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Objectives
This study is conducted to evaluate Th2 skewed condition control through skin fat barrier formation from the
treatment using Copridis Rbizoma and Glycymhiza uralensis extract.

Methods

The 6-week-old NC/Nga mice were divided into 4 groups: Control group (Ctrl), lipid barrier eliminate
treatment group (LBET), Copridis Rbizoma and Glycyrvbiza wvalensis feeding treatment after lipid barrier elimination
group (CGFT), dexamethasone feeding treatment after lipid barrier elimination group (DxFT). After 3 days,
differences in skin condition, improvement of skin fat barrier, and control of Th2 skewed condition of each group
were observed.

Results

Pathologic skin damage and tissue changes were less in the CGFT group than in the LBET and DxFT groups,
and Transepidermal water loss (TEWL) and pH were also significantly decreased (p < 0.05). The filaggrin intensity
and positive response also increased significantly in the CGFT group (p < 0.05). Kallikrein-related peptidase (KLK)
7, Protease activated receptor (PAR)-2, Thymic stromal lymphopoietin (TSLP), Interleukin (IL)-4, and the products
of the Th2 differentiation process also showed a significant decrease compared to the LBET and DxFT groups (all
p < 0.05).

Conclusions

The Copridis Rbizoma and Glycyrrhiza mralensis extract causes skin batrier recovery and function recovery through
the formation of skin fat barrier. This leads to the conclusion that Copridis Rbizoma and Glycyrbiza wralensis extract
can control Th2 differentiation through the formation of skin fat barrier.
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Fig. 1. The alleviation effects on symptoms of Lipid barrier elemination,

CG relieved the lipid destruction-induced skin lesions, erythema, hemorrhage, scarring, and erosion, and excoriation, in CGFT. The TEWL and
pH is decreased in CGFT, but increased in LBET and DxFT. Abbreviations. Cerl: normal, LBET: lipid barrier eliminate treat mouse, DxFT; dexamethasone
(Dx) feeding treated mouse after lipid barrier elimination, CGFT; Coptidis Rhizoma and Glycyrrhiza wuralensis (CG) feeding treated mouse after
lipid barrier elimination; TEWL, Transepidermal water loss; H&E, Hematoxylin and Eosin stain; Square, lipid barrier elimination induced Skin
lesion; Bar size, 50 um; *, p < 0.05 compared with LBET group; *, p < 0.05 compared with DxFT.
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Fig. 2. The generative effect of Lipid barrier by CG.

A. Expression of filaggrin were detected by Western blotting. [3-Actin protein was used as an internal control. In Western blotting result, the
filaggrin expression were markedly increased in CGFT. B. The expression of filaggrin (arrow indicates light brown particle) was significantly increased
in CGFT as compared with LBET (Filaggrin immubohistochemistry; Bar size, SO um). The data of filaggrin image analysis showed the same results.

Abbreviations same as Fig. 1.
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The expression of KLK7, PAR-2, TSLP, and IL-4 (indicates light brown particle) was significantly decreased in CGFT as compared with LBET & DxFT'
(Immubohistochemistry; Bar size, 50 um). The data of image analysis for positive reaction showed the same results). Abbreviations same as Fig. 1.



72 Effect of Th2 Differentiation Control through Formation of Skin Fat Barrier on Coptidis Rhizoma & Glycyrrhiza Uralensis extract

Th2 &3} o 7§91 TSLP WA Z23}8} A3, TSLP
001:/\04 L_ _1] Al _),] 71—;‘5__1 _1,]_ _,,}al_o]]k] 71—‘6]— 0]:/\4H]-
S B9 oM LBETAIA Cerl (5514 + 267/20,000,000
pixeDll BI3l 600% S7FgF 38605 + 533/20,000,000
pixel 2 S| ATk DxFTE LBET® HI3) TSLP %gut
501 11% 5718} 42984 + 648/20,000,000 pixel 2 S =
Atk A CGFTS LBETO HI3| TSLP Aduk-go
219% 4% 30371 = 602/20,000,000 pixel 2 Z7 =
o} 3 DxFTRTF QPAdHkgo] 299 743k Zlo g
ZHAT (Fig. 3.).

Th2 83} § = cytockme?_] L4 B =x23}s} 7%-74',
L4 S-S T4 3] BESIA e FAduke-
S Hom LBETAIA Cirl (6100 = 181/20,000,000
pixeDell BIgH 655% F7F3F 46047 = 1672/20,000,000
pixel 2 A= Sth DxFTE LBETON 13| 1L-4 435k
$0] 129% 713+ 40650 + 708/20,000,000 pixel & =
A=Ak @9 CGFT-S LBETO I8l 14 9FAdHkS-o)
319% 743k 31808 + 757/20,000,000 pixel 2 S A
o}k 3 DxFTRTE H3Ng0] 229 A%t A0 =
ZE ATt (Fig. 3.).

_4

r

IV. Discussions

= 1A 8} o S FEAlE AR T
208 /F5e FERA%G AT 2L F1EEe) 29
Wofshe eItk of 15 e Eoldel F2 Bul
W 1 F 2445 Ndo] 8% 9 . i1
A 715 sk A F oAt 2 pyrrolidine car-

boxylic acid (PCA)E filaggrin®] E3| = RS0 oD,
=3 ﬁlaggrin9] 23] &2
(trans-UCAYE H3]9] pHE 45558 FAAZIHY),
SR fAIGI] T3 B )

3 =

o AR 35S Kol ZHd i W75
PN

T

= . .
& trans-urocanic acid

. 9 HE ] o3 A5 erythema, hemorrhage,
scarring, erosion& S0 F7¢o] YeRHY, 22
stH o2 AA3NE w) AuAEe] HFA, HEAL
B B, YET A8 F7 BOE ek, o
Zpele} 3)3e) Aus)5e AR o Wiks) 9

é

3] TEWL, pH 59 A7} ALRHTHO,
@-9]6?%42_—5' :é‘é]-Eé]_ 71—%.‘:. by 7%:@].0]] XLg_t‘; e
e BXxolt)h 7|&E AFE FHEFEES vRet o
Batod APt ArEE e 25 ‘E%*é u7h &2
JA|Ete] ) S4Bl B ke A7), of
Edju)EgelA o o] BHES T8 o
20| BHIE ZaAA, 95 3 e &
5 FAF A7, I 5, S EaHE &
IgE A7 5ol 019;1@ Az FEES RS} AHs

r:_l 0

m[o

=
iNOS, COX- 2‘:'L % A ]oFIl <

] = B9E Rk
AFHY So] itk FHE FEE AH AFEE
e E FEE8 AT probiotics, tHET
o vimsle] ARy FAENE HIek A
ol Atk 7|E AFES Bl 39, A= FE
£ 271 919518, BUF 8¢ WYL ol
5o} BugE F2E0 N8R Gajl) B3t 5
=

W AAT APFEES e
A2 B FAR] F 2 o] 9 RGEE s Rek
< W LBET, DxFTl HI3] CGFTOIA |4 35
gol estE o, AU AP, AlEAR]ETEE
a8a HE2T JES7PE A Aol BEE
—ir%g«l AT W A Tz 35
AL = AR TEWL pH =3 A
Al & Cald 7V FARE 502 355
= 2QISHAAL, LBET, DxFT Hlal] #+2o|g 35
< 0.05)°] FAEHJT TEWL 7749 pHO| SV
E3e 3E-S oulsh, v e 7] Bl &
Mg 3858 g, o) & Fol FHdx FE=
o] T2 dexamethasone®l] VI3l ) F7ds 3]E- gl
7% 3 =%l F3e & F AUtk
A7 Ad-s ER1s] -1‘15H filaggrin A =74,
*ém 8 S BEsT ﬁlaggrm

I‘P>

3
r% o
N

[0 fob dot o
o
Olr_lﬂl‘N’
o
ol

(¢]

HS 3o
s d

o

SR T8 W IoH?. o] filaggrin®] Tﬂi
o} $07 elow PAue o b B4
£ ShSPI3, A fols) A 2
TEWLO] Z7PEoeH, Al TRl 7t
g R, ol 9 el z
2 7 9 o)z 9 2 e S et wa
AEZ F8 Y=0F trans-UCA A



7} S7¥ehH, ol)iqka} PCAS] AR TR HZRE
P o718, Curlol] WIS LBET, DxFTE filaggrin©] 7+
™, CGFTE filaggrin®] Curlol VI3 F713159.2
LBET, DxFTl Blal f2lt 371 (¢ < 0.05)E EA
O] probiotics, T3} B8} filaggrin®] 57}

& [o
[JU.‘.

M & 2 P

AAYPA ] e SXINA IFEH e
7Ise M B AN F S-S & T Atk
ofe] 71 dlo® Mg AEFo| pH T 4
AL gdFE F58= KLK7 22 Serine protease
e STMIRITPY. KIKE 5788 9] AE|ehH, v
2J8HA AAeA Fa3 HEE Sh= protease = HIA
F2Q1 -2 Netheron syndrome, OFEI| I H-S, A}
1, e 233 9 RASS Jdonf?. KIK &
K7-& caspase142] A28 SARJAZ filaggrin w3
Ao A BAR A-gTH. o= PAR2E B3l A
W& viZhste] afthe AERITE PAR-2E G
W Af F8AY olgom AR, HvkAE, o
WA el EAet Tt A5 WS, Ala A
)58 7)ol #AZTh PAR-29] #/9S NF-kB
£ vjfste] TSLPE FHLHA 7], intercellular adhe-
sion molecule 1, TNF-a$} cytokines (IL-4, 5, 8,10, 13,
17, 31 9= =P, =3 AP E W 2+
TR HslE doA IUAA ] BHE AR
A I FRAR ] ool dojut vFAH 75 o]
e oTP. o|FA fi=E I4s IR A &
3 3 &S AalshH, ceramide $AF 3t HEROI=
2373 9 filaggrin, desmoglein 3, loricrine, involucrin®]

BAE AR A7 At Ak 114 ©]9] IL

T o>

a

H

Bl oo M

5, 13 B3 loricrine, involucrin, filaggrin 52 &S
AAEIL o) = S FaAA ofE IR
Hob el RuEHAT.

Th2 A& W3] 98 £ A79lM= KIKT,
PAR-2, TSLP, IL-4E5 HYxZH o2 ALt
CGFT7} LBET, DxFT3 Hlwate] & F7He BT
ol BAIHSE 9 (¢ < 0.05)3HHh o] A= 3
diz FE50] A &4 ©]F KIK7, PAR-2,
TSLP, IL-4E ©]0]A)= Th2 B34S 7HAAA IL-4
2 A%k allergy ¥HS, ceramide B33 I+ HElo|=
A = filaggrin, desmoglein 3, loricrine, involucrin®]

=
T JAE 2E 7 Uee & I S A

= =2
B o Qs WA Weld B Fo W
Ho] BB B2 Z F USL AFT A

o
o>
©
i
fu
ook
5
d
B
Al
s
il
rlo
=
%
frox -:Yi
i

[o ol rlo

S flo

>

N

N

i

ol

1o

H

T

2,

1

N

olf

O

o ot

ot -1>

i =

&<
e oL R
4= g
= N

2
=
it 1
k)
do

od offl M Mr U X
ot
o
ol
o
N
[
>
a
)
o
4
ro,
)
hus)
o

I B
. 1o
> ofth

o
y
&
-z
nf
=2
>
N
[e5
o
1%
s
o
b
O;>§,
iy
it
ui

olE Tl vt 22 AdE Aok

1. WEld 9 SR &Fo = QI 22 W
3= CGFT7} LBETS} DxFTol M3l Z%lom,
TEWLZ} pH+ LEBT, DxFTol| |8 CGFTollA
oIk Asl p < 0.05)5 Rk

2. M3 filaggrin intensityﬂ— filaggrin oA H-S-
o] LBET. DxFTel B3l CGFTNA £-<3 =7}
@ < 0.05E B

3. Th2 skewed condition = ¥StA ol A LERY
+ KLK7, PAR-2, TSLP, IL-47} LBET+, DxFTl
H3l CGFTAlA foJgt A3t ¢ < 0.05)5 EHATh
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