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The Steroid-sparing Effect of an Emollient APDDR-0801 in Patients with Atopic Dermatitis

Seongmin Noh, M.D., Jin Young Jung, M.D., Won-Seok Park, M.D.l,
Hyun-Ju Koh, M.D.l, Kwang Hoon Lee, M.D., Ph.D.

Department of Dermatology and Cutaneous Biology Research Institute,
Yonsei University College of Medicine, AmorePacific R&D Center, Seoul, Korea

Background: Defective skin barrier function is a well recognized feature in atopic dermatitis (AD) and causes
symptoms such as xerosis, pruritus and erythematous lesions. Since moisturizers can strengthen a defective skin
barrier and reduce the usage of corticosteroid cream, the choice of moisturizer is very significant for AD patients.
Objective: This study was done to compare the steroid-sparing effects of a ceramide-containing moisturizer,
APDDR-0801, with a control moisturizer without ceramide, for relieving symptoms associated with AD.
Methods: A randomized, controlled, double-blinded 6-week study was conducted. Patients with mild to moderate
AD topically applied APDDR-0801 or the control moisturizer on the whole body for 6 weeks. They also applied
corticosteroid cream (Zemaderm®) on the lesion twice daily for 6 weeks. The amount of corticosteroid used was
measured by weighing the tubes. Disease severity was evaluated by eczema severity, area index (EASI), and
investigator global assessment (IGA). Transepidermal water loss (TEWL) and skin capacitance were also measured.
Results: Of the 40 patients enrolled, 32 completed the protocol. The mean age was (12.95+1.92) and the average
baseline EASI score was (10.45+1.17). EASI score, IGA, TEWL and skin capacitance improved in both groups at
3 weeks and 6 weeks. Compared to the control group, the amount of steroid cream used at 3 weeks and 6 weeks
decreased by 0.14 g (—18.78%) and 0.76 g (—7.46%), respectively, in the test group. The difference was larger in
patients with moderate AD. The consumption of steroids was lower in the test group at 3 weeks [2.65 g (—34.64%)]
and at 6 weeks [2.60 g (—19.38%)], respectively.

Conclusion: The moisturizer APDDR-0801 (Atobarrier cream™) which contains physiologic lipid granules including
ceramide, has superior steroid-sparing effects than moisturizers without ceramide. (Korean J Dermatol 2011;49(3):
227~233)
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Table 1. Demographic data and clinical characteristics at base-

line
Characteristics APDDR-0801 Control value
(n=20) (n=20) 4
Gender
Female 8 0.7566
Male 12 11
Age, years
Mean = SE 12.95+1.92 15.70£2.54 0.3929
Min. ~Max. 4~29 3~38
Atopic period, years
Mean = SE 526%1.36 3.12£0.60 0.1612
EASI score
Mean = SE 10.45+1.17 9.51+1.02 0.5518
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Fig. 1. Consumption of corticosteroids in the two study group.
(A) Total patients. (B) Patients with moderate AD (EASI 9.1
~20). (C) Patients with mild AD (EASI 5~9)
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Fig. 2. Evolution of EASI scores in the two study groups. *p<
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Fig. 3. Evolution of TEWL in the two study groups. *p<
0.001 by paired t-test vs week O
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Fig. 4. Evolution of skin capacitance in the two study groups.
*p<0.01, Tp<0.0001 by paired t-test vs week O

Table 2. Investigator global assessment after application of
moisturizers

APDDR-0801 Control

Investigator global

assessment Patients % Patients %
Worsened greatly 0 0 0 0
Worsened moderately 0 0 0 0
Worsened slightly 0 0 0 0
No change 1 6.67 2 11.76
Improved slightly 4 26.67 2 11.76
Improved moderately 4 26.67 3 17.65
Improved greatly 6 40 10 58.82
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Fig. 5. Clinical photography of patients with AD in the two study groups. APDDR-0801: (A) Patient A at week 0, (B) Patient A
at week 3, (C) Patient A at week 6, (D) Patient B at week 0, (E) Patient B at week 3, (F) Patient B at week 6. Control: (G)
Patient C at week 0, (H) Patient C at week 3, (I) Patient C at week 6, (J) Patient D at week 0, (K) Patient D at week 3, (L)

Patient D at week 6
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