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Atopic dermatitis OIEImEY

« Chronic, relapsing, pruritic inflammatory skin disease L O}Emr‘iﬂ'go FOPZIZRE F2 WYSE HE H2HBSE &
PR grsh obdE ol g2 7| 0% 2EEg Y.
that occur mostly in children, but also affect adults A A R AN RO R
« Associated with elevated serum IgE levels and a
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personal or family history of type | allergies

= 50%: develop within first year of life

90%: onset below 5 years of age 3. "OIEN N Y2 OETAHE (7| HXHA, L3270 g,
OtED R, ¥y=27 AYH)I SeeAHL otEn HEF9
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» 50-75% of early-onset AD: sensitized to allergen(s) oete it olo|E Lmetct, -

Patients with late-onset AD: less often sensitized. <CRBHH A YR 2 7(818] AHS} LHE|4 OFE TR Y Work Group B 214>

« 75%: spontaneous remission before adolescence
25%: continue into adulth or relapse after remission
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The cutaneous innate immune response in patients with atopic dermatitis.
Huo [H et al. J Allergy Clin Immuncl 2013;131:265-78,
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Atopic Dermatitis skin
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4. Anti-IL-4 receptor antibody?| $X{gt X|2 &1} [RCT -

positive] (Beck LA, ctal. N Engl J Med 2014;371:130-139.)
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Skin Barrier Defects
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@ T HZ2| 7158 Y3l BYYH o4& S(cyclosporine, myco-
phenalate, )0 2|3 A EHE <evidence A>

@ Anti-IL 4 receptor gH| X| 20| o|sfM EFE <evidence B>

@ B MZEo| £X8 Z2A7|& EHAE(anti-B cell monoclonal
antibody)0j 2Jsf M ZHE <evidence C>

® Yol HH HHS ZEES YO HAHsl= X2 (immuno-
adsorption plasmapheresis)0f| 2|8§M ZHE <evidence C>
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Diagnostic criteria for atopic dermatitis

Essential features
Itch
Eczema with typical morpheology and age-specific pattern
Important features
Early age of onset
Atopy (personal or family history)
Dry skin
Associated features
Atypical vascular response (facial pallor, white dermographism)
Keratosis pilaris, palmar hyperlinearity, iichthyosis
Ocular and periorbital changes
Other regional findings (perioral and periauricular lesions)
Perifollicular accentuation, lichenification, and excoriations

SCORAD index = A/5 + 7B/2 + C
A: 0| 2 (extent)
B: WHo| ZZ L (intensity)
C AYZI +HYE | FUY S (VAS) P
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Common locations of eczema

Extrinsic vs. Intrinsic AD
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Intensity el
Erythema : 0: absence
Edema,/Papulation: 1: mild
Oozing/Crust: 2: moderate
Excoriation: 3: severe
Lichenification:
Dryness:

Visual analog scale (VAS)

Pruritus [+ - :‘
Sleep loss === ]

Characteristics of extrimk and intrinsic AD [5], {
131 N 2V, )t 3 ?\
Extrinsic Indrinsic e T -
Frequency 80 200 W
Seram HE Eevated Hommal . | Demaltca
Filaggrin mutation Mol )
Incidence (male:female) 1 13-4 ;
Oricet Early Relarively laze d o« w
Skin barrier Dianapted Kol
Immsnalagical feature Th2 dominant Thi dominant ™
Meta alkergy Piet related High prevalence 'i‘ - | Lt 'I'-‘
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ABCs of managing severe atopic dermatitis

A: Avoidance of triggers (irritants and allergens)
Education for patients and caregivers
Approach allergy evaluation in a critical manner

B: Barrier repair and maintenance
Emphasis on hydration and moisturizers
Address itch-scratch cycle with drug and behavioral modification
Consider wet-wrap therapy for limited periods

C: Control of inflammation and infections
Proactive(twice weekly) therapy in patients with relapsing course
Use diagnostics effectively (culture and sensitivity test, viral Cx.)
Use antimicrobial agents appropriately
Use topical corticosteroids and TCls appropriately

OIEMMF A2 AN ASE2 NS

YUY 212
Stepd | (Cyclosporine A, 2
X8, §)

~

E5, A oEmo Ry

ki f=-]]
Step3 | 3£ PUIHE282y Y B2
4 calcineurin ™

ST LSS =Y

~

FE A BES oENINY 2L BUNEE2EY Y B

[ HuE-552E9
Step2
24 calcineurin 2{H|H| )

o8 2&H AR,
o) { oygeixtol 7 3 S|

PRACTALL consensus Report. J Allergy Clin Immunol 2006

T Ublocuses
Petrolatum USP* [White Soft Paraffin BP]  Glycerin
Mineral Oil USP [Liquid Paraffin BP*] PCA

Dimethicone Urea

Vegetable oils a-hydroxy acids

Lanolin Propylene glycol

Beeswax Sorbitol

Squalene Sugars

Propylene glycol Hyaluronic acid

Ceramides Alkyl sulfates and sulfonates

Cholesterol Glyceryl monostearate

Fatty acids Lanolin and derivatives
Phosphoric acid esters

Polyethylene glycols (PEGS)

Propylene glycol fatty acid esters

Serbitan monolaurate, monopalmitate and mono-oleate
Triethanolamine oleate

CHh) 5 ap i ap A
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Therapeutic approaches

Topical treatments
Corticosteroids
Calcineurin inhibitors

Phototherapy
Ultraviolet light A (UVA)
Ultraviolet light B (UVB)
Ultraviolet light A + Psoralene (PUVA)

Systemic treatments
Oral corticosteroids
Cyclosporine A
Azathioprine
Methotrexate
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(skin hydration and emollients)
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Plsticcns propunses & 06445

Dnflorrone doscetate 204%

Fingertip unit (FTU)

3 Sl

FTUs FTUs

Area that needs treatment (adults) (children 1-2 years)
Face and neck 25 15

One hand and fingers 1 0.5

One arm, hand, and fingers 4 15

Chest and abdomen 7 2

Back and buttocks 7 3

One leg and foot 8 2
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+ Cyclosporin
CHEENI UEE (EBM evidence A)
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Topical corticosteroids| S &

Potency Example
Mild (Class I)
Hydrocortisone SHEIHIO Ol M, DGl 3hE, Bele=, BlEl&

Moderate (Class Il)

Hydrocortisone-17-butyrate slOlIE 24, JEs 24/38

Clobetasone butyrate R2HOE
Strong (Class Ill)
Betamethasone valerate HCC o HHE o, (IE B, MclAEX
Fluticasone propionate FEIHOIE, BREIN
Betamethasone EiiE, G2 HIE
Mometasone furoate W22, Hol&, H2EE, 2HES
Desoximetasone Olctobe, oM ErE
Fluocinonide LIOIE, 2Ol A, Bl A%-2 &

Very strong (Class IV)

Clobetasol propionate H2HOIE, 2 A, HIEHNE
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+ Recommendations for systemic treatment of
moderate-to-severe AD
— 18t line: Cyclosporine A
— 2" ine: AZA
— 39 fine: MTX, IFN-y
— Mycophenolate : maintenance after CSA induction

— Systemic steroid: not suitable to induce long-term remission
- Montelukast, Chinese herbal medicine, IVIG: not recommended

JACI 2014;133:420-38,
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Mg AD »> Moderate, Severe AD.
SCORAD<15 or EASI<E SCORADETS or EASIER

Basic ;
| treatinent I‘ Emollient, Avoidance of Triggering Factors, Education
v ————y
Systemic treatment
Active » Active treatment | |, eyl
treatment 'm:“"“"‘ ot AD - Short term stercid
+Topieal (o5 needed) '+ Other immunomadulatory
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* Infection contral | |, pratotherapy
= Alergen-specific immunotherapy
-+ Biokon
Proactive (Persistent or Frequent relapse)
i Topical inhibitor or steroid, Piychological support
Adjuctive i . 5 :
St { Evening primrose ol Probiotics/prebiotics, Vitamin 0 I
MMF: mofetil, MTX: IFNey: Intoeti
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Reactive vs Proactive treatment

Feactive treatments
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Induction of remission

Maintenance theragy

+ Consistent evidence of subclinical inflammation in nonlesional
normal-appearing skin and in treated skin of patients with AD

« Induction of remission followed by maintenance therapy might
prove to be an integral part of a disease-madifying strategy
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(Darsow U, et al. J Eur Acad Dermatol Venereol 2010)
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