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Abstract:  

The goal of this review was to provide evidence-based referrals for the therapy and avoidance of contact and atopic 

dermatitis. We conducted computerized search among electronic databases; EMBASE, COCHRANE and MEDLINE 

for literature available in the databases to the end of 2018, using the following search term including variants: 

“Contact dermatitis”, “atopic dermatitis”, “Management”, “treatment”. Atopic dermatitis (AD) is a chronic and 

relapsing illness influencing an enhancing variety of patients. Normally starting in very early youth, AD can be the 

first action of the so-called atopic march, i.e. followed by allergic rhinitis and allergic asthma. AD is a 

paradigmatic genetically intricate disorder including gene-gene and gene-environment interactions. The major 

treatment-goals include the removal of inflammation and infection, protecting and restoring the barrier function 

and managing worsening variables. The general future strategy in AD will certainly be aimed to regulate skin 

inflammation by a more proactive management in order to possibly avoid the appearance of sensitization in 

addition to develop personalized management based upon genetic and pathophysiologic info. 
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INTRODUCTION: 

Atopic dermatitis (atopic eczema) is the most 

prevalent skin disease. The life time occurrence of 

AD is approximated to 15 ~ 30% in youngsters and 2 

~ 10% in adults while the occurrence of AD has 

actually increased by 2- to 3-fold during the past 3 

decades in industrialized countries. The 12-months 

prevalence in 11-year-old youngsters has actually 

revealed to differ from 1% to 20% with the highest 

prevalence generally identified in Northern Europe 

(International Study of Asthma and Allergies in 

Childhood, ISAAC) [1]. In children, the beginning of 

AD occurs in 45% during the very first 6 months of 

life, 60% throughout the very first year, and 85% are 

affected prior to the age of [1]. The frequency of AD 

in rural areas and in non-affluent countries is 

substantially lower, stressing the significance of 

lifestyle and atmosphere in the mechanisms of atopic 

illness which might be explained by the "hygiene 

hypothesis", a principle which is nonetheless still 

debated [2]. Regularly, the dermatitis is related to 

other atopic diseases such as food allergies, asthma, 

and allergic rhinitis. The occurrence of food allergic 

reactions in patients with serious atopic dermatitis is 

thought to be around 30% [2]. 

Contact dermatitis is a swelling of the skin caused by 

a spoken to substances. It makes up 70-90% of all 

job-related skin diseases [3]. The skin indication of 

contact dermatitis is many revealing erythema, 

edema, papules, seropapules, vesicules, bullae, 

disintegration, crust, and so on. Differentiating 

subjective signs and symptom is itching. The causes 

of contact dermatitis are plant, foods, animal 

dandruff, daily items, cosmetics, topical applications 

and occupational chemicals. 

Atopic dermatitis is the most common skin disease in 

youngsters, with a prevalence of 10% to 15%, and is 

common in adults as well. Contact dermatitis 

prevalent among adults, differentiation of this two 

diseases is essential for better treatment and 

prevention. The goal of this review was to provide 

evidence-based referrals for the therapy and 

avoidance of contact and atopic dermatitis. 

METHODOLOGY: 

We conducted computerized search among electronic 

databases; EMBASE, COCHRANE and MEDLINE 

for literature available in the databases to the end of 

2018, using the following search term including 

variants: “Contact dermatitis”, “atopic dermatitis”, 

“Management”, “treatment”. Restriction to only 

English language with human subjects were applied. 

Reference lists from all articles were scrutinized to 

identify any additional studies of interest. 

DISCUSSION: 

• What causes contact dermatitis?  

There are two main types of contact dermatitis:  

• Irritant contact dermatitis establishes when the 

skin is in contact with irritating materials like 

detergents and solvents. Irritant call dermatitis is a 

non-immunologic feedback that takes place as a 

consequence of direct damage to the skin, by 

chemicals or physical agents, faster than the skin is 

able to repair itself [4], [5]. Roughly 80% of cases of 

get in touch with dermatitis are irritant call dermatitis 

[6]. These strip the skin surface area of its natural 

oils. Dermatitis establishes when there is regular or 

prolonged contact with these irritating compounds. 

One of the most important aspects in triggering this 

type of contact dermatitis are the quantity and the 

concentration of the irritating substance touching the 

skin. It is really typical in individuals that have their 

hands in water a lot such as nurses, hairdressers, 

bartenders, cooks and cleansers. People in these lines 

of work usually establish hand dermatitis. Anybody 

can create an irritant get in touch with hand 

dermatitis from taking care of irritating materials or 

with constant hand cleaning. Usual toxic irritants 

consist of soaps, detergents, water, solvents, reducing 

oils, and food components [6]. The hands, 

particularly finger web areas, and the face are 

generally impacted [4]. 

• Allergic contact dermatitis occurs when allergic 

reaction develops to details chemical or compound 

that has actually been in contact with the skin. 

Allergic contact dermatitis comprises 20% of cases of 

contact dermatitis. It is a type IV postponed 

hypersensitivity response to an exterior irritant, 

which takes place only in a person who has actually 

formerly been sensitized [4]. Re-exposure to the 

allergen causes distributing memory T cells homing 

in to the skin and eliciting an immunologic response 

that creates skin inflammation, generally within 48 

hours [7]. Examples of these substances include 

metals such as nickel, rubber, chemicals in hair dye 

and perfumes or preservatives in lotions and 

cosmetics. It is not known why some individuals 

develop allergy to these materials while others do 

not. Less generally compounds in fruits and 

vegetables can cause an instant allergic reaction when 

touched. This brings about itchy skin swellings 

referred to as contact urticaria (hives). This can lead 

to a flare of pre-existing dermatitis (eczema). 

• What causes Atopic dermatitis? 

Both hereditary predisposition (skin barrier defects in 
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addition to damaged natural and obtained immunity) 

and trigger variables play important roles in both the 

start of atopic dermatitis and the exacerbations [8]. 

Filaggrin loss-of-function mutations have gotten 

special attention over the last few years [8]. Filaggrin 

is a structural healthy protein in separated 

keratinocytes. Loss-of-function mutations in filaggrin 

lead to skin obstacle defects, reduced bacterial 

defenses, and an increased skin pH value. Filaggrin 

mutations are associated with an increased danger to 

develop atopic dermatitis (Odds Ratio 3.1- 4.8) [8]. 

About 25% of patients with atopic dermatitis have 

such mutations. Furthermore, these patients are at 

increased risk of developing allergic reactions and 

asthma, in addition to eczema herpeticum, which is 

recognized to be a serious difficulty of atopic 

dermatitis. 

• How is contact dermatitis different from 

eczema?  

The term dermatitis is frequently utilized 

interchangeably with dermatitis. Nonetheless, atopic 

dermatitis (eczema) is an endogenous inflammatory 

skin condition, whereas contact dermatitis is induced 

by exogenous elements. Scientifically, it is difficult 

to distinguish the two, and the problems might co-

exist, particularly in hand and foot eczema [8]. Take 

into consideration contact dermatitis in patients with 

atopic dermatitis who are less competent to therapy 

(that is, in spite of using potent or ultra-potent topical 

corticosteroid with emollients and soap substitute) or 

that flare when they try to stop treatment or have 

unusual distribution of disease [7]. As an example, 

chemicals on clothing may create modifications in 

axillae, groin, and feet suggestive of allergic contact 

dermatitis. Table 1 gives a listing of the typical 

functions of atopic dermatitis, irritant contact 

dermatitis, and sensitive contact dermatitis. 

Table 1. Clinical features of atopic dermatitis, irritant contact dermatitis, and allergic contact dermatitis [8]. 

 Atopic dermatitis Irritant contact dermatitis Allergic contact dermatitis 

Incidence Common: affects 2-

10% of adults and 15-

20% of schoolchildren 

Can occur in virtually anyone. 

Comprises 80% of contact 

dermatitis. 

Occurs only in sensitised people. 

Comprises 20% of contact 

dermatitis 

Age at onset Usually begins in 

infancy 

Any age, but commoner in 

adults 

Any age, but commoner in adults 

Personal or 

family history of 

atopy 

Present Often present May or may not be present 

Symptoms Dry, scaly, pruritic Itching, stinging, smarting Itching, stinging, smarting 

Clinical 

distribution 

Facial, extensors in 

infancy  

Flexural in childhood 

and adolescence  

Flexural or facial in 

adults 

Mainly confined to site of 

contact, but can spread 

distally 

Localised to site of contact 

(hands and face are commonly 

affected)  

 

Pathophysiology Due to complex 

interplay of genetic, 

environmental, 

immunological, and 

skin barrier defects  

Primarily a Th2 cell-

associated, cytokine-

mediated disease P 

 

Non-immunologic reaction  

Caused by direct damage to 

the skin by chemicals or 

physical agents 

Immunologic reaction  

Type IV, T cell-mediated 

delayed hypersensitivity reaction 

to an external allergen 

Onset after 

exposure 

— Minutes to hours 

No previous exposure 

required 

8-96 hours, typically within 48 

hours  

Previous exposure required 

Course Chronic course with 

flares and remissions 

Withdrawal of irritant leads to 

quick healing 

May persist despite withdrawal 

of allergen 

Patch tests Can often be positive, 

but must be interpreted 

Patch testing negative Patch tests are positive in light of 

history 
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• How is contact dermatitis managed?  

Self-management  

The definitive treatment of contact dermatitis is the 

identification and evasion of the underlying cause [4-

6]. Suggest patients to avoid direct exposure to 

allergens and toxic irritants at home and in the 

workplace. Individual safety tools such as gloves and 

masks can minimise future irritant direct exposure 

[4]. Contact dermatitis can bring about redeployment 

or loss of occupation in many cases [3]. Patients are 

encouraged to clarify their medical diagnosis to their 

employer and seek advice from the job-related health 

and wellness department at their office. Offer patients 

with written details on all recognized irritants, 

including the irritant name, its synonyms, typical 

usages, and examples of the sorts of items that may 

include it [4]. Recommend patients to inspect the 

component lists of all their skin care products prior to 

application and when acquiring brand-new products. 

The components for a product are typically labelled 

on the item itself, or on the product packaging or 

pull-out item details insert. Recommend patients that 

if they want to check a brand-new skin care item 

before using it at home, they can carry out a repeat 

open application test [10]. Encourage them to apply a 

percentage of item to the volar facet of the forearm 

twice a day for 1-2 weeks. If any type of eczematous 

reaction occurs, they need to stay clear of the item. 

Topical treatment  

Table 2 listings the primary sorts of topical therapies 

for contact dermatitis. Regular emollients are 

recommended to boost the barrier function of the skin 

[11]. A huge variety of emollients are offered 

commercially. The proof base is too weak to provide 

referrals on which emollients to use, however patient 

choice is an essential aspect to consider. Lipid-rich 

emollients can accelerate healing after speculative 

damage to the skin and may be supported, especially 

for night time usage. Use of soap substitutes are also 

encouraged to reduce irritation [10]. A current 

Cochrane review, consisting of four randomized 

regulated trials of barrier creams versus no 

intervention in the work environment, revealed fewer 

brand-new instances of work-related irritant get in 

touch with dermatitis occurring with obstacle creams 

[12]. Analytical value was not accomplished; 

however, this possibly shows the fact that larger well-

developed medical trials are required. 

The efficacy of topical corticosteroids for treating 

sensitive contact dermatitisis well recorded. The 

evidence isless clear for irritant get in touch with 

dermatitis [13]. According to agreement guidelines 

on the management of chronic hand dermatitis (a 

common manifestation of contact dermatitis), the 

topical therapy of selection, after emollients and soap 

replacements, is a topical steroid [14]. Topical 

steroids are effective in the short term; however, they 

prevent fixing of the stratum corneum and cause skin 

atrophy, which may disrupt recuperation in the long-

term. 

Anecdotal proof suggests that intermittent treatment 

with topical corticosteroids or rotating a topical 

corticosteroid with a topical calcineurin prevention 

may decrease negative effects, but information on the 

long-term safety of this method is lacking [14]. The 

optimal duration of topical corticosteroid treatment is 

not known, but from scientific experience we would 

certainly recommend a first therapy period of 4 to six 

weeks with a potent topical steroid, with subsequent 

evaluation. Proof showsthat long-term periodic use 

mometasone furoate is secure and efficient in therapy 

of hand eczema for approximately 36 weeks [15]. 

Evidence has also shown that the threat of recurrence 

of chronic hand eczema isreduced by use of an 

extremely potentsteroid (clobetasol propionate) 

compared with a reasonably potent topical 

corticosteroid [16]. For all cases of modest to severe 

dermatitis, the strength and the duration of use of 

topicalsteroids should be readjusted according to the 

seriousness of the problem, as suggested by the skin 

doctor. 

Table 2.Topical treatments for contact dermatitis [10-16] 

Topical therapy How it works How is it applied Side effects 

Emollients Restores skin barrier 

function, prevents 

painful cracking 

Apply frequently during the day 

and before bedtime  

Can apply a lighter moisturiser 

during the day and a more lipid-

rich, fragrance-free, greasy 

emollient at night  

Should be applied liberally all 

over affected areas 

Can cause acne or folliculitis  

Some emollients can cause 

irritant reactions 
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Topical 

corticosteroids 

Anti-inflammatory and 

immunosuppressive 

Once or twice daily to affected 

sites for 4-6 weeks initially, then 

re-assess.  

If better, gradually reduce 

frequency, but may need twice a 

week maintenance therapy if 

severe. 

Skin atrophy, tachyphylaxis, 

systemic absorption causing 

adrenal suppression (very 

rare), induction of allergic 

contact dermatitis to steroid 

Topical 

calcineurin 

inhibitors 

Immuno-modulator Once or twice daily to affected 

sites for 4-6 weeks initially, then 

review  

Mild to moderate burning or 

stinging erythema, concerns 

about long term risk of 

cutaneous carcinogenesis 

(advocate sun protection)  

Avoid in active skin infection 

Other: 

potassium 

permanganate 

soaks 

Oxidising agent with 

disinfectant, 

deodorising, and 

astringent properties  

 

Dissolve 400 mg tablet 

(Permitab) in 4 L of water to 

make 1:10 000 solution. Soak 

affected areas for 10-15 minutes.  

Use once or twice daily until 

lesions dry up (usually 2-5 days)  

Use concomitantly with topical 

steroids and emollients 

Redness, irritation, caustic 

burns Stains clothing, fabrics, 

and ceramic basins Used for 

weeping or infected eczema 

 

• How atopic dermatitis managed? 

Beside allergological diagnostics, management of 

AD continues to be a medical difficulty where the 

primary goals are to boost the barrier function, to 

regulate microbial emigration and to suppress 

inflammation. The management of AD ought to 

always be adapted to the severity of the problem. 

Education and learning of the patient or the parents of 

an affected kid is as crucial as other strategies. 

Basic therapy 

A vital feature of AD is xerosis as a result of the skin 

obstacle disorder as experienced by enhanced 

transepidermal water loss. Independently adjusted 

emollients containing urea (4% or much less in 

children; approximately 10% in adults) need to be 

utilized to support the skin barrier function and allow 

hydration of the skin. The patient needs to be 

enlightened sufficiently to stay clear of certain 

provocation elements [17]. 

Control of bacterial colonization 

Topical antiseptics such as triclosan or chlorhexidine 

have a reduced sensitizing potential and reveal low 

resistance rates. They can be utilized in emollients or 

syndets or as part of an additional "wet cover 

dressing". Short-term fusidic acid is preferentially 

utilized in the treatment of bacterial infections with S. 

aureus due to its reduced very little repressive 

concentration and good tissue infiltration [18]. 

Intranasal obliteration of methicillin-resistant S. 

aureus, often identified in AD patients, can be 

attained by the topical use mupirocin. When it comes 

to wide-spread microbial secondary infection seen 

mainly in youngsters (largely S. aureus) systemic 

antibiotic treatment is shown. Preventative treatment 

just raises immune rates and has no advantage on the 

course of illness. The use of silver-coated textiles and 

silk fabric with a durable anti-microbial surface is 

still under investigation, however seems to be 

encouraging, particularly for children [19]. 

Anti-inflammatory therapy 

The majority of topical glucocorticosteroids (GCS) 

provide a secure and reliable medicine when used 

appropriately. This is especially the situation for GCS 

with dual esters and beneficial healing index, i.e. high 

efficiency with low negative effects. Besides their 

anti-inflammatory task, GCS contribute to a 

reduction of skin colonization with S. aureus [20]. 

Only moderate to reasonably potent preparations 

ought to be utilized on genital, face, or intertriginous 

skin areas. Less potent topical steroids such as 

hydrocortisone can likewise be used to youngsters 

less than 1 years of age. Various restorative plans 

have been developed: first treatment ought to be with 

moderate to high powerful steroids adhered to by a 

dose decrease or an exchange to a reduced 

effectiveness preparation [21]. 

The topical calcineurin inhibitors (TCI) 

Pimecrolimus and Tacrolimus reduce the early phase 

of T-cell activation, numerous cytokines associated 

with cellular immunity and affect IDEC but not LC in 

AD lesions. Their anti-inflammatory effectiveness is 
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similar to GCS of light to moderate potency and have 

a crucial role in the anti-inflammatory management 

of AD. Recent researches have highlighted the value 

of the proactive management of AD utilizing TCI 

[22]. Negative effects include a transient burning 

sensation of the skin. While utilizing calcineurin 

preventions, too much exposure to all-natural or 

artificial sunlight (tanning beds or UVA/B therapy) 

need to be avoided. Long-term safety and security 

studies analyzing the proof of a causal link of cancer 

and calcineurin preventions as well as an enhanced 

incidence of viral infections are continuous. In spite 

of the accepted good safety profile, a black boxed 

warning has actually been released by the FDA and a 

"red-hand letter" from the european agency (EMA), 

emphazising on using these items as second line 

therapy [23]. However, it appears that these warnings 

lack considerable clinical history because 

epidemiological research studies have actually shown 

that the appearance of cutaneous lymphoma or non-

melanoma skin cancers are not connected to the use 

of these substances. Long-term postmarketing 

research studies are ongoing to further ensure the 

safety of TCI [24]. 

Phototherapy 

AD patients usually report a gain from all-natural 

sunlight exposition. Consequently, different spectrum 

of UV-light, i.e. UVB (280 ~ 320 nm), narrow-band 

UVB (311 ~ 313 nm), UVA (320 ~ 400 nm), medium 

and high-dose UVA1(340 ~ 400 nm), PUVA, and 

Balneo-PUVA have actually gone through trials for 

the treatment of AD. Plainly, UVA1 irradiation 

appears to be above conventional UVA-UVB 

phototherapy in patients with severe AD [25]. 

Narrow-band UVB alone is also reliable and its task 

appears to be partly due to a decline in the microbial 

colonization [25]. In youngsters UV-therapy ought to 

be limited because information about lasting negative 

effects of UV-therapy are still not readily available. 

CONCLUSION: 

Atopic dermatitis (AD) is a chronic and relapsing 

illness influencing an enhancing variety of patients. 

Normally starting in very early youth, AD can be the 

first action of the so-called atopic march, i.e. 

followed by allergic rhinitis and allergic asthma. AD 

is a paradigmatic genetically intricate disorder 

including gene-gene and gene-environment 

interactions. The major treatment-goals include the 

removal of inflammation and infection, protecting 

and restoring the barrier function and managing 

worsening variables. The general future strategy in 

AD will certainly be aimed to regulate skin 

inflammation by a more proactive management in 

order to possibly avoid the appearance of 

sensitization in addition to develop personalized 

management based upon genetic and 

pathophysiologic info. 

Nonetheless as Contact dermatitis describes 

inflammation that is brought on by straight skin 

contact with something in your setting. It is often 

called contact dermatitis. Contact dermatitis is not 

contagious and cannot be captured from or infected 

other individuals. The very best therapy for contact 

dermatitis is avoidance of the substance that caused 

the reaction. If the call signs persist, your health care 

service provider might suggest a topical drug to calm 

the swelling. 
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