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The effect of treatment with anti-interleukin-17 in patients

with allergic contact dermatitis

To the Editor

Allergic contact dermatitis (ACD) is generally accepted as being
mainly a T helper 1-mediated disease.® However, in positive patch
test reactions in both mice and nickel-allergic individuals, interleukin
(IL)-17 levels have been found to be elevated,?™> suggesting that IL-
17 may play a role in contact allergy. Secukinumab is a fully recombi-
nant human monoclonal antibody that selectively binds and inhibits
IL-17A, so we considered whether blocking IL-17A could improve
ACD. The primary objective of this phase Il study was to determine
the effect of anti-IL-17 treatment in patients with moderate-to-
severe ACD (ClinicalTrials.gov, ID NCT02778711). Patients with ACD
were treated with 300 mg of secukinumab at weeks 0, 1, 2, 3, 4 and
8. Clinical progress was monitored at weeks 0, 2, 4, 8, 12 and 16 with
the Physician Global Assessment (PGA) (range 0-4), the Patient Global
Assessment (PaGA) (range 0-5), and the Dermatology Life Quality
Index (DLQ)I), and by photography of the skin. Biopsies from the skin
involved were taken at weeks O, 2 and 4.

The plan was to include 10 patients, but, because of recruitment
difficulties, only 7 patients were invited to participate; of these,
2 men and 2 women with a mean age of 68.5 years (range 55-
82 years) were included in the study. Of these patients, only 3 com-
pleted the study, as 1 patient withdrew her consent at week
8 because of lack of effect. Table 1 shows the patient characteristics.
Overall, there was minor or no clinical improvement in eczema fol-
lowing treatment with secukinumab from baseline to the end of the
trial (Table 1 and Figure S1). At week 12 as compared with baseline,
only 1 of the 4 patients had a minor reduction in PGA score and the
other 3 patients had an increase or no change in PGA score (Table 1).
Improvement in quality of life was seen in 2 of the 4 patients, but, in
both of them, there was a minimal reduction in DLQI score, and only
1 of these patients experienced a decrease in eczema activity at week
12 (Table 1). For haematoxylin and eosin-stained biopsies, no differ-
ences in the level of inflammation before and after administration of
secukinumab were observed, and the histology was generally domi-
nated by epithelial spongiosis and inflammation with eosinophils.
A flare-up of eczema was seen in 1 case, so prednisolone was admin-
istered to this patient in week 12. This patient and 1 other patient
applied potent topical corticosteroid because of a lack of improve-

ment in their eczema, from week 2 in 1 case and from week 8 in the
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other. There were no severe adverse events. One patient experi-
enced vertigo, and 1 patient suffered onset of psoriasis during the
trial.

To our knowledge, this is the first clinical trial to study the effect
of anti-IL-17 on ACD in humans.® The hypothesis was based on a
study by Larsen et al,® which showed that IL-17 was expressed in
experimentally induced eczematous reactions in patients with allergic
contact allergy. Also, previous studies have described the presence of
IL-17 in ACD.”® Elsewhere, we have found a slight effect of secuki-
numab in a standardized design with patch testing in nickel-allergic
patients; however, in this study, histology before and after treatment
with secukinumab was unchanged (manuscript submitted). Limitations
include the difficulty in enrolling the desired number of patients,
which means that, effectively, not much more than anecdotal evi-
dence has been obtained. Furthermore, the study was designed as a
pilot study with no controls. Also, it is uncertain whether higher or
more frequently administered doses could have influenced the
results. In conclusion, we found no effect of secukinumab in patients
with ACD; however, the results should be considered as preliminary,

owing to the small number of patients.
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TABLE 1 Characteristics of patients and Physician Global Assessment (PGA), Patient Global Assessment (PaGA) and Dermatology Life Quality Index (DLQI) scores at baseline (before treatment with

secukinumab) and at week 12 (with the last dose of secukinumab having been administered at week 8)

DLQI (range 0-30)

PaGA (range 0-5)

PGA (range 0-4)

Duration of
eczema (y)

9

Age (y)/
sex

Patient
no.

Week 12
122

Week 12 Baseline
52

Baseline

Week 12

42

Baseline

Previous treatments

Contact allergy

Sesquiterpene lactone mix, fragrance mix, Topical/systemic steroids,

66/F

azathioprine

textile dye mix, methyldibromo glutaronitrile

Colophonium, formaldehyde, iodopropynylbutyl Topical/systemic steroids,

10

71/M

cyclosporine, mycophenolate,

azathioprine

carbamate, Bronopol, methyldibromo

glutaronitrile

CONTACT

16

Topical/systemic steroids,

Sesquiterpene lactone mix, fragrance mix,

21

55/F

methotrexate

Evernia prunastri, trimethylbenzenepropanol,

palladium

RMATITIS

13

14

Topical/systemic steroids,

Sesquiterpene lactone mix, fragrance mix,

37

82/M

LETTER TO THE EDITOR

methotrexate, mycophenolate,

azathioprine

Evernia prunastri, colophonium, thiuram mix,

chromium, cobalt, methyldibromo glutaronitrile

F, female, M, male.

2 For patient no. 1, responses from week 8 are carried forwards, owing to early termination.
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SUPPORTING INFORMATION

Additional Supporting Information may be found online in the sup-

porting information tab for this article.
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