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Abstract

Purpose of Review Allergic contact dermatitis (ACD) is a common condition and may entail
negative impacts on people’s quality of life along with a substantial economic burden.
Appropriately managing it through patient education, allergen avoidance, and symptom-
atic treatment is crucial for its resolution. Our review aims to establish a practical approach
to ACD management, based on a comprehensive discussion of available therapeutic
options for ACD, a review of the latest findings in this field, and personal insights from
our clinical practice experience.
Recent Findings Topical treatments constitute the first-line therapy for ACD. Randomized
clinical trials have shown topical corticosteroids to improve clinical and nonclinical
outcomes, while tacrolimus has proven effective and safe. Evidence is lacking for oral
corticosteroids in ACD sufferers, so recommendations for its use are primarily based on
results obtained in dermatitis of other etiologies. In contrast, some studies have assessed
azathioprine and phototherapy for ACD.
Summary Patient education and allergen avoidance are paramount for managing ACD.
However, individualized symptomatic treatment is warranted in several clinical situations.
Although these treatments are widely used in clinical practice, few studies support their
use for ACD. Further research is needed.

Introduction

Allergic contact dermatitis (ACD) is a delayed hypersen-
sitivity reaction to one or more chemical substances
found in the patient’s personal or work environment.

This commonly diagnosed entity accounts for approxi-
mately 20% of cases of contact dermatitis [1••], and is
estimated to affect between 10 and 27%of the European
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population [2]. Current incidence and prevalence rates
are difficult to measure for two main reasons: firstly,
sufferers sometimes self-diagnose and do not seek med-
ical advice, and secondly, patients who access the health
service do so through various points of care (e.g. emer-
gency department, primary care service), without estab-
lishing a proper registry [3]. Nonetheless, studies have

shown that ACD is the most common occupational skin
condition and the second most common occupational
disease after musculoskeletal disorders [4, 5]. ACD can
have a significant impact on sufferers’ quality of life.
Moreover, occupation ACD entails a substantial cost to
mutual societies, insurance companies, and the national
healthcare system.
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Fig. 1. Flowchart of therapeutic management of allergic contact dermatitis.
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ACD is sometimes clinically indistinguishable from
other forms of dermatitis, such as irritant eczema, and
correct diagnosis therefore requires patch testing [6].
Once the causative allergen is identified, correct ACD
management can pose a real challenge for both patient
and doctor. For the condition to resolve, the allergen
must be removed from the patient’s work and personal
environment. Protective measures and treatments are
also available for controlling symptoms, but cannot
substitute avoidance measures [6]. Moreover, irritant
contact dermatitis and atopic dermatitis often coexist
with ACD, complicating the diagnostic and therapeutic
management of the latter [7, 8].

Symptomatic treatment plays a key role in several
clinical situations: for relieving symptoms in the period

between the initial patient assessment and patch testing;
in concomitant use with avoidance measures to acceler-
ate the healing process once the allergen has been iden-
tified; and, occasionally, to treat dermatitis that persists
despite allergen avoidance, a clinical situation that has
been reported in some patients with allergies to chromi-
um, epoxy resins andCompositae [9••]. Treatment is also
required when the allergen cannot be identified or
completely avoided, or in the event of intermittent re-
exposure resulting in cutaneous manifestations.

Comprehensive management of ACD should in-
clude patient education, allergen avoidance, and suit-
able treatment (Fig. 1). In this review, we aim to estab-
lish a practical approach to ACDmanagement using the
most recent published evidence.

Patient education

Educating patients on the identified allergens is the first step in ACD manage-
ment. Most allergen names are difficult for patients to remember: in one study,
50% of allergens identified through patch testing could not be recalled by
sufferers [10]. Health professionals must therefore provide information orally
and in writing, tailoring the language to patients’ educational level. This infor-
mation should include synonyms of the allergens, a brief description of their
use, the places they can be found and the substances they may cross-react with
and that should therefore be avoided [11•, 12•], as well as a list of products that
are free of the causative allergen.

Follow-up visits are crucial and allow patients to become familiar with the
allergens and put any questions they may have to the health professionals.
Nursing staff could play a key role in this regard. Through follow-up, moreover,
healthcare professionals can ensure patients are complying with avoidance
measures and introduce or modify treatment as required [11•].

Treatment of ACD

The most common clinical presentation of ACD is eczema, and symptomatic
treatment is no different from that of other eczema types. Themain goal of ACD
management, however, is to isolate the patient from the causative allergen, and
all other therapeutic efforts are usually insufficient if this is not achieved [13].

Dermatitis treatment should be specific to each patient. The type of drug
used will depend primarily on eczema severity and extension and the response
to previous treatment. Impact on quality of life should also be taken into
account and there are scales available for this purpose, including the Derma-
tology Life Quality Index and the Hand Eczema Severity Index [9••]. These
scales can be helpful in the initial patient assessment and during follow-up.

There are few double-blind randomized controlled trials on ACD treatment
in the literature. Nonetheless, some therapeutic measures have proven effective
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in eczema of various etiologies. Below we will describe the treatments available
for people with allergic contact dermatitis.

Topical treatments
Topical treatments constitute the first-line therapy for ACD. Therapeutic op-
tions should be distinguished according to the stage of the eczema. Acute
lesions benefit fromwet compresses or soaks with diluted drying agents such as
saline, potassium permanganate, copper sulfate, aluminum sulfate or zinc
sulfate. Calamine lotions may also help [13]. One study reported comparably
good results with both saline and distilled water compresses [14]. These treat-
ments involve applying compresses soaked in water-diluted drying agents to the
affected areas for 10 to 30min per day. The number of daily applications can be
increased if necessary. However, to prevent excessive drying, compresses should
not be used for more recommend that patients then use emollient creams as a
second phase of acute eczema treatment. Emollient creams help to restore the
stratum corneum of the skin and thus prevent recurrence [15,16]. They also
assist in the treatment of chronic eczema, as they prevent the appearance of
cracks and fissures [13]. What make these creams effective are their occlusive
and humectant properties. Experts recommend using emollients that are free
from fragrances and from the preservatives most commonly associated with
skin sensitization [17,18]. One valid and inexpensive option is pure petroleum
jelly.

Barrier creams are preparations formulated to protect the skin against
irritants and allergens [13]. They create a protective layer on the skin and
are therefore normally considered an allergen avoidance measure. However,
due to their active ingredients (astringents, ultraviolet absorbers, and com-
plex agents), they may also have some therapeutic efficacy. A more ap-
propriate description for these preparations would therefore be protective
creams [19••]. Results on the efficacy of barrier creams are controversial. In
a study conducted in people with nickel-induced ACD, the authors ana-
lyzed the efficacy of a topical corticosteroid combined with a barrier cream
versus three controls (no treatment, corticosteroid alone, and barrier cream
alone). The participants who received the combination and those treated
with barrier cream alone had better clinical and nonclinical outcomes that
the other two control groups [20]. In other clinical trials, barrier cream
efficacy was greatly influenced by patients’ application technique [21].
People using barrier creams must be made aware that they are not a
substitute for gloves to prevent any false sense of security.

Topical corticosteroids are the symptomatic treatment of choice for allergic
eczema [1••, 22••], and according to the updated guidelines for the manage-
ment of contact dermatitis, the use of topical corticosteroids in combination
with emollients is the accepted treatment for established contact dermatitis
[23]. The anti-inflammatory effect of corticosteroids in allergic dermatitis arises
from their capacity to inhibit T cell activation and leukocyte migration [24].
They are also thought to have an important effect on macrophages and neu-
trophils [25]. In a systematic review of ACD treatment, Saary et al. found five
randomized clinical trials evaluating the efficacy of corticosteroids. None of
these trials included quality of life or return to work as an indicator of outcome
[26]. Hachem et al. found that fluticasone propionate 0.05% improves clinical
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and nonclinical outcomes compared to control treatment [27]. The same
authors analyzed fluticasone propionate 0.05% in combination with a barrier
cream versus three controls (no treatment, corticosteroid alone and barrier
cream alone), finding that the combination therapy was associated with statis-
tically significant improvement in various outcomes [20]. In another study, the
use of clobetasone butyrate 0.05% resulted in significantly improved nonclin-
ical outcomes compared to hydrocortisone 1% and no treatment [28]. Clini-
cally favorable results have also been reported for clobetasol propionate 0.05%
versus hydrocortisone 1% and topical anti-inflammatories (indomethacin
2.5% and bufexamac 5%) [29]. These four trials were conducted in patients
with nickel-induced ACD. In the last of the studies included in the systematic
review, clobetasol propionate 0.05% was shown to be more effective than
petrolatum for treating dermatitis experimentally induced by urushiol [30].

Corticosteroid potency and length of treatment should depend on factors
such as eczema severity and location [31]. High or very high potency cortico-
steroids should not be used on areas of thin skin such as the face or folds. On
the palms and soles, however, a very high strength corticosteroid is required and
can even be applied occlusively. Due to the side effects of corticosteroids, most
notably skin atrophy, short courses are recommended. The choice of cortico-
steroid vehicle will depend on the morphology and stage of the eczema.
Creams, lotions and gels are recommended for acute eczema, while ointments
and salves are recommended for chronic eczema (except on the face, where
creams are always preferable) [13, 19••].With these considerations inmind, we
recommend one or two daily applications of corticosteroids over 2 to 4 weeks.

Topical calcineurin inhibitors, only approved for atopic dermatitis, have
been proven effective and safe in the treatment of ACD. Their mechanism of
action is based on blocking T cells and inhibiting cytokine production [32].
They have very few side effects and can therefore be used for longer periods than
corticosteroids, and in various locations, including areas of thin skin such as the
face, folds, and genitals [22••]. For this reason, topical calcineurin inhibitors are
commonly used in chronic or recurrent eczema to spare corticosteroids. Ran-
domized clinical trials have demonstrated the efficacy and safety of tacrolimus
0.1% in people with nickel-induced ACD [33, 34]. Other studies have shown
that the efficacy of this calcineurin inhibitor in ACD patients is similar to that of
mometasone furoate 0.1% [35, 36]. In addition, tacrolimus 0.1% has been
proven to be an effective and safe alternative therapy in eyelid ACD [37]. The
results obtained with pimecrolimus, meanwhile, are controversial: while one
study found an efficacy similar to that of betamethasone valerate 0.1% in
nickel-induced ACD [38], another study found no statistically significant im-
provement with pimecrolimus 1% compared to the control treatment in poison
ivy-induced ACD [39]. For long-term treatment, we recommend using topical
calcineurin inhibitors, especially after topical corticosteroids in chronic eczema,
to spare corticosteroids and prevent recurrence.

Systemic treatments
If topical treatment is insufficient, systemic drugs may be required. The correct
prescription of these drugs requires that the age, comorbidities and concomi-
tant medication of the patient, as well as the possible adverse effects of treat-
ment, should be taken into account [22••].
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Systemic corticosteroids have a known effect on patch testing. Oral adminis-
tration of prednisone in doses greater than 20 mgmay prevent allergic reactions,
resulting in false negatives [40]. These results have also been reported with 2 mg
doses of betamethasone [41]. However, few studies have examined the efficacy of
systemic corticosteroids in ACD sufferers. The recommendation of this treatment
is primarily based on results obtained in dermatitis of various etiologies [42]. If
ACD symptoms are very severe or very extensive, as with other types of eczema,
experts recommend using oral corticosteroids such as prednisone at 0.5 to 1 mg/
kg/day or equivalent. Oral corticosteroids can be taken in short courses of 5 to
7 days. If a longer duration is anticipated, tapering the administration can
prevent recurrence and reduce the risk of adrenal insufficiency.

Corticosteroid-sparing immunosuppressants such as azathioprine, metho-
trexate, cyclosporin, and mycophenolate mofetil are other second-line options.
The choice of drug will depend on the patient’s clinical presentation and
comorbidities [1••]. These treatments may also improve recalcitrant allergic
hand eczema. Some studies have assessed the efficacy of azathioprine in ACD to
parthenium: 150-mg daily doses improved lesions in almost all patients after
1 year of treatment [43], and 300-mg weekly pulse doses cured symptoms in 80
to 100% of patients after 6 months of treatment [44]. Studies with methotrex-
ate, mycophenolate mofetil, and 5-fluorouracil showed inhibited hypersensi-
tivity during the sensitization phase but no decrease in the inflammatory
reaction during allergen challenge [45]. Although cyclosporine has proven
useful in chronic hand eczema and atopic dermatitis, there are limited data in
people with ACD [1••, 9••].

When patients have needed multiple short courses of oral corticosteroids,
we recommend starting oral cyclosporine in young people with no contrain-
dications and methotrexate in older people or people with contraindications,
although the response to this drug is slower.

Retinoids are also effective in chronic hand eczema of various etiologies.
Alitretinoin, which exerts an immunomodulating and anti-inflammatory effect,
has proven safe and effective for chronic hand eczema resistant to topical treat-
ment [46, 47]. Acitretin has also been effective for hyperkeratotic hand eczema
[48, 49].

Anti-TNF biological drugs may be useful since their target, an inflammatory
cytokine, is involved in ACD [50]. However, the results of studies on the effect
of anti-TNF in this condition are inconsistent.

There are limited data on the efficacy of oral antihistamines in ACD. Some
authors recommend using sedative antihistamines such as hydroxyzine to
control pruritus in ACD sufferers. Another accepted regimen is the combination
of selective and non-selective antihistamines, using the latter at night [13]. In
our opinion, antihistamines do not provide adequate control of pruritus in
people with ACD.

Other treatments
Phototherapy with UVA, PUVA or UVB may be useful owing to the immuno-
suppressive effects it exerts through various mechanisms. Several studies have
assessed the efficacy of PUVA and UVB therapy in chronic ACD. In one series,
PUVA treatment resolved allergic hand eczema in all participants and UVB
therapy produced a significant clinical improvement in most participants [51].
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ACD, like other skin disorders, can provoke anxiety, depression and prob-
lems in social and work relationships. Psychotherapy may help to improve the
quality of life of people suffering these effects [1••].

Various studies have attempted to induce tolerance to allergens though
immunotherapy or gradual exposure to the allergen. These attempts have failed,
and this approach is therefore not recommended in ACD patients [13, 22••].

Treatment for complications of eczema
A relatively frequent complication of eczema is superinfection. The causative
microorganisms can be bacteria, such as Staphylococcus aureus or Streptococcus
pyogenes, or fungi, namely dermatophytes and yeasts. Bacterial superinfection
may respond to topical combinations of corticosteroids and antibiotics [13]. If
impetigo is extensive or does not respond to topical treatment, oral antibiotics
are required:most commonly amoxicillin/clavulanic acid or cloxacillin. A topical
antifungal agent can be applied to control localized mycological infections.
People with severe infections or tinea incognito require systemic treatment with
drugs such as azoles or terbinafine [13]. The recommended steps in this case, as
in other infections, is taking a culture, starting empirical treatment and adjusting
the antibiotic subsequently according to the antibiogram results. Neomycin and
azole powders should be avoided due to their high sensitizing potential.

Another situation that may complicate ACD patient management is sensiti-
zation to the active ingredients or excipients (mainly preservatives and fra-
grances) of the topical preparations used. Topical administration of antihista-
mines, anti-inflammatories, analgesics and antibiotics such as neomycin
should be avoided due to their known sensitizing capacity [6, 12•]. There has
also been an increase in delayed hypersensitivity reactions to corticosteroids.
The estimated prevalence of corticosteroid-induced ACD is 2.6% in Europe and
4.6% in the USA [52, 53]. Sensitization to corticosteroids should be suspected
in patients who do not improve or who worsen despite correct treatment and
allergen avoidance. In this case, patch testing should be repeated with the
standard series and, if required, a corticosteroid series or product provided by
the patient [54•]. According to Baeck et al., corticosteroids can be divided into
three groups according to their structure and cross-reactivity, and delayed
hypersensitivity reactions are most commonly to group 1. These authors also
classify patients into two profiles depending on whether they are sensitized to
one or more corticosteroid groups. Profile 1 includes people who suffer allergic
reactions to a single group while profile 2 patients react to the whole spectrum
of corticosteroids. It has been proposed that profile 1 patients avoid only the
corticosteroids from the group to which they are sensitized, although the
prescribed drug should always be tested beforehand. Profile 2 patients, mean-
while, should avoid corticosteroids altogether and seek other therapeutic alter-
natives [55–57]. We recommend managing ACD to corticosteroids with cal-
cineurin inhibitors or with a topical corticosteroid hat has been previously
tested on the patient without provoking any allergic reaction.

Work-related ACD

Occupational ACD is an entity that should be reviewed on a case-by-case basis
due to the particular characteristics of its management strategy.
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The latest data published by the North American Contact Dermatitis Patch
Group show that 8.9% of patients with positive patch test results had occupa-
tional ACD [58•]. Moreover, work-related ACD accounts for up to 34% of
occupational diseases registered in Europe [59•].

Due to the prevalence and considerable morbidity of occupational ACD,
prevention is crucial. Prevention falls into three categories: primary prevention,
which involves taking measures to prevent the condition from developing in
healthy people; secondary prevention, which involves trying to prevent further
flare-ups or new sensitizations in people already affected; and tertiary preven-
tion, which focuses on reintegrating patients into their work and daily life
[19••].

Patients with severe allergic eczema are highly recommended to adjust their
tasks or take temporary sick leave to speed up recovery [60]. We recommend
that patients with occupational eczema stay away from the workplace and
receive treatment until they have fully recovered. The topical and systemic
treatments used to relieve the symptoms of occupational eczema are similar to
those used in other types of allergic contact dermatitis. Some patients may
benefit from hospital admission until symptom resolution [61].

People with occupational ACD should resume work in the best possible
conditions. This means the allergen must be identified and removed from the
workplace. It may be necessary to contact the suppliers of the materials used by
the worker to determine whether the allergen is present and to identify suitable
replacement products [3]. If allergen avoidance is not possible, individual and
collective protection measures can be taken.

The main individual preventive measures are goggles, masks, suitable cloth-
ing, gloves, and barrier creams [12•]. The correct type of gloves should be
selected according to the allergen. It may also be helpful to wear cotton gloves
below rubber gloves. Latex gloves offer good protection against aqueous sub-
stances but not against solvents, fats, and chemicals, and are therefore
disadvised. Nitrile gloves protect against fats and solvents, while vinyl gloves
offer better protection against most chemicals [13, 19••]. Overall, 4H lami-
nated gloves, which are impermeable to more than 90% of organic chemicals
when tested over 4 h at 35 °C [6], appear to offer the best chemical resistance.

Because workers sometimes report difficulties in performing their tasks
while wearing gloves, barrier creams have been assessed for their protection
against allergens. As mentioned above, barrier creams are not a substitute for
gloves but may act as a complementary protective measure as well as providing
some therapeutic effects.

Individual protectionmeasures also apply to the home environment of both
occupational and non-occupational ACD sufferers. The employer must also
introduce collective protection measures. This is especially important if em-
ployees suffer from airborne contact dermatitis. Although individual and col-
lective protection measures are applicable at all three levels of prevention, they
are of greatest use at the primary level.

Patients with suspected occupational ACD may require assessment by an
occupational medicine specialist, who can complement the avoidance mea-
sures recommended by other specialists and suggest changes in the patient’s
work station [60].

Nonetheless, various studies report that dermatitis symptoms persist in
some people even when they avoid the allergen or change their work station.

Allergic Contact Dermatitis: Therapeutic Management Poveda-Montoyo et al. 147



Up to 70% of the patients included in one series had dermatitis for years despite
avoiding chromium, and the authors reported higher chronicity where diag-
nosis was delayed [6, 62]. People who suffer recalcitrant eczema despite allergen
avoidance require suitable symptomatic treatment.

Avoidance measures for the most prevalent allergens

The North American Contact Dermatitis Group (NACDG) and the European
Surveillance System of Contact Allergies (ESSCA) recently presented the results
of patch testing in patients in North America and Europe, respectively. The five
most prevalent allergens, in descending order, were nickel sulfate, fragrance mix
I, methylisothiazolinone (MI) and methylchloroisothiazolinone/
methylisothiazolinone (MCI/MI), cobalt chloride and Myroxylon pereirae (bal-
sam of Peru). Other common allergens identified in these series were
paraphenylenediamine (PPD), fragrance mix II, neomycin sulfate, bacitracin,
potassium dichromate, formaldehyde, and colophony [58, 63•].

The metals that most frequently cause ACD are nickel and cobalt. Patients
should avoid metal utensils, nail varnish and eyelid cosmetics that contain
these allergens. It may be helpful to perform the dimethylglyoxime test, avail-
able in pharmacies, to identify products that contain nickel. Chromium is
another metal that provokes ACD relatively frequently. It may be present in
metal utensils, leather goods, cement and paints. However, the main challenge
posed by metal allergies is related to joint prostheses and dental amalgams and
prostheses. Sensitized patients should not have medical devices containing
these metals implanted [11•]. Problems with an implanted device may be
resolved by its removal, provided the clinical features are compatible and patch
testing is positive.

Fragrances are common allergens often found in cosmetic, hygiene or
cleaning products; pharmaceutical preparations; perfumes; and air fresheners.
Balsam of Peru is a fragrance that can cause multiple cross-reactions, all of
which should be taken into account [64,65]. The labeling of these productsmay
be confusing ormisleading and the small print size is often difficult to read. The
terms “fragrances,” “perfume,” “colognes,” or “essential oils” are sometimes
used without specification of the components. Furthermore, some products
containing these allergens are wrongly labeled “perfume free,” “fragrance free,”
or “hypoallergenic” [66]. We recommend completing the study with the specific
series of fragrances so the patient can try to avoid only the fragrance to which
they are allergic, although recommending fragrance-free products is also a valid
option.

Preservatives such as methylchloroisothiazolinone (MCI), methylisothia-
zolinone (MI), methylchloroisothiazolinone/methylisothiazolinone (MCI/MI),
formaldehyde, and formaldehyde releasers can be found in hygiene, cosmetic and
cleaning products.MCI/MI is also known in practice as Kathon. Although this name
is easier to remember, patients should be warned that the preservative will be listed
on labels asmethylchloroisothiazolinone/methylisothiazolinone. People allergic to
MCI/MI should also avoidMI and vice versa [67]. Formaldehyde and formaldehyde
releasers are also used as anti-crease substances in clothes, whichmeans new clothes
can cause problems in sufferers. Many manufacturers have replaced formaldehyde
with formaldehyde releasers. The main formaldehyde releasers are quaternium-15,
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diazolidinyl urea, DMDM hydantoin, imidazolidinyl urea and 2-bromo-2-
nitropropane-1,3-diol. In addition, people with positive patch tests for formalde-
hyde should avoid formaldehyde releasers and vice versa [66, 68].

We recommend that people with suspected ACD awaiting patch testing for
allergen identification replace their usual hygiene products with products that
are free from fragrances and common preservatives. If the patient has eczema at
the time of the consultation, a suitable treatment should also be prescribed to
relieve symptoms.

Topical antibiotics such as neomycin and bacitracin can be found in
ointments, creams and eye, nose, and ear drops. Sensitized people should
avoid these allergens. Neomycin may also cross-react with other aminoglyco-
sides [6, 12•].

Paraphenylenediamine (PPD) is present in permanent hair dyes, temporary
black henna tattoos, and in some textile and shoe dyes. Vegetable or semiper-
manent dyes (4-amino-paraphenylenediamine) are derivatives of PPD and can
also cause problems in sensitized people. Metallic dyes (Grecian formula) or
henna dyes are safe alternatives. Patients should be made aware that PPD can
cross-react with PABA sunscreens, ester local anesthetics, black rubber and drugs
such as sulfonamides, thiazide diuretics and sulfonylureas [68].

Topical NSAIDs and the ultraviolet filters contained in sunscreens are the
agents most commonly associated with photoallergic contact dermatitis [69•,
70]. This is a delayed hypersensitivity reaction caused by contact between the
skin and an exogenous agent in the presence of ultraviolet or visible light.
Avoiding the sun is a crucial factor in themanagement of this condition. For this
reason, suitable clothing and sun cream are necessary protective measures,
provided they are not the cause of the photoallergic contact dermatitis.

Conclusions

The prevalence of ACD in the general population and in the workplace is high,
although current rates are difficult to estimate. Its clinical manifestations can be
indistinguishable from those of other types of dermatitis, which is why patch
testing is essential for a correct diagnosis. Management of ACD is based on three
key areas: patient education, allergen avoidance and treatment of symptoms.

Health professionals must participate proactively in patient education,
transmitting information in a clear way that is tailored to each patient.
Follow-up is essential to patient management.

For symptoms to improve, patientsmust avoid the allergen in their personal
and working environment.

Various treatments are available to control symptoms in allergic eczema.
Although these treatments are widely used in clinical practice, few studies have
been conducted in ACD sufferers. The topical treatments that have shown the
greatest efficacy are corticosteroids and calcineurin inhibitors. Barrier creams
may be helpful although they are not a substitute for gloves. Systemic treat-
ments, due to their potential side effects, are reserved for patients with severe or
extensive symptoms that do not respond to topical treatment. As in all types of
eczema, complications may occur and should be managed appropriately.
Topical or oral antibiotics are recommended for treating infections. Allergic
patients may develop new sensitizations, which should be confirmed with
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further patch tests. Health professionals should bear in mind the increased
incidence of ACD to topical corticosteroids.

In occupational ACD, primary, secondary, and tertiary prevention are essen-
tial, and individual and collective prevention measures must be taken.

Adequately controlling ACD is a challenge for patients and health profes-
sionals, and a comprehensive management approach is therefore crucial.
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