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Objectives
This study is conducted to evaluate skin fat barrier formation of Hataedock using the Copris jgponica & Glycyrbiza
wralensis extract.

Methods

The 3-week-old NC/Nga mice were divided into 3 groups: control group (Ctrl), Hataedock-treated group that
uses the Coptis japonica & Glycyrvbiza wralensis (CGT) extract, and Hataedock-treated group that uses Bifidobacterium
(BBT). After 2 weeks, changes in immunohistochemicals, and skin-lipid-barrier regulators were observed for the
effects of Hataedock.

Results
In CGT group, loricrin-positive reaction has been increased by 231%, along with involucrin-positive reaction by
90%, filaggrin-positive reaction by 143%, and ASM-positive reaction by 341% in the stratum corneum.

Conclusions

Hataedock, using the extract of Copris japomica & Glycymhiza walensis, increased the expression of proteins
promoting keratinocyte differentiation. This leads into conclusion that Hataedock may increase the keratinocyte
formation and function which promotes skin barrier formation.
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Fig. 1. Protocol of Hataedock treatment

In the CGT group, S-week-old mice were given the extract of Coptis
Japonica Makino and Glycyrrhiza wuralensis Fischer. In the BBT group,
5-week-old mice were given a Bifidobacterium. On 5™ week, the mice
were deeply anesthetized and killed. Abbreviation. HTD: Hataedock.
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Fig. 2. Activation of lipid barrier's generation by extract of the extract of Coptis japonica Makino and Glycyrrhiza
uralensis Fischer (CGE) and Bifidobacterium

The Wright-green positive reaction increased in SC (arrow) of the CGT & BBT (Wright-green method; Bar size, 50 um). Data of Wright-green image
analysis was also shown same result (p<0.05). Abbreviations. SC, stratum corneum; Ctrl, no treated Sth week ages; CGT, CGE of Hatedock treated
Sth week ages; BBT, Bifidobacterium of Hatedock treated Sth week ages; *, p<0.05, compared with the Cerl; #, p<0.05, compared with the BBT.
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Fig. 3. Activation of involucrin & loricrin production by CGE and Bifidobacterium

The loricrin positive reaction increased in SC (arrow) of the CGT & BBT group compared with the Cerl group (involucrin & loricrin immunohistochemistry;
Bar size, 50 um). Data of involucrin & loricrin image analysis was also shown same result (p<0.05). Abbreviations same as Fig. 2.
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Fig. 4. Activation of filaggrin production by CGE and Bifidobacterium

The filaggrin positive reaction increased in SC (arrow) of the CGT & BBT group compared with the Ctrl group (filaggrin immunohistochemistry;

Bar size, 50 (m). Data of filaggrin image analysis was also shown same result (p<0.05). Abbreviations same as Fig. 2.
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Fig. 5. Activation of acid sphingomyelinase (ASM) by CGE and Bifidobacterium

The ASM positive reaction increased in SC (arrow) of the CGT & BBT group compared with the Cerl group (ASM immunohistochemistry; Bar

size, 50 um). Data of ASM image analysis was also shown same result (p<0.05). Abbreviations same as Fig. 2.
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