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We applaud Kimball et al1 on their report that 
adalimumab demonstrated clinical improve-
ment in patients with hidradenitis suppurativa 

(HS) versus placebo in 2 phase 3 trials. Hidradenitis 
suppurativa is a chronic relapsing condition with pain-
ful subcutaneous abscesses, malodorous drainage, sinus 
tract formation, and scarring that typically occurs in the 
axillae and anogenital region. It impairs the quality of life 
for these patients, as evidenced by higher Dermatology  
Life Quality Index scores compared to psoriasis, pimples, 
hand rash, atopic eczema, or control.2 

The exact pathogenesis of HS is unknown but likely 
involves a complex interaction of genetic, hormonal, 
immunologic, and environmental factors.3 The levels 
of inflammatory cytokines are elevated in HS lesions, 
specifically IL-1β, tumor necrosis factor α, IL-10, and 
CXCL9, as well as monokines from IFN-γ, IL-11, and 
IL-17A. Additionally, the dermis of affected regions con-
tains IL-12– and IL-23–containing macrophages along 
with IL-17–producing T cells.3 These findings reveal many 
potential therapeutic targets for the treatment of HS.

PIONEER I and PIONEER II are similarly designed 
36-week phase 3 trials of 633 patients with HS who were 
unresponsive to oral antibiotic treatment.1 By week 12, 
a significantly greater proportion of patients receiving 
adalimumab demonstrated clinical improvement (≥50% 
reduction in total abscess and nodule count) compared 
to placebo in both trials (PIONEER I: 41.8% vs 26.0%, 
P=.003; PIONEER II: 58.9% vs 27.6%, P<.001). Secondary 
end points (inflammatory-nodule count, pain score, and 
disease severity) were only achieved in PIONEER II. 
The difference in clinical improvement between the tri-
als is likely due to higher baseline disease severity in the  
HS patients in PIONEER I versus PIONEER II. No new 
safety risks were reported and were in accordance with 

prior adalimumab trials for other diseases. Notably,  
10 paradoxical psoriasislike eruptions were reported.1 

Adalimumab is the first and only US Food and Drug 
Administration–approved therapy for HS. Further under-
standing of the pathogenesis of HS may result in additional 
biologic treatments for HS. We encourage the manufacturers 
of other biologic therapies, such as infliximab,4 ustekinumab,5 
anakinra,6 secukinumab, ixekizumab, and brodalumab, to 
consider conducting further clinical trials in HS to enhance 
the therapeutic options available for this debilitating disease. 

REFERENCES
  1.  Kimball AB, Okun MM, Williams DA, et al. Two Phase 3 trials of adali-

mumab for hidradenitis suppurativa. N Engl J Med. 2016;375:422-434.
  2.  Vinding GR, Knudsen KM, Ellervik C, et al. Self-reported skin mor-

bidities and health-related quality of life: a population-based nested  
case-control study. Dermatology. 2014;228:261-268.

  3.  Deckers IE, van der Zee HH, Prens EP. Epidemiology of hidradenitis 
suppurativa: prevalence, pathogenesis, and factors associated with the 
development of HS. Curr Dermatol Rep. 2014;3:54-60.

  4.  Ingram JR, Woo PN, Chua SL, et al. Interventions for hidradenitis  
suppurativa: a Cochrane systematic review incorporating GRADE 
assessment of evidence quality. Br J Dermatol. 2016;174:970-978.

  5.  Blok JL, Li K, Brodmerkel C, et al. Ustekinumab in hidradenitis sup-
purativa: clinical results and a search for potential biomarkers in serum. 
Br J Dermatol. 2016;174:839-846.

  6.  Tzanetakou V, Kanni T, Giatrakou S, et al. Safety and efficacy of 
anakinra in severe hidradenitis suppurativa: a randomized clinical  
trial. JAMA Dermatol. 2016;152:52-59.

Adalimumab for  
Hidradenitis Suppurativa

Daniel J. No, BA; Mina Amin, BS; Jashin J. Wu, MD 

VIDEO ROUNDTABLE ONLINE
Hidradenitis suppurativa 4-part video roundtable moder-
ated by Robert G. Micheletti, MD, featuring a discussion 
of diagnosis issues, acute management, patient perspec-
tives, and clinical pearls

  >> http://www.mdedge.com/cutis/custom 
      /2017-hs-roundtable 
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