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Abstract: Atopic dermatitis (AD) is becoming a major public health problem due to its increasing 

prevalence and growing evidence that it may cause other allergic reactions. Atopic dermatitis is a common 

inflammatory skin disease, with typical recurrent eczema lesions. This can be frustrating for children's 

patients, parents and healthcare providers. Pediatrics treats most children with atopic dermatitis because 

many patients do not have access to pediatric subspecialty physicians such as pediatric dermatologists and 

pediatric allergic doctors. 
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I. INTRODUCTION 

Atopic dermatitis is a common chronic inflammation of the skin that affects children mainly.1 Atopy is defined as a 

inherited tendency to produce immune globulin E antibodies (igEs) in response to a small amount of common 

environmental proteins, such as pollen, household dust and food allergens. Dermatitis stems from the Greek Derma 

(derma) (inflammation). Dermatitis and eczema are generally used as synonyms, but eczema is sometimes reserved for 

acute symptoms of the disease (Greek: eczema boils).2 Because AD is linked to significant morbidity, a decline in 

quality of life (QoL), and conditions similar to other chronic diseases such diabetes, fibrosis, and epilepsy, it is a global 

health concern.3,4. The human body's physical and functional barriers are provided by the epidermis, and the most 

significant pathological findings in AD skin are deficiencies in the skin's skin barrier.5,6 The illness, which is apparent 

and chronic, can have a significant effect on patients' and their families' lives. Symptoms include severe rash, 

discomfort from skin injuries, and insomnia.7,8 Additionally, AD may be the beginning of a "atopic march," which 

results in various forms of atopic dermatitis (AD), which typically begin in childhood and become extremely persistent 

and chronic, including rhino conjunctivitis and asthma.9 Atopic dermatitis (AD) is a juvenile onset condition. Clinical 

features might vary widely, making accurate diagnosis challenging at times.10 Ten to thirty percent of people suffer 

from AD, which is extremely frequent.11,12 AD is becoming more and more common, at least in emerging nations. 

Environmental variables have a profound influence on the genetic basis of AD. Current developments Genetics research 

on AD patients has identified a mutation of Filaggrin (FLG) in those individuals.13 The general patterns in which 

patients acquire adult rhinitis and early AE childhood asthma are referred to as the "atopy march."14 The primary signs 

of AD include lichenification, dry skin, papules, inflammation of eczema, and severe rhinitis, which is thought to be a 

hallmark of AD. It is thought that pruritus, which starts a vicious cycle of itching, scratching, and worsening 

eczematous lesions, is a key factor in maintaining and exacerbating AD.15,16 

 

EPIDEMIOLOGY 

Approximately 25% of people may experience atopic dermatitis at some point in their lives, while the disease's 

incidence varies widely across the globe.17 About half of all cases of atopic dermatitis occur in the first year of life, and 

the majority—probably ninety-five percent—occur before the patient is five years old.18 Of those whose eczema began 

in childhood, about 75% experience a spontaneous remission before to puberty, with the remaining 25% developing 

eczema until adulthood. Atopic dermatitis that recurs in maturity or develops in adulthood often manifests primarily as 

hand eczema in many cases. According to World Health Organization data on global disease initiatives, AD affects at 

least 230 million people around the world and is considered to be the main cause of skin diseases that do not lead to 

fatal disease19 and between 50 and 75 percent of children with early atopic dermatitis are sensitive to one or more 

allergens, such as food allergens, home dust fungi or pets.20.21 Adult AD epidemiology is largely ignored. Many studies 
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have been conducted on the prevalence of AD in children and adolescents, but only a few studies have been conducted 

on AD in adults.22,23 

 

PATHOGENESIS 

AD pathogenesis is complex and faceted. Skin barrier failure, environmental factors, genetic predisposition and 

immune failure play an important role in their development and are closely related. In the past, the emphasis was placed 

on the disregulation of the T-helper cell, the production of immune globulin E (IgE) and the hyperactivity of mast cells 

leading to inflammation of vascular diseases and characteristic skin disorders.24 SC is the main epidermal component of 

the so-called epidermal barrier and is directly involved in some barrier functions. Some known abnormalities in SC 

barrier disorders can contribute to the destruction of epidermal barriers, enabling mechanisms to be effective in AD 

pathophysiology25 and recent genetic studies have made real progress in AD disease research, with many patients with 

AD finding FLG mutations.26 

 

PATHOPHYSIOLOGY 

The immune hypothesis. Immune imbalance theory argues that atopic dermatitis is caused by imbalances between T 

cells, especially T assistant cells 1, 2, 17 and 22, and regulatory T cells.27 

Hypotheses skin barrier. The theory of skin barrier defects is more recent and stems from the observation that 

individuals with filaggrin mutations are more likely to develop atopic dermatitis.28Flaggrin genes encode structural 

proteins in the corneal and granulosa layers and contribute to the connection of keratinocytes. This maintains an intact 

skin barrier and a hydrated corneum layer. Genetic defects cause fewer filaggrins, which causes skin barrier failure and 

transepidermal water loss, causing eczema. There is evidence that inadequate skin barriers lead to dry skin, increased 

skin penetration of allergens, allergies, asthma and hay fever.29 

 

CLINICAL FEATURE 

Clinical diagnosis is usually easy, but with the exception of infants, babies, and older people, the clinical features are 

more abnormal. Skin biopsy can help to exclude other common diseases that mimic AD, co-exist with AD, or 

complicate AD, such as T cell lymphoma in the skin or rare diseases such as primary immunodeficiency and childhood 

nutritional deficiencies. In order to support the diagnosis, several criteria have been proposed over time, but original 

Hanifin and Rajka criteria have been proposed.31 Adverse brain injury occurs in any part of the body, although it 

usually shows age- related distribution patterns. Children often have extensive, more severe skin damage and show 

severe erythema, swelling, excretion and serous exudates characterized by oily and cracked surfaces, facial/chin and 

trunk regions and reduced diaper areas. In childhood AD is more localized and chronic, with pale erythema, xerosis 

and thickened skin due to repeated scratches that usually affect flexor surfaces. Adolescents and adults may have 

diffuse AD models, but also localized disorders that generally affect hands, eyelids and legs. Adults can only show 

chronic AD or head and neck subtypes, including the upper trunk, shoulders and head.31,32,33,34,35 Other common 

features, but not prerequisites for diagnosis, include early onset (usually during the first year of life), the history of 

atopic disease in individuals and/or families, specific IgE reactions, and the presence of generalized skin 

dryness.36,37One of the reasons for increased risk of skin infection in AD is the decrease in secretion of important 

antimicrobial peptides, such as antimicrobial peptides such as defensin or Catholic, which are important for natural 

immunity.38,39 

 

DIAGNOSIS 

In general, clinical diagnosis is easy, but clinical features are more unusual in babies, infants, and elderly patients. Skin 

biopsy can help to eliminate other common diseases that imitate, coexist or complicate AD, cancers such as T cell skin 

lymphoma or, unlike in childhood, other rare diseases such as primary immunity and nutritional deficiencies. Some 

criteria have been proposed over time to support diagnosis, but the original Hanifin and Rajka criteria40 are still the most 

widely used worldwide,41 and patients with non-typical conditions require a skin biopsy to eliminate other skin diseases 

similar to AD. These include other inflammatory diseases (seborrheic disease, psoriasis, allergic or irritant contact 
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disease, lichenoide disease), primary ichthyosis, scabies, infections (fungi, human immunodeficiency virus (HIV), 

malignant disease (mainly skin T-cell lymphoma) and metabolic diseases.42 

 

TREATMENT 

Atopic dermatitis is untreated and many patients are suffering from chronic disease. Consequently, the treatment of 

atopic dermatitis has the following objectives:43 

reducing the number and severity of a flare; and 

reducing the duration and severity of a flare. 

The first objective mainly refers to prevention and the second objective to treatment. Prevention is best achieved by 

reducing skin dryness, especially by daily use of hydrators and skin emollients, and by avoiding specific and non-

specific irritants such as allergens and non-cotton clothing. When dryness decreases, the desire to scratch decreases and 

the risk of skin infection decreases. Avoiding long hot baths further prevents skin aging, but when bathing, apply 

moisturizer directly to the skin and increase skin moisture. Reduce flares when there is real eczema or when a mild 

intermittent eczema is exacerbated. Treatment of eczema often requires corticosteroids to be taken. In addition to 

current treatments, severe acute or chronic eczema often requires systemic immunosuppressive drugs or UV light 

therapy. 

Emulsifiers: Maintain an effective skin barrier. Emollient use is an essential part of the treatment of atopic dermatitis. It 

has been shown that they should be used several times a day, and their systematic use has reduced the need for 

corticosteroids.44,45 

Skin-based therapy should be the first method of treatment. The method consists of four main components, each 

focused on specific symptoms of AD: 1) skin repair and maintenance, 2) topical anti-inflammatory drugs aimed at 

suppressing inflammation responses. 3) Control of itch; 4) Control of infectious triggers, detection and treatment of 

flares associated with itch. Education of patients and their families is another key factor, which must not be neglected. 

AD is a frustrating disease because it has a repeated nature, even when it comes to excellent treatment plans. When 

primary care providers set realistic expectations of the outcome, parental compliance improves and frustration reduces. 

Most children experience more symptoms or at least more symptoms, so discussing the disease's46 outlook helps, and 

the patient receiving a complete diagnosis of AD and his care can improve. The severity of the disease is better than the 

comprehensive diagnosis and care of the patient,47 with the aim of treating AD, the onset of the disease, known as 

"flash" is the lowest, and the duration and severity of the outbreak is reduced.48,49Adult patients generally treat AD, and 

in 2012, Ring and colleagues proposed an updated guideline for treating AD (not just adult AD).50 

 

TOPICAL TREATMENT 

It is recommended to use topical steroids in acute flares and maintain topical calcium kinergic inhibitors.51The topical 

tachymus is more effective than the pimecrolimus in moderate to severe AD patients, but both have similar safety 

profiles and can be applied to sensitive and thin skin (face, eyeslids)52 

 

PHOTOTHERAPY 

Since most patients with atopic dermatitis improved in summer, artificial ultraviolet radiation is often used in AD 

therapy. At present, UV sources include devices capable of emitting selective radiation spectrums: 

UVA + UVB (about 280–400 nm). 

The broad-band ultraviolet B (BB-UVB = 280–320 nm) The narrowband UVB (nbUVB = a peak of 311–313 nm) A 

narrowband UVB. UVA1 (340–400 nm) 

Usually, phototherapy is not indicated in acute AD stages (except UVA1) and is more appropriate for chronic, painful 

and lichenic conditions, and should not be used for patients who are exposed to the sun to exacerbate skin diseases. In 

fact, the availability of photographic therapy equipment limits the selection of a specific UV treatment: for example, 

UVA1 devices are expensive to buy and maintain.53 
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SYSTEMIC TREATMENT 

Sedation of antihistamines can reduce itch during recurrence, but they affect driving skills and should not be combined 

with alcohol or certain antidepressants54 Antihistamines have been used for decades to relieve pain in AE patients. 

However, only a few randomised controlled trials have been conducted, and in most of them have shown little or no 

effect on the reduction of pruritus. The first generation of sedatives, such as hydroxyzine, Clemastine Fumigate, and 

Dimetinden Maleate, may help in acute situations where the symptoms of eczema are exacerbated (Evidence Level D). 

As regards the new non-sedative antihistamines, in AD , only studies with loratadine, cetirizine or fexofenadine showed 

no or only weak relief from pruritus.55 

 

OTHER MEDICATION 

In a recent placebo-controlled study of adults with asthma, severity was improved after four months of specific 

immunotherapy for asthma, particularly in patients with severe asthma.56 Interferon beta, interferon gamma, and 

infliximab have been tried for severe asthma, but there are few well-controlled studies to justify their use in adults.57 

 

MEDICATION 

Moisturizers are externally applied compounds that contain several components in order to maintain the integrity and 

appearance of the skin.58 Previous studies have shown that moisturizers affect the function of normal skin's barrier to 

reduce TEWL and sensitivity to irritants.59,60 Moisturizers are generally classified on the basis of their mechanism of 

action as occlusive, humidifying and emollient. The two main mechanisms used to rehydrate SC are occlusive and 

humectant.61 

Occlusives are generally oily substances that can degrade the TEWL by forming water-sensitive layers on the surface of 

the skin and the SC's surface interstation. Occlusives are very effective on moist skin due to water intoxication.62 

The prototype of occlusives is the most effective occlusive moisturizing, petrolatum. Lanolin and mineral oil are also 

commonly used, but are less effective to cover. Silicone, including dimethicone and cyclomethycane, are new synthetic 

fillers that are popular as ingredients for oil-free moisturizers due to their low-allergenic, non-comedogenic, non-greasy 

and odorless properties. In addition to the above-mentioned traditional oils, some hydrating chemicals can contain 

physiological skin barrier lipids, cytric acid, cholesterol, and free fatty acids. These three key lipids, unlike external 

closures, must penetrate deeper into SC and ultimately become part of SC's lipid barrier, restoring the normal balance 

of the epidermal barrier.63 

Low molecular weight compounds that attract water are known as humectants.64They improve the SC's ability to absorb 

water from the deeper dermis and epidermis. Rarely do humectants absorb water from the surrounding air until the 

relative humidity is higher than 70%.65The most efficient humectant is glycerol.66 

In skin care, moisturizing plays a number of important tasks, such as helping to restore the skin's damaged barrier, 

minimizing transepidermal water loss, keeping the skin hydrated, easing dryness, and lowering the need for topical 

corticosteroids (TCSs). The main job of the stratum corneum is to stop water from evaporating through the skin.67 

 

ANTI-INFLAMMATORY 

Systemic anti-inflammatory drugs may be necessary when first-line and second-line therapies do not provide benefit to 

the patient.68 Skin inflammation immune responses manifest themselves in AD eczematosis. Because moisturization is 

unlikely to be effective in treating skin eruptions, the treatment in these episodes focuses on reducing the inflammatory 

reaction. In the past 40 to 50 years, topical steroids have been the first and most widely used drugs to treat active AD.30 

If used properly, they are safe and effective.69 

On the other hand, there are some dangers of systemic absorption with consequent adrenal suppression, telangiectasia, 

striae, and cutaneous atrophy when taken improperly. When applied near the lips (periorificial dermatitis) or eyes 

(intraocular hypertension, cataracts), there are additional strong local effects. Parents and healthcare professionals 

actually experience "steroid phobia" as a result of these possible hazards. This fear does not correspond with the 

severity of AD, but it does cause the skin condition to be undertreated.70,71 
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ANTI-MICROBIAL 

Patients with bacterial infections should receive antibacterial or oral treatments to prevent the development of 

antimicrobial resistance, but their use should usually be limited to short periods. First- generation cephalosporins may 

be used to treat S aureus infections that produce superinfection in AD patients, according to some data. Other medical 

professionals will prescribe antibiotics like doxycycline or cotrimoxazole that have anti-inflammatory properties in 

addition to their ability to fight staphylococcus. As an adjuvant therapy, bleach (sodium hypochlorite) baths may also 

be suggested for people with AD who experience recurrent or severe secondary bacterial infections. It has been 

proposed that bleach's antiseptic properties can lessen S aureus's tendency to colonize skin.72 

Eczema herpeticum is characterized by numerous painful, single-sided and broken pieces (bleeding with bleeding 

pieces). Patients with facial injuries should be referred to ophthalmology to assess the possibility of retinal involvement. 

Cutaneous lesions must be examined to identify polymerase chain reactions in herpes simplex virus and varicellazoster 

virus. If the result is not obtained within hours of examination, or if the morphology of the lesions is consistent with the 

Herpes simplex virus, an acute treatment should be initiated. . Treatment includes antiviral acyclovir or its derivatives, 

famciclovir and valacyclovir. Patients with severe or persistent infections such as fever, insomnia and lymphadenopathy 

should take oral products. Intravenous acyclovirs are generally reserved for patients with food and drinking restrictions, 

low immune capacity, vision impairment or systemic involvement. Patients with dermatophytic (fungal) M-furfur 

infections (the best micro-examination of scaled skin scraps) should be treated with antifungal drugs (such as topical 

benzodiazepines). Some studies suggest that when pregnant or developing, mothers can supplement probiotics in the 

first three years of pregnancy, and that early AD can be delayed or delayed by 20%.73,74 

 

ANTI-HISTAMINE 

Scratching causes the release of histamines and other mediators, thereby exacerbating pruritus. This may be frustrating 

because patients may have difficulty sleeping. Antihistamines that are sedative and non-sedative are often prescribed, 

with non-sedative antihistamines that are less useful in AD management to control pruritus. It has been shown that oral 

antihistamines (e.g., Hydroxyzine, Diphenhydramine, Doxepin ) stimulate the quality of sleep of patients.75 

 

PREVENTION 

Because childhood diseases are more common, prevention is concentrated in pregnancy. Prevention should be initiated 

as soon as possible, including skin barriers, immunity/allergens and environmental aspects. Early prevention methods, 

such as nutrition supplements, breastfeeding, hydrogenated milk, prebiotics and prebiotics, have shown inconsistent 

results and have not yet shown significant impact on reducing the risk of AD.76,77,78 

Although there have been long-term studies of general interventions aimed at reducing the incidence of allergic 

diseases, particularly AD, some studies clearly focus on atopic movements. The main intervention currently being 

investigated and the treatment of the atopic march hypothesis is the construction and maintenance of the function of the 

newborn skin barrier.79 

 

II. CONCLUSION 

Atopic dermatitis is a skin disorder in which skin infections, inflammation and redness occur, and in order to cure this 

patient, you must maintain good hygiene. 

After reviewing medical interventions and lifestyle adjustments, improved care and support for atopic dermatitis 

patients may be improved, ultimately enhancing patients' quality of life. 

Atopic dermatitis improves the quality of life of atopic dermatitis patients through appropriate management and 

treatment 
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