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Abstract
Atopic dermatitis (AD) is a common disease clinically characterized by chronic recurrent eczematous lesions, dry skin,
and pruritus. AD can negatively impact patients’ quality of life. The prevalence of AD in China has been increasing during
the past few decades. Based on the most recent advances in the treatment of AD, we updated the 2014 version of the
Guidelines for Diagnosis and Treatment of Atopic Dermatitis in China regarding the definition, epidemiology,
pathogenesis, clinical classification, diagnosis, prevention, and treatment of AD.

Keywords: atopic dermatitis, diagnosis, therapy, guideline
Introduction

AD, also known as atopic eczema, is a chronic, recurrent,
and inflammatory skin disease. AD is usually considered a
systemic disease because it is often concomitant with other
atopic diseases such as asthma or allergic rhinitis. As the
clinical symptoms of AD are particularly characterized by
intense pruritus, the disease can substantially impact
patient’s health-related quality of life. The prevalence of
AD has been increasing globally in recent decades, and
ranges from 10% to 20% among children in developed
countries.1 The prevalence of AD in China has also
increased rapidly during the past 10years, although this
increase occurred later in China than in Japan,2 Korea,3

and western developed countries. The prevalence of AD
diagnosed using the Williams criteria was 0.7% in
adolescents (aged 6–20years) in China in 1998.4 The
prevalence of AD among preschool children (aged 1–7
years) in 10 cities in mainland China was 2.78% in 2002,5

and the prevalence of AD in children in Shanghai was
8.3% in 2012.6 The most recent survey carried out in
China in 2014 reported a clinical diagnosis-based
prevalence of AD of 12.94% in children aged 1–7 years7

and 30.48% in infants aged 1–12 months.8

To provide guidance for the diagnosis and treatment of
AD in China, the Chinese Society of Dermatology
Immunology Group developed the 1st and 2nd versions
of the Guidelines for the Diagnosis and Treatment of
Atopic Dermatitis in China in 2008 and 2014, respectively.
Considering the rapid advances in the diagnosis and
treatment AD in the past 6years globally and in China, the
Chinese Society of Dermatology Immunology Group and
Collaborative Research Center of Atopic Dermatitis
created an expert panel to develop this updated revision
of the Guidelines for the Diagnosis and Treatment of
Atopic Dermatitis in China. This updated version will help
guide the clinical practice of doctors and medical staff
working in the field of dermatology.
Etiology and pathogenesis

Genetic and environmental factors play important roles in
the development of atopic dermatitis (AD).9 A family
history of atopic diseases is the strongest risk factor for
AD,7 while genetic factors primarily influence both the
skin barrier function and the balance of the immune
response. Skin barrier dysfunction in AD usually com-
prises filaggrin loss-of-function mutations.10Most patients
2

with AD have multiple abnormal immunities that are
based on the activation of T-helper type 2 (Th2) cells.
Environmental factors associated with AD include climate
changes, changes in lifestyle, inappropriate bathing,
microbial infection, and allergen irritation.11 The modern
lifestyle (such as excessive hygiene practices and the
consumption of western-style foods) and environmental
exposure (to irritants such as air pollution and cigarette
smoke) may be involved in the pathogenesis of AD by
inducing dysfunction of the immune system and skin
barrier function via epigenetic modification.12-13 More-
over, psychological factors (such as stress, anxiety, and
depression) also play a certain role in AD.9,14

Although the mechanism by which AD develops is not
yet fully understood, current evidence suggests that the
pathogenetic process of AD involves immune deviation,
skin barrier dysfunction, and skin microbial dysbiosis.
Th2-type inflammation is characteristic of AD. The
important cytokines mediating the development of AD
are interleukin (IL)-4 and IL-13,15 which mainly originate
from Th2 cells, as well as basophils and group 2 innate
lymphoid cells. In the chronic phase of AD, the lesions
contain a mixed infiltration of Th1, Th17, and Th22
cells.16 Barrier dysfunction due to filaggrin loss-of-
function mutations is conducive to the penetration of
environmental antigens, which initiates skin inflammation
in AD.17 Langerhans cells and dermal dendritic cells also
participate in transcutaneous sensitization, resulting in IgE
production.18–20 Th2 cytokines inhibit the expression of
barrier-related proteins in keratinocytes, which further
attenuates the skin barrier function.21 The skin lesions or
normal-appearing skin in patients with AD often show
microbial dysbiosis characterized by an increased abun-
dance of Staphylococcus aureus and a decrease in
microbial diversity.22 Abnormal metabolism due to skin
microbiota further facilitates skin inflammation.23 Repeat
scratching also aggravates and prolongs the skin inflam-
mation, as scratching not only stimulates keratinocytes to
produce pro-inflammatory cytokines, but also releases
self-antigens that induce production of the corresponding
IgE antibody.24 Moreover, the development of skin
inflammation in AD involves non-immune factors, such
as neuroendocrine factors.9,14,25

Clinical manifestations

AD usually begins in infancy, and more than 50% of
patients with AD develop the disease in their first year of
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life. However, adult patients with incipient AD are not
rare. AD is a chronic inflammatory condition with varying
manifestations that are primarily characterized by dry
skin, chronic eczematous lesions, and intractable pruritus.
Of the patients with AD in China, 74.6% are classified as
having mild AD, 23.97% as having moderate AD, and
1.44% as having severe AD.6 Based on the age of onset,
AD can be divided into four stages, namely infantile (3
months–2years), childhood (2–12years), adolescent/adult
(12–60years), and older age (>60years). Each stage has
specific manifestations. In the infantile stage, lesions
initially primarily present as acute eczematous plaques
on the face and scalp, and then spread to the flexural
surfaces of the extremities. Infantile AD can persist into
childhood, but new-onset AD during childhood is not
uncommon. Lesions in the childhood stage are character-
ized by subacute or chronic rashes (thickened, dry, and
lichenoid plaques) mainly involving the cubital fossa,
popliteal fossa, and the flexural surfaces of the legs. The
adolescent/adult stage is similar to the childhood stage, as
lesions primarily present as subacute or chronic rashes,
and prurigo-like plaques and lesions are common. The
older age stage is a recently recognized specific stage in
which AD is characterized by generalized lesions or even
erythroderma, more frequently affecting men than wom-
en.26

Based on the findings of laboratory examinations or the
mechanism of inflammatory development, AD can be
further categorized in two ways. First, AD can be
categorized into extrinsic and intrinsic subtypes. Extrinsic
AD is characterized primarily by a high level of IgE (>200
kU/L), a family history of atopic diseases, and an increase
in levels of IgE specifically against certain foods and/or
aeroallergens; intrinsic AD is characterized by a normal
level of IgE (<200kU/L), no history of atopic diseases, and
no allergen-specific IgE.27 Second, AD can be categorized
into inflammatory models primarily initiated by Th2 cells,
Th22 cells, Th17 cells, Th1 cells, or a mixture of these cell
types. For example, both pediatric and adult patient
populations harbor Th2-centered inflammation; pediatric
AD shows significant Th17/Th22 cell involvement, but
lacks the Th1 cell upregulation that is characteristic of
adult AD. In Asian patients with AD, the inflammatory
model comprises mixed Th2 and Th17 cells.28

The characteristic manifestations that are valuable for
the diagnosis of AD include xerosis, ichthyosis, keratosis
pilaris, palmar hyperlinearity, nonspecific hand-foot
dermatitis, eczema papillae, cheilitis, recurrent conjuncti-
vitis, Dennie Morgan infraorbital folds, infra-auricular
fissures, periorbital shadows, pityriasis alba, pruritus
during sweating, sensitivity to wool, excessive reaction
to insect bites, and white scratches. Some patients with AD
have concomitant allergic diseases, such as allergic asthma
and allergic rhinoconjunctivitis. Data from studies per-
formed in China indicate that 16.7% of patients with AD
have a previous diagnosis of asthma, and 33.7% have
concomitant allergic rhinoconjunctivitis. Moreover, the
incidence of allergic diseases that affect organs other than
3

the skin in patients with AD increase with age.29 In
addition, due to the long-term nature of the disease,
patients with chronic AD are at high risk of developing
mental/nervous disorders, inflammatory bowel disease,
rheumatoid arthritis, cardiovascular disease, and lympho-
ma.30–32
Diagnosis

The diagnosis of AD should be considered for patients
with eczematous lesions, and should be based on both
clinical manifestations and the results of comprehensive
physical examination. Further investigation may include
the peripheral blood eosinophil count, serum total IgE
level, allergen-specific IgE level, eosinophil cationic protein
level, and patch testing when necessary. AD is a
heterogeneous disease with various manifestations, and
the diagnosis should be based on relevant diagnostic
criteria.
The criteria widely used to diagnose AD are the Hanifin-

Rajka criteria33 and the U.K. Working Party’s diagnostic
criteria (also referred to as the Williams criteria). The
Williams criteria include chronic skin pruritis (major
criterion) plus three or more of the following minor
criteria: (1) history of flexural dermatitis, including at the
elbow, popliteal fossa, anterior ankle region, neck
(including buccal rash in children younger than 10years);
(2) history of asthma or allergic rhinitis (or history of
atopic diseases in first-degree relatives of children younger
than 4years); (3) history of generalized dry skin; (4) visible
flexural eczema (eczema on the cheek/forehead and limbs
of children younger than 4years); (5) rash onset before the
age of 2years (for patients older than 4years).34

Diagnostic criteria have also been proposed by the
Chinese dermatologists Kefei Kang,35 Jianzhong Zhang,36

and Zhirong Yao.8,27 The Chinese AD Diagnostic Criteria
proposed by Zhang et al.36 include the following items: (1)
symmetrical eczema (dermatitis) for more than 6months;
(2) personal and/or family history of atopic diseases
(including eczema, allergic rhinitis, asthma, and allergic
conjunctivitis); (3) elevated total serum IgE level and/or
allergen-specific IgE positivity and/or an increase in the
peripheral blood eosinophil count. AD is diagnosed if the
patient meets the first criterion, plus either of the second or
third criteria. The sensitivity of Zhang’s criteria is higher
than that of the Hanifin-Rajka criteria and the Williams
criteria for the diagnosis of AD in adolescents and adults.
The criteria for diagnosing AD in Chinese children

proposed by Yao et al.37 are: (1) pruritus; (2) typical
morphology and distribution, or atypical morphology and
distribution with xerosis; and (3) a chronic or chronically
relapsing course. AD is diagnosed if the patient meets all
three criteria. Typical morphology and distribution
(flexural dermatitis) includes facial and extensor involve-
ment in children. Atypical morphology and distribution
includes: (1) typical eczematous lesions in non-flexural
locations (such as scalp dermatitis, eyelid eczema, nipple
eczema, vulvar eczema, nummular eczema, fingertip
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eczema, non-specific hand or foot dermatitis/atopic winter
feet, nail or perinail eczema, and eczematous lesions in
other parts of the body); (2) atypical eczematous lesions,
such as pityriasis alba, cheilitis, infra-auricular and
retroauricular fissuring/infranasal fissuring, prurigo, pom-
pholyx, and the papular lichenoid variant. The sensitivity
of this diagnostic criteria for AD in children is higher than
that of the Hanifin-Rajka criteria and theWilliams criteria.
TheWilliams criteria has been widely used in China during
the past few years. The criteria proposed by Zhang et al.36

are recommended for the diagnosis of adult/adolescent
AD, while the criteria proposed by Yao et al.37 are
recommended for the diagnosis of childhood AD.
It is not difficult to diagnose AD in patients with typical

manifestations. However, most patients do not have
typical clinical manifestations. In such cases, the possibility
of AD should be considered and careful medical history
taking and comprehensive medical examinations, includ-
ing laboratory examinations. Some patients also need
long-term follow-up.
The differential diagnoses for AD include seborrheic

dermatitis, contact dermatitis, psoriasis, ichthyosis, scabies,
parapsoriasis, hypereosinophilic dermatitis, cutaneous T
cell lymphoma, Netherton syndrome, hyperimmunoglobu-
lin E syndrome, Langerhans cell histiocytosis, Wiskott-
Aldrich syndrome, and AD-like graft-versus-host disease.
Therearemanymethodsused to evaluate the severity ofAD,
such as the scoring of AD (SCORAD), eczema area and
severity score index, investigators global assessment, and
visual analog scale. The SCORAD value is used to classify
the severity of AD as mild (SCORAD: 0–24), moderate
(SCORAD: 25–50), and severe (SCORAD: >50).38 An
evaluation of the disease severity can be used as a reference
for treatment.
Treatment

The goal of AD treatment is to alleviate or eliminate
clinical symptoms, eradicate triggers and/or aggravating
factors, reduce and prevent recurrence, mitigate comor-
bidities, and improve the patient’s quality of life. With
appropriate treatment and disease management, the
symptoms of AD can be completely relieved or significant-
ly improved, enabling the patient to lead a normal life.
Patient education

As AD is a chronic recurrent disease that requires long-
term treatment, it is important to establish a good doctor-
patient relationship and to obtain a good treatment effect
by managing the disease properly. The physician should
explain to the patient and their family the nature of the
disease, its clinical features, and precautions that should be
undertaken. A detailed analysis of the patient and their
family should be made to identify etiological and
aggravating factors (including nonspecific triggers and
specific allergen triggers), and patients should avoid
exposure to triggers and exogenous allergens. A compre-
4

hensive assessment of the patient’s medical history,
duration of illness, and the area and severity of lesions
should be conducted to select the optimal therapeutic
regimen to control the disease in the short-term. Clinicians
should also explain how to use the medication, the
expected efficacy, and possible adverse effects. During
follow-up, clinicians should carefully evaluate the average
condition to enable timely adjustments of the treatment
and maintenance of the asymptomatic status for as long as
possible by initiating proactive treatment to reduce
recurrence.39
Basic treatment
Cleansing and bathing
The skin must be cleansed gently to get rid of crusts and
bacterial contaminants in case of bacterial superinfection.
Cleansers with non-irritant and low-allergen formulas are
recommended, preferably with a pH close to the normal
epidermal pH (about 6).40 The water temperature should
be (27–30)°C, and the bathing time should be limited to 5–
10 minutes. Adding antiseptics such as sodium hypochlo-
rite to the bathwater may be useful for the treatment of AD
in patients with an infection tendency41; the suggested
frequency is once daily or every other day.

Restoration and retention of the normal skin barrier
Emollients are the mainstay of AD management.42–44 The
use of emollients for dry skin reverses the reduction in the
water content of the stratum corneum, thereby promoting
recovery of the skin barrier function, preventing allergen
invasion, relieving pruritus, and reducing the recurrence
and severity of dermatitis.45 Patients should select
emollients based on their own skin condition, and
sufficient and frequent use is necessary.46 Emollients that
are rich in lipids are a good choice during the dry and cold
winter period. Emollients should be applied directly after a
bath or a shower following gentle drying, when the skin is
still slightly humid. Large quantities are usually required
(up to 100g per week for young children, and up to 250g
for adults).47

Environmental control
It is essential to avoid all kinds of mechanic and chemical
irritants, such as scratching, friction, wool, acid, and
bleaches. It is also important to refrain from over-drying
and avoid high temperatures. The optimal ambient
temperature is 18–22 °C. Sweat should be removed as
soon as possible. Airborne allergens should be eliminated
from the surroundings as much as possible.

Dietary intervention
Food allergy has been documented in approximately one-
third of children with moderate to severe AD.48 According
to the recommendations of the National Institute of
Allergy and Infectious Diseases, limited food allergy testing
(of cow’s milk, eggs, wheat, soy, and peanut) should be
considered for children with moderate to severe AD who
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are younger than 5 years.49 Food allergy is less common in
children older than 5years; when suspected, the choice of
food for testing should be based on the clinical history.
Tree nuts, shellfish, and fish become relevant in subsequent
childhood years. In older children, adolescents, and adults,
pollen-related food allergy should be considered; for
example, those with a birch pollen allergy may develop
oral allergy syndrome upon exposure to apples, celery,
carrots, and hazelnuts. If there is a consistent correlation of
symptoms, the suspected food should be avoided during a
diagnostic elimination diet for 4 to 6 weeks.49 If the
elimination diet does not result in improvement, the
suspected food should not be avoided; this is especially
important for children, as blind elimination of a food may
lead to weight loss, poor growth, and calcium deficiency.

Avoidance of contact allergens
Allergic contact anaphylaxis is common in patients with
AD, with a prevalence of about 6% to 60%. Common
exposure allergens are nickel, neomycin, fragrances,
formaldehyde, preservatives, lanolin, and rubber. Patients
with AD are advised to avoid these allergens as much as
possible.50
Topical treatment
Topical corticosteroids (TCS)
The application of TCS is the first-line therapy for mild-to-
moderate AD. To effectively control inflammation and
alleviate symptoms, different formulations and potencies of
TCS should be chosen in accordancewith the location, type,
and area of lesions. TCS are generally classified into four
grades: very potent (0.1% fluocinolone acetonide cream,
0.05% clobetasol cream), potent (0.05% halometasone
cream, 0.05% betamethasone dipropionate cream, 0.1%
betamethasone valerate cream, 0.05% betamethasone
dipropionate cream, 0.1% betamethasone valerate cream,
0.25% desoximetasone ointment and cream), moderate
(0.05% fluticasone propionate cream, 0.1% mometasone
furoate, 0.1% hydrocortisone butyrate cream, 0.1%
triamcinolone cream), and mild (hydrocortisone cream,
0.05% desonide cream/ointment).51 It is crucial to admi-
nister appropriate TCS, promptly proceed with remission
induction therapy to reduce inflammation within a few
days, and switch to a less potent TCS or topical calcineurin
inhibitor (TCI) once the inflammation is controlled.Mild or
moderate TCS are recommended for short-term use in some
special parts such as the face, neck, and skin folds.Occlusive
dressings can be used for hypertrophic lesions.52 For
effective symptom control, short-term (usually 3days, less
than 14days) wet wrap therapy is recommended for acute,
generalized, severe, or refractory lesions, especially for
children who are not suitable for systemic medication.53-54

However, long-term extensive use of TCSmay result in skin
and systemic adverse reactions.
Patients with moderate-to-severe or relapse-prone AD

should switch to long-term proactive treatment after all
lesions have been successfully treated. This involves the
5

application of TCS or a TCI twice a week to the previously
affected skin areas, together with the use of emollients on
the entire body, which is effective in reducing relapses and
topical glucocorticoid usage.55-56

Many patients are overly concerned about the adverse
effects of topical glucocorticosteroids, andmay even refuse
to use them. To reassure patients and improve medication
compliance, clinicians should clearly explain the safety of
standardized use, duration of treatment, and the medica-
tion adjustment method.

TCIs
TCIs are important anti-inflammatory drugs for the
treatment of AD. TCIs are indicated for lesions on the
face, neck, skin folds, breasts, and the anal and genital
areas. In addition to controlling skin inflammation and
pruritus, proactive treatment with TCIs reduces recur-
rence.57 Patients with mild-to-moderate AD should use
1% pimecrolimus ointment,58 while patients with moder-
ate-to-severe AD should use 0.03% (for children) and
0.1% (for adults) tacrolimus ointment. Long-term usage of
TCIs does not cause skin barrier disruption or skin
atrophy. The common adverse reactions are burning
sensation and stinging at the application site, which
gradually disappears with prolonged use in most patients.
Because of the irritation, it is recommended that TCS
should be considered first to ameliorate acute symptoms
before switching to TCI maintenance therapy.59

Other topical medications: Drugs such as zinc oxide oil
(paste) or black bean distillation oil ointment are effective
for AD. Normal saline and other wet compress drugs are
also efficacious in controlling the oozing of acute AD
lesions. Topical phosphodiesterase 4 inhibitor ointment is
approved in the United States for the treatment of mild-to-
moderate AD in patients older than 2 years.60
Systemic treatment
Oral antihistamines
Nonsedating, second-generation antihistamines are rec-
ommended as an adjuvant to relieve pruritus in patients
with AD, especially those with allergic comorbidities like
urticaria or allergic rhinitis. Increased doses are acceptable
when necessary. First- or second-generation antihist-
amines are an option for patients with intense pruritus
or sleep disturbance. Considering the adverse effects of
first-generation antihistamines on sleep quality (delayed
and reduced rapid eye movement) and learning and
cognitive ability, long-term use of first-generation antihist-
amines is not recommended, particularly in children.61

Immunosuppressants
Immunosuppressants are recommended for patients with
severe AD refractory to conventional regimens, and the
recommended duration of immunosuppressant therapy is
more than 6months. The indications and contraindica-
tions of immunosuppressants should be considered, and
patients should be closely monitored for adverse effects.62
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Cyclosporine is the most commonly used immunosup-
pressant in the treatment of AD, and the initial dose is 3–5
mg·kg�1·d�1. Once the inflammation is under control, the
dosage should be tapered down to a minimum dose (0.5–1
mg·kg�1·d�1) to maintain remission. The recommended
course of treatment is no more than 2years, and
intermittent therapy is also feasible.63 During treatment,
the blood pressure, renal function, and blood concentra-
tion of cyclosporine should be monitored regularly.
Phototherapy should be avoided during cyclosporine
treatment.
Methotrexate should be taken at a dosage of 10–15mg

weekly, either as one dose or two divided doses. History of
liver diseases and alcohol consumption should be assessed
before starting treatment.
Azathioprine should be taken at a dosage of 50–100mg

per day, starting from a low dose. Genetic testing for
thiopurine methyltransferase activity should be performed
before prescribing azathioprine,64 and close attention
should be paid to routine blood tests during treatment. If
leukopenia or anemia occur, azathioprine should be
stopped immediately.

Oral glucocorticosteroids
In principle, it is recommended to avoid using oral
glucocorticosteroids or to use them as little as possible.
Short-term treatment with oral glucocorticosteroids can be
used to treat an acute flare-up in patients with severe AD or
AD refractory to other regimens. According to the 2014
American Academy of Dermatology guidelines for AD, the
recommended dosage range is 0.5 to 1.0mg·kg�1·d�1.65

Considering the actual use of glucocorticosteroids in
China, the recommended dosage is 0.5mg·kg�1·d�1 (for
methylprednisolone). Tapering and discontinuation is
recommended once the condition improves. For some
refractory cases, treatment with glucocorticosteroids
followed by immunosuppressant or ultraviolet light
(UV) therapy should be considered. Long-term glucocor-
ticosteroid use should be avoided to prevent or minimize
adverse effects.62

Biological agents
Dupilumab is a fully human monoclonal antibody against
the alpha chain of the IL-4/13 receptor,62 which blocks the
biological effects of IL-4 and IL-13. Dupilumab has shown
strong efficacy in adult patients with moderate-to-severe
AD,15 and has been approved for use in Europe and the
United States. The first injection dosage is 600mg
subcutaneously, followed by 300mg every other week,
and efficacy is shown at 4–6weeks. Dupilumab can be also
used for long-term maintenance therapy in combination
with topical medications and emollients. Conjunctivitis is a
common adverse effect of dupilumab.62

Janus kinase (JAK) inhibitors
JAK inhibitors block a variety of signals involved in the
immune response and inflammation. Both oral and topical
JAK inhibitors have shown good efficacy. Baricitinib
6

antagonizes JAK1 and JAK2. Adult patients with moder-
ate-to-severe AD receiving baricitinib (4mg/d) together
with TCS for 16weeks achieved a 61% reduction in the
eczema area and severity score index 50.66 Upadacitinib, a
selective JAK1 inhibitor, has also been shown to be
effective for moderate-to-severe AD in adults.67 Four
weeks of topical tofacitinib ointment (a selective JAK1 and
JAK3 inhibitor) twice a day resulted in the resolution or
near-resolution of mild-to-moderate AD lesions in 73% of
patients.68

Others
In China, sodium thiosulfate and compound glycyrrhizin
injections are used for symptom control during an acute
flare-up of AD; however, high-quality evidence-based
medical evidence is required to confirm the effectiveness of
this treatment.

UV therapy
UV therapy is an effective treatment for chronic, lichenified
lesions in adults with moderate-to-severe AD, pruritus
control, and maintenance therapy. Narrow-spectrum
medium-wave ultraviolet (NB-UVB) and medium-to-
high-dose UVA1, combined with TCS and emollients,
are preferable due to their safety and effectiveness. NB-
UVB is not recommended in the acute stage of AD, while
UVA1 is efficacious in managing AD flare-ups.69 Emol-
lients should be used after phototherapy. Phototherapy
should not be used for children younger than 12years and
those whose symptoms are exacerbated by sunlight
exposure. UV therapy should not be used in combination
with TCIs.

Treatment of pruritus
Pruritus is the most significant symptom of AD. Pruritus
may cause sleep disturbance or even physical and mental
problems, markedly affecting the life quality of patients. In
addition, the vicious “itch-scratch” cycle may induce and
exacerbate AD, which makes pruritus control the main
purpose of AD treatment. Pruritus is effectively managed
with emollients, antihistamines, topical anti-inflammatory
drugs, systemic anti-inflammatory drugs, biologics, and
phototherapy. For chronic intractable pruritus (especially
intense pruritus at night) that has a poor response to the
abovementioned treatments, the use of systemic antipru-
ritic agents such asmirtazapine, pregabalin, paroxetine,
and naltrexone could be considered; however, these agents
have potential adverse effects.62,70
Antimicrobial therapy
Antibacterial therapy
AD lesions are colonized extensively by S. aureus, and
TCS, TCIs, and sodium hypochlorite 0.005% baths can
reduce S. aureus colonization. Short-term systemic or
topical antibiotics should be considered only when there is
evident infection. Systemic antibiotics like penicillin or
first-generation cephalosporins are chosen in accordance
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with the results of drug sensitivity testing. The use of
topical antibacterial drugs should be limited to 1–2weeks,
as long-term use may lead to drug resistance and
sensitization.

Antiviral therapy
Patients with AD are prone to severe viral skin infections.
Eczema herpeticum should be treated actively with
antiretrovirals such as acyclovir and valacyclovir.

Antifungal therapy
Malassezia spp. may contribute to the pathogenesis of AD
with lesions distributed on the head and neck, and AD in
patients with detectable IgE-mediated sensitization against
Malassezia. In such cases, treatment with topical or
systemic azole antifungals may be effective.71
Allergen-specific immunotherapy

Despite the low level of evidence and the heterogeneity of
studies, numerous studies have showed that dust mite
allergen-specific immunotherapy effectively improves the
condition, reduces the disease severity and the frequency of
recurrence, and lowers the risk of airway allergy, especially
for patients with severe AD and an allergy to dust mites.72-
73 The recommended treatment period is more than 3
years.

Traditional Chinese medicine
Treatment is based on clinical symptoms and signs. The
adverse effects of drugs should also be considered.
Stepwise treatment approach for AD
Basic treatment
The optimal management of AD involves health educa-
tion, use of emollients, and avoidance of triggering factors
(eg, nonspecific factors, allergens).

Mild AD
Appropriate TCS/TCIs should be selected in accordance
with the lesions and the affected body area. Oral
antihistamines should be taken when necessary to control
allergic comorbidities (eg, urticaria, allergic rhinitis) or
relieve itching. Antimicrobial therapy should be started if
the skin becomes infected.

Moderate AD
Appropriate TCS/TCIs should be selected in accordance
with the lesions and the affected body area, and wet wrap
therapy should be used to control acute flare-ups if
necessary. Proactive maintenance treatment consists of
TCS/TCI and NB-UVB/UVA1 treatment.

Severe AD
Patients with severe AD should be hospitalized and treated
with systemic immunosuppressants (such as cyclosporine,
methotrexate, azathioprine, and mycophenolate mofetil)
7

plus short-term treatment with glucocorticosteroids (to
control acute severe refractory lesions), dupilumab, or
UVA1/NB-UVB therapy.
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