SEHTHIFR Fo17h ohEs] 939
7158 %) B

Ereke 813 x) A)257d #33(2004 99)
] Korean Oriental Med 2004;25(3):137-148

TERYY 4AF

-

corncum.

the results were made into a dermal formation graph.

in CON.

stratum cormeunl.

The Efficacy of Sihocheonggan-san (Chaihuginggan-san) Extract to Improve the
Function of Stratum Corneum on Mice Model after Atopic Dermatitis Elicitation.

Min-Chul Park, In-Hwa Choi
Department of Ophthamology & Otolaryngology & Dermatology, College of Oriental Mediicine, DongGuk University

Objectives : To study change of external dermal formation, change of leukocytes in vasculature, change of lipid formation
in stratum comeum and distribution of ceramide through administering Sihocheonggan-san (SC) extract on to the control
(CON). This study was done through forcing injury to mice s back skin which have lipid protection formation in stratum

Materials and Methods : The CON to which damage was caused intentionally using the external application on the mice’ s
back skin used the SC. The change of leukocytes in vasculature were identified through optima 5.2 and Student s t-test and

Results : After dispensing SC extract into the CON, dermal injury was decreased. Especially, recover of lipid protection
formation, which includes lipid and ceramide in stratum corneum suppressing acute inflammation that some factors are PKC,
TNF-2, IL-12B which controlled the secretion of relating inflammatory cytokine, also went onto decrease of angiogenesis, and
a decrease of degranulated mast cells was noted. In addition, the decrease of epithelial injury also caused the growth of cells to
decrease in stratum basale and cytoclasis. In the vasculature, the leukocytes were also decreased and it could relate to decrease

Conclusions : SC has effect on CON suppressing the dermal injury through recovering of lipid protection formation in

Key Words: atopic dermatitis, Sihocheonggan-san, lipid protection, ceramide

~

- A4 2004 7Y 269
- A8 20043 89 239

- WAAAL  EFRE, A AET AT 3F 289262 2%
£ gele
(Tel: 02-463-3370, E-mail: hanbangskin@empal.com)

- =FAIA) 12004 89 13



(578)  thggrelstal ) A254 A|3%(2004d 9Y)

ABE TN} 42, FaUGA Fo] Yo )
BT Ao 29Fo] SYoln 4F, ¥4Y
97 5 2%F0E I A2E UL Fe o
ol ol Aoz g A7 gle Aoz
ol 2489l £A9 Fgolgn & ¢ Uk =@
Agto] WYl WA W¥AZ Fo| SHHo2
vebeic

2953 ARU2FL ofEY AR FFRC
29 0 H A A REH dhgol; HggH g
< FHITH. 53] 2GS olET] ARG Fo
AD7|Ee] Ho» £%% Ll o9 71

T &2 2 cytokine Fo] Bdte Aoz A

Arp, 4 ARA2ZE YD ofE 3%
S i F-EellM FEE 53] ALH el A
EhdTi.
olEd FRdd #F AT AFELE FTEY
olEY T8y zte] B YdA Jehte IgE,
ECP, 2289 54 $7h3", ofEy 947y &
AlA A T2, A8 T g AR
T Ao gk A, FARAA Y] G B A

LooR N uR S oo

53 e FEAWI oF, YA S ol £
A2 B¢ ke NRde) B QWA A7 5
o] WAHR 53 ok kMMM OZ 2
23715850 de) 4yges AT Ry
S A3%e Bas.

Fols BRI 2G5S k#S AGOZ B
b, i 3

BAZZE K Mol o3 fes) A
o= AfGTR. o AR ok W
o

it
o}
f
N
o
o
ﬁé
b
3
=
©
e
19,
i
K e
itial
'~ mlo
e
fm

%914 G ARE A7) Boshe |tk
RS

138

g
AL AdTEAHAN 2FEE BT 458
BALB/c7l 47 AHE FtA-SAAUA 25U 5
& ASAZ F AF 20g9 FHE AFsto] AHES
At
2) oA

3) LEAEITE T2 Az

& Aol A AHE-E LRSI E(Sihocheonggansan :
SO F=igtn 2 F g ddA Fdste] F4A
slo] AF8-5}%ith(Table I). ZEAERH 24 £ 5
F 500mic] ¥ 3AZEe ABE T A7
71 M-S rotary evaporator 2 S0ml &3] F33}

At

% %¢(normal group), oFEH % o] 7 (control
group), o}EF] I F-4F 8 T AR Y 7
o] (A 8, experimental group) 2.2 Y7 on Zt
ol 10mke] 4 w3 ahi et

2) HE

olE3] 3| %H-& Christophers E. and Mrowietz T}

Table 1. The Amount and Composition of Sihocheonggan-
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Fig. 1. The inhibition effect of eosinophil in SC treated murine
at hour-72 after atopic dermatitis elicitation. control
group, atopic dermatitis elicitated mice; experimental
group, SC extract administered mice after AD
elicitation; *, p< 0.05

Absorption rate of Staphytococcus aureus

NOR X1000 X100 X10 Folds

Fig. 2. The inhibition effect of proliferation in Staphylococcus
aureus at hour-16 after SC extract treatment. NOR,
no treated; X1000, 1000-folds dilution; X100, 100-
folds dilution; X10, 10-folds dilution
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Table 2. The Image Analysis of Ceramide Distribution in SC

Treated Murine Skin with AD.
(Image Analysis for 100,000 Particles / Range of Intensity : 80 - 140)
Antibody Group
Normal % Control Experimental 3
Ceramide 54394148 64612 4867+ 174*

Abbreviation : %, Mean + Standard Deviation; *, p < 0.05 compared with
control group

Table 3. The Image Analysis of Immunohistochemistry for
Inflammation Intricated Cytokine in SC Treated Murine

Skin with AD.

(Image Analysis for 200,000 Particles / Range of Intensity : 80 -140)
Antibody Group

Normal Control Experimental

PKC 1357426 8114+231 1817 £97*
NF-«B p50 211+31 1248+139 768 +57*
TNF-a 346+31 2438+191 420+24*
IL-12B 891142 4270+211 1532 +61*

Abbreviation as same as Table [

Table 4. The Image Analysis of Cell Proliferation and Apoptosis
in SC Treated Murine Skin with AD
(Image Analysis for 200,000 Particles / Range of Intensity : 80 - 140)

Antibody Group
Normal % Control % Experimental %
BrdU 1047£74 37994126 18871-87*
Apoptosis 86132 11293 +831 1631 £84*

Abbreviation as same as Table [
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Legends for Figures

Fig. 3. The morphology of back-skin from mice at hour-72
after atopic dermatitis(AD) elicitation. The subacute
skin lesion were seen. X2
Fig. 4. The vasculature of dermis from mice at hour-72 after
AD elicitation. The increase of angiogenesis and
congestion in dermis were seen. X2
Fig. 5. The morphology of back skin from SC treated mice at
hour-72 after AD elicitation. The subacute skin lesion
were disappeared. X2
Fig. 6. The vasculature of dermis in back skin at hour-72
after AD elicitation. The decrease of angiogenesis
and congestion in dermis were seen. X2
Fig. 7. The morphology of skin from mice at hour-72 after AD
elicitation. The infiltration of leukocytes in atopic
eczema elicitated region were increased. EP,
epidermis. H & E. X100
Fig. 8. The morphology of skin from SC treated mice at hour-
72 after AD elicitation. The atopic eczema elicitated
region were not seen. H & E. x100
Fig. 9. The ultrastructure of SC from mice at hour-72 after
AD elicitation. The intercellular space of stratum
comeum were destructed. x 10000.
Fig. 10. The ultrastructure of SC from SC treated mice at
hour-72 after AD elicitation. The intercellular space
of stratum comeum were maintained. x 10000.

Fig. 11. The magnification of lipid lamella (arrow) & body
(vacanted arrow) in Fig. 10. x 100000.

Fig. 12. The morphology of stratum corneum from mice at

142

[ BN AR ¥ QPR

b

hour-72 after AD elicitation. The lipid of lipid lamella in stratum
comeum were disappeared. Sudan black B x 1000

Fig. 13. The morphology of stratum corneum from SC
treated mice at hour-72 after AD elicitation. The lipid
(arrow) of lipid lamella in SC were seen. Sudan black
B %1000

Fig. 14. The immunohistochemisrty of ceramide in stratum
corneum from mice at hour-72 after AD elicitation.
The ceramide of lipid lamella in stratum corneum
were disappeared. X 1000

Fig. 15. The immunochistochemisrty of ceramide in stratum
comeum from SC treated mice at hour-72 after AD
elicitation. The distribution of ceramide (arrow) of
lipid lamella in stratum comeum were seen. X 1000

Fig. 16. The morphology of epidermis from mice at hour-72
after AD elicitation. The increase of congestion
(arrow) in enlarged intercellular space of epidemis
were seen. Luna’ s method. X200

Fig. 17. The morphology of epidermis from SC treated mice
at hour-72 after AD elicitation. The congestion in
epidermis were disappeared. Luna s method. X 200

Fig. 18. The mormphology of dermis from mice at hour-72 after
AD elicitation. The increase of degranulated mast
cell (arrow) were seen. Luna’ s method. x 200

Fig. 19. The morphology of dermis from SC treated mice at
hour-72 after AD elicitation. The decrease of
degranulated mast cell were seen. arrow, granulated
mast cell. Luna’ s method. x 200
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20
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Fig. 20. The immunohistochemisrty of PKC in stratum basale
from mice at hour-72 after AD elicitation. The PKC
positive reacted cell (arrow) were increased. X200

Fig. 21. The immunohistochemisrty of PKC in stratum basale
from SC treated mice at hour-72 after AD elicitation.
The PKC positive reacted cell were remarkably
decreased. X200

Fig. 22. The immunohistochemisrty of NF-#<B p50 in stratum
basale from mice at hour-72 after AD elicitation. The
NF-«B p50 positive reacted cell (arrow) were
increased. X200

Fig. 23. The immunohistochemisrty of NF-«B p50 in stratum
basale from SC treated mice at hour-72 after AD
elicitation. The NF-+#B p50 positive reacted cell were
remarkably decreased. x 200

Fig. 24. The immunohistochemisrty of TNF-a in stratum
basale from mice at hour-72 after AD elicitation. The
TNF-¢ positive reacted cell (arrow) were increased.
x 200

Fig. 25. The immunohistochemisrty of TNF-a in stratum
basale from SC treated mice at hour-72 after AD
elicitation. The TNF-« positive reacted cell were
remarkably decreased. x 200

Fig. 26. The immunohistochemisrty of IL-12B in stratum
basale and dermal papillafrom mice at hour-72 after
AD elicitation. The IL-12B positive reacted cell
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(arrow) were increased. X200

Fig. 27. The immunchistochemisrty of IL-12B in stratum
basale and dermal papillafrom SC treated mice at
hour-72 after AD elicitation. The IL-12B positive
reacted cell were remarkably decreased. x 200

Fig. 28. The immunohistochemisrty of BrdU in stratum
basale from mice at hour-72 after AD elicitation. The
BrdU positive reacted cell (arrow) were increased. X
200

Fig. 29. The immunohistochemisrty of BrdU in stratum
basale from SC treated mice at hour-72 after AD
elicitation. The BrdU positive reacted cell were
remarkably decreased. X200

Fig. 30. The distribution of apoptotic cell in epidermis from
mice at hour-72 after AD elicitation. The apoptotic
cell (arrow) were increased. x 200

Fig. 31. The distribution of apoptotic cell in epidermis from
SC treated mice at hour-72 after AD elicitation. The
apoptotic cell were decreased. x 200

Fig. 32. The plate of Staphylococcus aureus(S. aureus) at
hour-16after incubation. x2

Fig. 33. The plate of SC 1000-fold diluted S. aureus at hour-
16 after incubation. x2

Fig. 34. The plate of SC 100-fold diluted S. aureus at hour-
16 after incubation. x2

Fig. 35. The plate of SC 10-fold diluted S. aureus at hour-16
after incubation. x2
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