

ad
al
im

u
m
ab

,
an

ak
in
ra
,

su
rg
e
ry

K
id
n
e
y
fa
ilu

re

€ O
ze
r
e
t
al
9

4
3

1
1

Sy
st
e
m
ic

an
ti
b
io
ti
cs

an
d

st
e
ro
id

in
je
ct
io
n
s

N
o
n
e

A
xi
lla
e
,
in
g
u
in
al

ar
e
as

N
e
p
h
ro
ti
c

p
ro
te
in
u
ri
a

R
e
n
al

b
io
p
sy

In
fl
ix
im

ab
Im

p
ro
ve
d
in

4
w
ks

N
R
,
D
at
a
n
o
t
re
p
o
rt
e
d
.

JAAD CASE REPORTS

VOLUME 5, NUMBER 5
Iannone et al 409
and what its clinical significance is in hidradenitis
patients.
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