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Hidradenitis suppurativa (HS) is a chronic, recurrent, 
inflammatory skin disease of the apocrine gland-bearing 
areas, characterized by painful nodules, abscesses, fis-
tulas and scarring. The pathophysiology has not been 
clearly defined, but HS is considered a multifactorial 
disease with the involvement of several immunological 
factors.

An upregulation of various cytokines, such as tumour 
necrosis factor (TNF)-α, interleukin (IL)-1, IL-17, IL-23 
contribute to the genesis of the inflammatory component 
characteristic of the disease (1). Adalimumab, a TNF-α 
inhibitor, is the only US Food and Drug Administration 
(FDA) approved biologic agent for moderate-to-severe 
HS (2), but new therapeutic options are being studied, 
targeting different specific cytokines involved in HS 
pathogenesis. The aim of this study is to provide an 
overview of the efficacy and safety of risankizumab, an 
anti-IL-23 agent, in the treatment of HS.

MATERIALS AND METHODS 
A retrospective study was conducted at the Dermatology clinic 
of the Turin University Hospital during November 2020 to 
December 2021.

Patients with moderate to severe HS (Hurley stage II or III) 
who were prescribed risankizumab, at the approved dosage for 
psoriasis, were included. Among them, 2 distinct groups were 
identified: group 1 included patients who received risankizumab 
therapy after approval for off-label use by the Committee on Rare 
Diseases (due to no response to adalimumab); group 2 included 
patients who were given risankizumab after the onset of paradoxi-
cal psoriasis during adalimumab therapy, which did not resolve 
even after discontinuation of the anti-TNF-α drug. Efficacy was 
evaluated by identifying HS clinical response rate (Hi-SCR) and 
Hidradenitis Suppurativa Severity Score System (IHS4) by clinical 
evaluation and objective examination every 3 months; ultrasound 
survey could not be used due to difficult radiological collabora-

tion during the COVID-19 pandemic. Drug response in terms of 
quality of life was assessed by self-completion of the Dermatology 
Quality of Life Index (DLQI) questionnaire. 

RESULTS

A total of 6 patients with HS, 5 males and 1 female, 
were included. The overall mean age of the patients 
was 44.17 years (range 25–79 years). Mean body mass 
index (BMI) was 28.3 kg/m2 (range 22.3–40.1 kg/m2). 
Four patients were in Hurley stage III and 2 were in 
Hurley stage II. Two of them were active smokers, while 
2 reported having quit smoking for at least 1 year. All 
patients had been previously treated with systemic anti-
biotics with relapse upon discontinuation, one of them 
with oral retinoids, all patients had previously received 
treatment with adalimumab, none was bio-naive. Two of 
the patients had undergone surgery, one a partial axillary 
excision and one a radical axillary surgery. All previously 
prescribed medications for HS had been discontinued 
at least 2 months before starting risankizumab. Three 
patients were included in group 1, and 3 patients in 
group 2. No systemic therapy was prescribed concur-
rently with risankizumab biologic therapy, only topical 
antibiotic therapy when needed. All patients showed 
clinical improvement in HS, with a progressive reduction 
in the number of inflammatory lesions and a reduction 
in IHS4 assessed by clinical examination at subsequent 
clinical re-evaluations. Of the 6 patients, 3 achieved 
Hi-SCR at month 3; all patients achieved Hi-SCR at 
month 6. Similarly, a benefit in quality of life was obser-
ved. In group 1 all achieved Hi-SCR at month 6. Group 2 
patients presented a lower IHS4 score at baseline due to 
good control during previous therapy with adalimumab 
and maintained HS control with further reduction in IHS4 
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Table I. Observed clinical response to risankizumab in group 1 (patients 1-2-3) and group 2 (patients 4-5-6) at follow-up every 3 months

 Patient 1 Patient 2 Patient 3 Patient 4 Patient 5 Patient 6

T0 T3 T6 T9 T0 T3 T6 T9 T0 T3 T6 T9 T0 T3 T6 T9 T12 T0 T3 T6 T9 T0 T3 T6 T9

Hurley stage II II II II III III III III III III III III II II II II II III III III III III III III III
Inflammatory nodule 4 2 1 1 5 5 2 0 8 5 2 1 0 0 0 0 0 2 1 2 1 0 0 0 0
Non inflammatory nodule 0 0 0 0 1 1 1 1 2 5 6 7 7 3 3 2 1 4 3 3 2 3 3 2 1
Abscess count 2 0 0 0 0 0 0 0 2 1 0 0 0 0 0 0 0 1 0 0 0 1 1 0 0
Draining fistulas count 2 1 0 0 4 2 1 2 2 1 0 0 0 0 0 0 0 2 1 0 0 0 0 0 0
IHS4 16 6 1 1 22 14 7 9 22 16 8 8 7 3 3 2 1 16 8 5 3 5 5 2 1
HiscR  1 1 1  0 1 1  0 1 1  1 1 1 1  1 1 1  0 1 1
DLQI 9 3 3 1 10 10 8 7 2 2 1 1 18 10 4 3 0 14 6 3 3 6 5 5 5
PASI             14 8 0 0 0 16 4 0 0 7 3 0 0

IHS4: Hidradenitis Suppurativa Severity Score System; HiscR: Hidradenitis Suppurativa Clinical Response (achieved=1, non-achieved=0); DLQI: Dermatology Quality 
of Life Index; PASI: Psoriasis Area Severity Index. The shaded area in the table refers to the fact that patients 1-2-3 belong to group 1, in which risankizumab therapy 
was set after approval by rare diseases and not due to onset of paradoxical psoriasis. Not having paradoxical psoriasis, no PASI values were expressed.

https://creativecommons.org/licenses/by-nc/4.0/
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during follow-up; in this group progressive improvement 
in their psoriasis was documented, with achievement of 
PASI 0 at month 6.

PASI, lesions count, IHS4, HISCR and DLQI regard-
ing patients in group 1 and group 2 at the enrolment 
and follow-up are shown in Table I. IHS4 and DLQI 
values during the follow-up is shown in Fig. 1. None of 
the patients experienced adverse events. Exacerbation 
of patients’ comorbidities was not reported. Changes 
in patients’ risk factors (smoking, BMI, wearing tight 
clothing, etc.) were not observed.

DISCUSSION

The pathogenesis of HS is not yet well understood, but 
involves multiple factors, such as genetics, environment, 
host-microbe interactions, and immune dysregulation. 
Proinflammatory cytokines IL-1β, IL-17 and IL-23 
have been demonstrated to be increased in HS-affected 
subjects and IL-17 and IL-23 overexpression has been 
detected in lesional and perilesional HS skin, promoting 
differentiation of Th17 cells and thus being involved in 
the pathogenesis of HS (1, 3, 4). 

Based on this evidence, new therapeutic options for HS 
targeting different specific cytokines are being investigat-
ed. Regarding anti IL-23 biological drugs, data on their 
use in the treatment of HS mainly include ustekinumab, 
guselkumab, and risankizumab (5). In literature response 
rates to ustekinumab, anti-IL-12/23 agents, have been 
variable in several case reports and small series (6, 7); 
in most cases psoriasis dosages have been administered, 
but it is considered that higher doses might be necessary 
for HS (8). Some case reports (8, 9) have reported good 
results in treating recalcitrant HS with guselkumab, anti-
IL-23 agent, at the approved dosage for psoriasis, while 
one case series reported poor results with higher doses 
of guselkumab (10). Among the anti-IL-23 drugs the 
current study focused on the safety and efficacy of risan-
kizumab, a humanized immunoglobulin G1 monoclonal 
antibody that binds the p19 subunit of IL-23 and selec-
tively blocks IL-23, in patients with HS. So far, only 3 
cases of HS successfully treated with risankizumab have 
been described in the literature (12, 13), and there is only 
one mention of the use of risankizumab as an effective 

treatment option in patients with concomitant psoriasis 
and HS (14). All of these patients had been treated pre-
viously with different drugs, including oral antibiotics, 
steroids and adalimumab, with failure. The case reported 
by Caposiena et al. (13) had also been treated previously 
with secukinumab, while ciclosporin and methotrexate 
had been administered in the single case described by 
Licata et al. (14) because of his concomitant psoriasis. 

To the best of our knowledge this is the largest case 
series of patients affected with HS and treated with risan-
kizumab. All of the patients had received adalimumab as 
biological treatment for HS, similar to what was previous-
ly described in the literature: no patient was bio-naive.

In addition, this case series confirms the safety data 
for risankizumab, as proven from psoriasis registration 
studies. The main limitations of the current study are the 
short follow-up period and the small number of patients 
enrolled; these are preliminary data that need further 
studies to be confirmed.

In conclusion, these preliminary data confirm, in the 
largest case series to date, the safety and efficacy of risan-
kizumab in the treatment of HS. Risankizumab may be 
an additional treatment option for patients in whom other 
therapies had been ineffective, including other biologics.

Risankizumab could also represent an alternative in 
patients with HS with concomitant psoriasis, particularly 
when this occurs as an adverse event during therapy 
with adalimumab and persists despite discontinuation 
of the drug.
The authors have no conflicts of interest to declare.
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