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Abstract

Atopic dermatitis (AD) is a chronic inflammatory pruritic skin disease that affects
a large number of children and adults in Korea. The treatment of AD requires a
comprehensive approach that includes evaluation of potential triggers and education
of the patients and family members regarding proper avoidance measures. Because
existing remedies for AD do not cure the disorder itself, a program of disease control
and management should be pursued. Topical corticosteroids are the effective and
relatively safe therapy for patients with AD, but prolonged usage can result in skin
atrophy and other side —effects. The topical calcineurin inhibitors such as pi-
mecrolimus and tacrolimus allow a steroid—free, anti—inflammatory topical therapy
of AD. Occasionally, however, children afflicted with severe AD require more
intensive therapies (e.g., ultraviolet light exposure systemic corticosteroids, and
cyclosporine) that need close monitoring. This review focuses on the current
guidelines of managing AD regarding the efficacy and safety of several phar-
macologic options. Management strategies discussed include topical cortico-
steroids, topical calcineurin inhibitors, antihistamines and anti—infectives. A
management algorithm is also presented.
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Pharmacologic treatment of atopic dermatitis

Table 1. General guidelines of initial education for the patient
with atopic dermatitis

1) Educate atopic dermatitis is a chronic disease that needs
continuous care and treatment

2) Educate there was no treatment that gurantee 100% cure
rate

3) Educate continuous and enough use of emolliants and
adequate bathing

4) Educate avoidance of individual trigger factors

5) Make individualized treatment plan based on patient’s age,
disease severity, duration, another medical condition, pa-
tient's expectation, gender and economic state etc.

o] =% gtH(Table 1).
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Table 2. Classification of topical corticosteroid based on
potency

Level 1 Betamethasone dirpopionate

: Super potent augmentedC, O

Clobetasol propionate 0.05% C,0

Diflorasone diacetate0.05% C,0

Diflucortolone valerate 0.3%

Halobetasol propionate 0.05% C, O

Amcinonide 0.1%

Betamethasone dipropionate0.05% C,

Desoxymethasone0.25% C, O, 0.05%(G)

Diflorasone diacetate 0.05%

Fluocinonide 0.05%

Halcinonide 0.1%

Mometasone furoate 0.1%

AmcinonideC,

Betamethasone 0.05%

Difluprednate 0.05

Desoxymethasone 0.25%

Fluocinonide 0.05%

Level 4 Budesonide 0.025%

: mid—potent Betamethasone valerat
Desoxymethasone 0.05% C, L
Fluocinolone acetonide 0.02% C, 0.025% O
Fluocinolone acetonide 0.02% C,
0.025% O—Flurandrenolide 0.05%
OHydrocortisone valerate 0.2% O
Momethasone furoate 0.1%
Methylprednisolone aceponate 0.1%
Triamcinolone acetonide 0.1% O
Triamcinolone acetonide 0.1% C, L

Level 5 Betamethasone dipropionate 0.02% L 0.05% L

: mid—potent Clocortolone 0.1% C
Clobetasone butyrate 0.05% C
Fluocinolone acetonide 0.025% C, 0.01% O
Flurandrenolide 0.05%
Fluticasone propionate 0.05% C
Hydrocortisone butyrate (=}4F) 0.1% C, L
Hydrocortisone valerate (2 %4F) 0.2% C
Hydrocortisone 2.5% L
Prednicarbate

Level 6: mild Alclomethasone dipropionate 0.05%
Betamethasone valerate 0.1%
Desonide 0.05%
Fluocinolone acetonide 0.01% C,

Level 7:mild  Triamcinolone acetonide 0.025%
Dexamethasone 0.1%
Prednisolon
prednisolone acetate
prednisolone valerate
Hydrocortisone acetate 1% o] s}
Hydrocortisone 1% o] &}

G; Gel

Level 2
: potent

Level 3
: potent

C; Cream, O; Ointment, L; Lotion,
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Pharmacologic treatment of atopic dermatitis

Tacrolimuss L AAE o] glem 0.03% A
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Pharmacologic treatment of atopic dermatitis

+ Assessmcnt of patient's disease history, disease extent
and severity
» Consederation of quality of life and impact on family

Initial assessment

Moderate
to severe

Mild

Basic control

* Emollients and supportive

therapy
+ Avoidance of trigger
factors

Acute control of pruritus and
inflammation

« Topical corticosteroid (2~12weeks)

+ Topical calcineurin inhibitors
(pimecrolimus, tacrolimus) (2~12weeks)

Adjunctive therapy

Disease persistence or
frequent recurrences

+ Topical calcineurin
signs or symptoms

— D ——

Maintenance therapy

« Long term intermittent use of topical
calcineurin inhibitors

+ Antihistamines

+ Avoidance of trigger
factors

+ Oral and topical antibiotics
for bacterial infection

+ Antiviral therapy for viral
infection

+y —linoleic acid

inhibitors at early
of local recurrence

Refractory state

* Phototherapy
+ Cyclosporin
+ Oral steroid

+ Azathioprine
* Psychotherapy

Selective therapy

+ Potent topical steroid

* Interferone-y , IV immunoglobulin

* Psychological support

calcineurin
cytokines,
5] )53
obEs] Qo] LAE ehlon, AR Fu F

Figure 1. Algorithm for treatment of atopic dermatitis

4. Cyclosporin A
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