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A Study on Combination of Topical Jachobokhabbang(JBB) and
Internal Hwangtogamibang(HTGMB) for the Treatment of Atopic

Dermatitis

Ha Yo-Tae, Choi Hak-Joo, Gim Seon-Bin, Kim Dong-Hee

Department of Oriental Pathology, College of Oriental Medicine, Daejeon University

In order to investigate the efficacy of a combination of JBB as topical and HTGMB as internal treatment
method, changes in various immune related factors and histological changes in NC/Nga induced animal model
was studied. Combined treatment of topical JBB and internal HTGMB significantly reduced the atopic dermatitis
clinical index, the number of immune cells such as CD19+, CCR3+, B220+/IgE+, and Gr-1+/CD11b+ in DLN
and dorsal skin, compared to the control group. Otherwise increased CD3+, CD4+/CD25+, CD8+ and CD4+
cells in the DLN. And also combined treatment of topical JBB and internal HTGMB suppressed the
lymphocytes and mast cells from infiltrating into the skin tissues when stained with H&E and toluidine blue.
Based on the results above, it is strongly suggested that the combined treatment of topical JBB and internal
HTGMB significantly induced anti-allergic activities through immune modulation. The findings can be applied to
developing a more sustainable treatment for atopic dermatitis and be helpful in practicing combined treatments

in clinical treatments in the future.

Key words : Jachobokhabbang, Hwangtogamibang, Atopic Dermatitis.
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A EE 72 65789 NC/Nga micex= &
GAFHFEANA T5 ol AE FA7A A
T (FAA 171, AR Co., korea)st &5
FE3 FHEL 2% 22 + 2T, % 55 £
15%, 12A17+-12A17F (light-dark cycle)2] &7
ol Al 257 AGAIZ & AFe A&

2) k=
2 A Slimel  ARRSE SRR AN

(Jachobokhabbang, ©]3} JBBEZ %713hH3 N
of Abg3l ¥l itk (Hwangtogamibang, ©]
8t HTGMB= #7]13h9] 74 kAl & = 7
W 2ZujAsd, Bole AEE FAL g
FAW(EF) A FFEA L, 7TEF YA A
E2 ot ey el e & A
Adste] ARgstglen, 1 &3 #%e tsd
Zt}. (Table 1, Table 2)

dlo

Table. 1 The Prescription of JBB (13)

Wi gE 4 4t gE 4 M (2)
M Houttuyniae Herba
e & Duchesnea Indica
E Lithospermi Radix
G Sophorae
% . .
B Flavescentis Radix 6
Fagopyrum
2
% esculentum Moench 6
A g Gypsum 6
/AN = Resina Pini 6
LR Mume Fructus 6
W % Adenophorae Radix 6
_— Dictamni
R R Radicis Cortex 6
o Kochiae Fructus 6
Total 79
amount
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Table. 2 The Prescription of HTGMB (13)

LI e e e M (2)
N Ginseng Radix 20
it Carassius auratus 20
@ Loess 10
B Am Laminaria japonica 4
S Lithospermi Radix 4
s R Platycodi Radix 4
PR Houttuyniae Herba 4
Iz %f  Duchesnea hrysantha 4
P& Aurantii Fructus 2
P Zingiberis Rhizoma 5
Crudus
a?ni)tjrllt 4
3) Aok

B Ao AFE-¥ A2k F collagenase, trypsi
n—-EDTA, acetic acid, tris— base, tris—HCI, pa
raformaldehyde, dulbecco's phosphate buffer
ed saline (D-PBS) &< SigmaA}l (USA) Al#
< APEsEs o, S-Ejold A (fetal bovine seru
m, FBS)< HycloneAl (USA) A%<, DMEM2
GibcoAt (USA) Al#&, Protopic Ointment 0.
1%+ Astellas Pharma ManufacuringA} (USA)
A&, Biostir AD+ BiostirAl (Japan) Al#<,
anti—-CD19-FITC, anti-CD3-PE, anti- CD8-F
ITC, anti-CD4-FITC, anti-CD69-FITC, anti—
B220-PE, anti-IgE-FITC, anti -CCR3-PE, an
ti-CD11b-FITC, anti-Gr-1-PE %<& BD-Phar
mingenAl (USA) A|#S AMSeFler, 71E o
gk Aok 55 Al9FS AFE-ERSITH

1 717
2 Ao Ag

)
N

1715 SESFD7] (&3HA
gyl oFg7], Korea), 7% 574 (Rotary eva
porator, Biichi B-480, Switzerland), microwa
ve oven (LG, Korea), freeze dryer (EYELA F

7
)

DU-540 Co., Japan), CO2 incubator (Forma s
cientific Co., USA), clean bench (Vision scien
tific, Co., Korea), autoclave (Sanyo Co., Japa
n), water bath (Vision scientific Co., Korea),
plate shaker (Lab-line Co., USA), vortex mix
er, heating block (Vision scientific Co., Kore
a), spectrophotometer (Shimazue Co., Japan),
centrifuge (3+Y, Korea), deep-freezer (Sany
o Co., Japan), ice-maker (Vision scientific C
0., Korea), flow cytometer (Becton Dickinso
n, USA), Applied Biosystems 7500 Fast Real
-Time PCR system (Applied Biosystems, US

A) & AHgskslth

2. Uy

DAE F&

HTGMB 1A &l & (vt + stchp) 8,

2) Biostir AD 13L& o] &3 7H ¢ Fi
8 % NC/Nga AFE etherZ vlFHAZ &
T R E SRS AR VEET AR
k<)

100 mgs TY3 HYo] =xslo] 5 Y G

s =xHo] shal 2~3A%F A& ghdE Hx
AlZl % Biostir ADI3L 10

0
S0e fue F 284 4F B F

2
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3) Al AHE

AL 4 aFeR YUy YRS
0.1% Protopic 9912 100 mgE ¥ H- H2 H
o 557F MY =3x8t o, HTGMB JBB #
g (o]3}, J&HRE ¥713H)S HTGMBS 7.5 mg
/25 g/day®] L2 AFFstaL, JBBE =
WA ES 301 9 HERE 4lo 1Y 33 150
T2+ Bast. Ay iz
A A A4S 99 Fd3 PHo = A3

P

===
=7 s, O

¥ R
2o 1

oFE A § 570l olEdg FF-olA Ll
Ao AEEHE JAH St Wt ow HeH
7Fe AAskelth B2 52 ZNb (Erythema),
7bE e A% ¥ (Pruritus & Dry skin),
%3 ¥% (Edema & Hematoma), 3F&

(Excoriation), ElA413} (Lichenification)® 57}4]
ojt}, Z4ztel g5 gl (0), 43 (), 5%
(2), A% 3oz Adst] Frtst d59 F 7

o2 Yehfdth

5) 749} DLNo|A| WA &2

A9 8 % Biostir AD AuE f2d
NC/Nga A olA wjF dA=ke] 5 x4&
ZH7Al chopping 3+ § collagenase 1 mg/ml (in
2% FBS + RPMI 1640)= 43 37T shaker
(140 rpm, 20min.) #iF7]elA v Fate] 59
< 3 5Ehe oz 43] WEII. ols Al
FEEo ACK €9 (8.3 g NH4CL, 1 g KHCO3
in 1L of demineralized water + 0.1 mM
EDTA)S A-&ollA 5 st At i &
4371712, thA] D-PBSZE 23] A& F cell
strainer® 3 A7l AXE 0.04% trypan
blueZ G2}

DLN W & 49 Ax + 3HL 53 drg
2 slvke] bFellx] fxdS wo] meshE &3l
w2 g, 7)ol ACK €9 (8.3 g NH4CI,
1 g KHCO3 in 1L of demineralized water +

0.1 mM EDTA)S 7}t & oA 587 F<t
AYste] AEFE g1 7]a, tJA] D-PBSE
23] A& & cell strainerE 3 A7l AEE

0.04% trypan blue® % A3}S1t}.

6) ¥3F FAE A

ek AIEE 5 X 105 cells/m®] $¥=2 =
A F ATHAN HAHFAAS Al 7t
Z}ol|l anti-CD19-FITC, anti-CD3-PE, anti-CD
8-FITC, anti- CD4-FITC, anti-CD69-FITC,
anti-B220-PE, anti-IgE-FITC, anti-CCR3-P
E, anti- CD11b-FITC, anti-Gr-1-PES Y1
30E3F Aol A ¥EEAZAT W 3 33] o]

QA S ARl A2 AL flow cytometr

AY F T, 9% 7] F5FE, WEF 5 R
9] IH-& wojuo] 10% formaldehydeol X 24
AR s el g 24 S s e
= ZjsilaL, 5 m F-&o F7E blocks ®F
S8t} ol & 935S Y27+ epidermis, dermi
s, keratinocytes, neutrophils/eosinophil 2 €]
o2 M Ee} B3F& 283l hematoxyline/eos
in (H&E) A3} v A E (mast cells) S G
3l toluidine blue G0 2 WAL ] &S

Hasn.

0% fomnalin 24hr.

Deliydiation

95% Alcohol 1 60min

95% Alcohol 2 60min
95% Aleohol 3 @0min
05% Alcohol 4 G0min
100% Aleohol 1,234, 60min

Zylene I 30min
Hylene T 3min }Dﬂmm

Hylene IT 30min

Dealcololization

Paraffin wax 1,2.34 60min

Paraffin wax 1,234 60min.

Section cutting — Microtome

Scheme 1. Tissue processing
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[ Depaaaffinization

|7 ylene I 10 min

—— Xylene I 10 min

| Hydiation

Washing— [—5tmin

— 100% Alcohol 2 min
— 0% Alcchol 1 min
— 80% Alcohol | min,
— 70% Alcohol | min,

| Nuclear Stainine

|7 Hartiz Hematoxzylin 6 it

136 HCl-Alcohol 4 drops

Washing— |[—2min
| Decolorization |
Washing— [—2min

| Cyoplasimic staining

Enosin sol. 6-3 min

| Delyydmtion

95% Alcohol 1 min

95% Aleohol 1 min,
100% Alcohol 1 min.
100% Alcohol 1 min

| Dealcolwlization

Carbol-¥ylene 2 min

ylene I 2 min

Hylene I 2 min
Mylene T 2 min

Hylene [V 2 min

| Mounting

Canada balsam

Scheme 2. Harris Hematoxylin & Eosin

staining
[ Deparaffiniz ation | Hylene I 10 min.
‘ —— Hylene I 10 min.
| Hyduation |
— 100% Alcohol 2 min
— 00% Alcchol 1 min
Washing — i — s0% Alcohol | min
— 70% Alcohol 1| min
[ Boiiin solution ——— 40 min - 60 min
Washing — ‘72mm
[ Woigert | 10 min
Washing — ‘72mm.
[ Biebiich scarlet-acid fuchsin | 10 rain
\
| phospl libdic phospl ic acid } 10 min.
[ Am.Lm Dblue f—— 10 min
[ Aﬂ‘-liz acid —— 3 min
[ Del‘lydm\ion [ 5% Alconal 1 min
— 95% Alcohol 1 min
— 100% Alcohol 1 min.
— 100% Alcohol 1 min
| Dealcololization ‘— Carbol-Xylene 2 min
——— Hylene I 2 min
—— Hylene T 2 min
—— Xylene II 2 min.
—— Xylene IV 2 min.
| Notintire ‘ Carpids bl

Scheme 3. Masson's Trichrome staining

8) EAIA =

t}okst AdoRRE de 7‘7—‘5 mean =
= o, od 4
=2 Student's t-test T+ HE °] 05}04 A4

shaie.
II. & B& sl &

1. NC/Nga BA] 91%@ A% w2

8FH<e NC/Nga AFE A|E3S T Biostir
D dxn= E}é}oq EAE FEAZIEA 10

5 T Z9 HTGMB -7 T &
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A% (Clinical skin severity score)s= 8¢
Za3 A U E2 g > 77
1.83 + 0.41, 1059+ 5.83 + 0.98, 5.80 %
1.10, 5.17 £ 0.98, 125+ 11.40 + 0.89,
8.00 = 0.71, 7.67 + 1.03 o], HZ 14Fl|=
10.20 + 1.10, 4.20 + 1.64, 1.83 + 0.75% 1}
Bt AAA Sob FHrlol A 12F5E diFzel
Hslo] oA (+#p<0.01) Y= HAS UEh
o (Fig. 2).



122 RKEXSK BESWRH #MXE $178 HB2R

Protopic ‘

J&H |
| S
i
”_
u"

NREE T
Fig. 1. Comparison of skin manifestation in
and J&H.
Atopic dermatitis was induced by Biostir AD

12w

13w

NC/Nga mice between Control

treatment in the dorsal skin.

14 —o—Control —— Protopic —— J&H

A

‘Weeks of Age

12

10

Clinical skin severity score

Fig. 2. Effects of J&H on clinical skin featu
res and severity in Biostir AD-induced NC/N
ga mice. Clinical skin index of dermatitis wa
s defined as the sum of the individual scores
graded as O (none), 1 (mild), 2 (moderate) an
d 3 (severe) for each of five signs and symp
toms (itch, erythema/hemorrhage, edema. ex
coriation/erosion and scaling/dryness) ; Sym
ptoms were evaluated by skin dryness, erupt
ion and wound on the three parts of the bod
y; ear, face and back. Statistically significant
value was calculated by being compared with
control group by student's t-test (**p<0.01).

o7 @;115}71]
2 A (Fig.
ep1derm159‘r
dermis®] A H W FFo] FAHoR
7F238t9 ek (Fig. 3D, upper panel). H] WA
(mast celDE AA3}= toluidine blue Aol A
= &+ (Fig. 4B, upper panel)9] dermis
of HITEAIE7}F W] H&H W, J&H Tt
FA R kel Hlate] HRhA| x| F &
AR} (Fig. 4D, upper panel). 35 %=
A= J&H Fo& dermis /epidermis9
Aot Fad WMo 7 x| Bt
239lem (Fig. 3D, lower panel), |4
IRbAlE ] H& A Fasdles &

epldermlsQ‘r dermis”

Hla, METe He

O

=

jus

2l

poh X N i X O o (B rf

4>£

1l (Fig. 4D, lower panel).

Fig. 3. Histologic examination of ear and

dorsal skin lesion in Biostir AD-induced
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NC/Nga mice. NC/Nga mice model followed
by the treatment of J&H (JBB spray &
HTGMB administration) for 5 weeks. Ear and
dorsal skin biopsies were stained with
hematoxylin and eosin (H&E) (A; normal. B;
control, C; Protopic, D; J&H) for examining
inflammatory cells. The stained tissues were
observed by bright microscopy (Nikon,

Japan, orignal magnification, x100).

Fig. 4. Ear and dorsal skin biopsies were

stained with toluidine blue in Biostir
AD-induced NC/Nga mice. NC/Nga mice
model followed by the treatment of J&H
(JBB spray & HTGMB administration) for 5
weeks. Ear and dorsal skin biopsies were
stained with toluidine blue (A; normal. B;
control, C; Protopic, D; J&H) for examining
mast cells. The stained tissues were
observed by bright microscopy (Nikon,

Japan, orignal magnification, x100).
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o
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3. e} AlELe] Wstel mA=
b

1) DLN 4 = A ol w2 =
AAFTE 445 4.9 (X105), HETF 26.5
+ 2.1 (X105)2 Yehd Ao b8ty oz
A frolA e (+p<0.05) #HAS YEU
, Protopic 9l 33.5 + 2.1 (X105), J&
Fol#e 38.0 £ 2.8 (X105 YEhY d=x
of Hlgtel J&H FowelAd Fold A=
(xp<0.05) S7FHe YERUI AT

ol &k

[eXre

mmm_

60

50

40

30

Total DLN cells (x10 )

20

Normal Control Protopic J&H

Fig. 5. Effect of J&H on total cell number
of DLN in Biostir AD-induced atopic
dermatitis model of NC/Nga mice. NC/Nga
mice model followed by the treatment of
J&H (JBB spray & HTGMB administration)
for 5 weeks. At the end of the experiment,
the mice DLN were removed and total cell
were measured. The results represent the
mean * S.E. Statistically significant value
was calculated by compared with normal
t-test  (+p<0.05).
Statistically significant value was calculated

group by student's

by being compared with control group by
student's t-test (¥p<0.05).

2) v 3% (Dorsal skin) W & HIAE 5
of ux= J3F
e 23.0 £ 5.7 (X104/g), WFRT

0 £ 5.7 (X104/g)o.2 vt} ol A
odatoll wiste] o4 e (++p<0.01) T7H
vehidtl. o]l Bl&) Protopic Foii& 43.0 +
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7.1 (X104/g), J&H %ol 585 + 3.5
(X104/g)2 Yeht 25 dizatel st f-24
9l (xxp<0.01) 7HA2Z el (Fig. 6).

Total dorsal skin cells (x10 */g)

++
60 . E

40 -

0

Normal Control Protopic J&H

Fig. 6. Effect of J&H on total cell number
of dorsal skin in Biostir AD-induced atopic
dermatitis model of NC/Nga mice. NC/Nga
mice model followed by the treatment of
J&H (JBB spray & HTGMB administration)
for 5 weeks. At the end of the experiment,
the mice dorsal skin were removed and total
cell were measured. The results represent
the mean £ S.E. Statistically significant
value was calculated by being compared with
t-test

Statistically significant value

normal group by student's
(++p<0.01).
was calculated by being compared with

control group by student's t-test (**p<0.01).

4. DLN W A Wste] mA= 7

1) CD19+ A% H]&ol M= 3

AT 19.6 £ 1.4 (%), 2T 29.1 £
5.4 (%), protopic T+ 21.7 =+ 1.4 (%), J
&H T3S 222 + 3.7 (%)= ZH2F Ve o
Zard] vste] HAE e (Fig. 7).

63:

CD19+ cells (%)

Normal Control Protopic J&H

Fig. 7. Effect of J&H on CD19+ cell rate
of DLN in Biostir AD-induced atopic
dermatitis model of NC/Nga mice. NC/Nga
mice model followed by the treatment of
J&H (BB spray & HTGMB administration)
for 5 weeks. At the end of the experiment,
the cells from DLN stained with anti-CD19+
and positively stained cells were analyzed
by flow cytometry. The results represent the

mean = S.E.

2) CD3+ A|E H] & vX]= 4

CD3+ MXE H&E ZdT2 78.7 + 6.6 (%),
5.6 (B)o.2 YER} diZatol
Al 7l atell Hske] 7HA8EQlaL, protopic 7
T 733 £ 1.5 (%), J&H T+ 75.7 £
2.2 ()= el djzatel Hste] F7HE UhE
Wt} (Fig. 8).

=S 679 +

CD3+ cells (%)

Normal Control Protopic J&H

Fig. 8. Effect of J&H on CD3+ cell rate of
DLN in Biostir AD-induced atopic dermatitis
model of NC/Nga mice. NC/Nga mice model
followed by the treatment of J&H (JBB spray
& HTGMB administration) for 5 weeks. At
the end of the experiment, the cells from
DLN stained with anti-CD3+ and positively
stained cells were analyzed by flow
cytometry. The results represent the mean
+ S.E.

3) CD8+ A|¥ u] & 1]
CD8+ A|X B &E AA
xS 10.8 £ 0.5 (%o



obs] 3% of

o

wR T RERA) A8 AT 125

Al Aol vske] {94 9l (++p<0.01) 7+
22 Yeh L, protopic FolotS 14.2 £ 1.4
(%), J&H T+ 18.1 £ 0.1 (»E YEY
tztel gt fFo4 e (+p<0.05,
#+p<0.01) 57 YE Y (Fig. 9).

25

20

15
w .
5

Normal Control Protopic

CDS8+ cells (%)

Fig. 9. Effect of J&H on CD8+ cell rate of
DLN in Biostir AD-induced atopic dermatitis
model of NC/Nga mice. NC/Nga mice model
followed by the treatment of J&H (JBB
spray & HTGMB administration) for 5
weeks. At the end of the experiment, the
cells from DLN stained with anti-CD8+ and
positively stained cells were analyzed by
flow cytometry. The results represent the
mean * S.E. Statistically significant value
was calculated by being compared with
normal group by student's t—test
(++p<0.0D).

was calculated by being compared with

Statistically significant value

control group by student's t-test (¥p<0.05,
*xp<0.01).

4) CD4+ AX v & u|X]= FF

CD4+ AE Hl&E A4 314 = 1.2 (%),
Hz2Te 227 £ 2.2 (%)E YERY tzTtolA
el st 794 e (+p<0.05) HAE
e AL, protopic Folv2 29.9 £ 0.0 (%),
J&H Fol7& 29.3 £ 0.7 (%)E e} T
of wate] FolA dE (+#p<0.01, #p<0.05) F
7Ve YERT (Fig. 10).

CD4+ cells (%)

Normal Control Protopic J&H

Fig. 10. Effect of J&H on CD4+ cell rate
of DLN in Biostir AD-induced atopic
dermatitis model of NC/Nga mice. NC/Nga
mice model followed by the treatment of
J&H (BB spray & HTGMB administration)
for 5 weeks. At the end of the experiment,
the cells from DLN stained with anti—-CD4
and positively stained cells were analyzed
by flow cytometry. The results represent the
mean * S.E. Statistically significant value
was calculated by being compared with
normal group by student's t-test (+p<0.05).
Statistically significant value was calculated
by being compared with control group by
student's t-test (**p<0.01, *p<0.05).

5) CD4+/CD25+ A% H]&o] mx= o
CD4+ /CD25+ A|X H
0.4 (%), &2 2.3
oA g
(+p<0.05) Li% YEFL AL, protopic
£ 3.7 £ 05 (%), J&H FATL 2.7
(%)= UrE‘rUr tix<tell Hlske] protopic
AT o4 A= (+p<0.05) F7H5 HEN
(Fig. 11).

5

Normal Control Protopic

4 H
O‘&
[ T [ TS

2

N w IS

CD4+/CD25+ cells (%)

e
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Fig. 11. Effect of J&H on CD4+/CD25+
cell rate of DLN in Biostir AD-induced
atopic dermatitis model of NC/Nga mice.
NC/Nga mice model followed by the
treatment of J&H (JBB spray & HTGMB
administration) for 5 weeks. At the end of
the experiment, the cells from DLN stained
with anti-CD4 and anti-CD25 and positively
stained cells were analyzed by flow
cytometry. The results represent the mean
+ S.E. Statistically significant value was
calculated by being compared with normal
t-test  (+p<0.05).
Statistically significant value was calculated

group by student's
by being compared with control group by
student's t-test (xp<0.05).

5. ¥iE 9% (Dorsal Skin) W WA E
Wt w2 = Gk
1) CCR3+ A2 v]&d] n A& F3F

CCR3+ A H]&+ Aol 5.5 £ 0.2 (%),
x2S 17.7 £ 25 (%02 Ve A4l
Hlate] fo4 dE (++p<0.01) F7FS e
31, Protopic ¥ 8.9 + 0.9 (%), J&H
Fole 7.8 + 2.8 (B)FE YER} thEao| H
o FoA e (+p<0.05) F2E YERAAG
(Fig. 12).

25

++
| I | i
SJ .

0

Normal Control Protopic J&H

CCR3+cells (%)

Fig. 12. Effect of J&H on CCR3+ cell rate
of dorsal skin in Biostir AD-induced atopic
dermatitis model of NC/Nga mice. NC/Nga
mice model followed by the treatment of
J&H (BB spray & HTGMB administration)

for 5 weeks. At the end of the experiment,
the cells from skin stained with anti-CCR3
and positively stained cells were analyzed
by flow cytometry. The results represent the
mean * S.E. Statistically significant value
was calculated by being compared with
normal group by student's t-test
(++p<0.01). Statistically significant value
was calculated by being compared with

control group by student's t-test (*p<0.05).
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Fig. 13. Effect of J&H on B220+ /IgE+ cell
rate of dorsal skin in Biostir AD-induced
atopic dermatitis model of NC/Nga mice.
NC/Nga mice model followed by the
treatment of J&H (JBB spray & HTGMB
administration) for 5 weeks. At the end of
the experiment, the cells from skin stained
with anti-B220 and anti-IgE and positively
stained cells were analyzed by flow
cytometry. The results represent the mean
+ S.E. Statistically significant value was

calculated by being compared with normal
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(+p<0.05).
Statistically significant value was calculated

group by student's t—test
by being compared with control group by

student's t-test (*p<0.05).

3) Gr=1+/CD11b+ A3 H]&o] A= g
Gr-1+/CD11b+ A3 H]&S gAate] 3.7 £
0.4 (%), 2T 12.1 £ 0.7 ()22 JEY
gl Hlate] o)A ol (+++p<0.01) F
7F= YERHA A, Protopic £+ 5.9 + 2.5
(%), J&H FoA7& 4.9 + 0.1 (%)= YEIY o
Zaell  HlEte] fod e (+p<0.05,
#+xp<0.001) FAE YERNAY (Fig. 14).
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Fig. 14. Effect of J&H on Gr-1+/CD11b+
cell rate of dorsal skin in Biostir AD-induced
atopic dermatitis model of NC/Nga mice.
NC/Nga mice model followed by the
treatment of J&H (JBB spray & HTGMB
administration) for 5 weeks. At the end of
the experiment, the cells from skin stained
with  anti-Gr-1 and anti-CD11b and
positively stained cells were analyzed by
flow cytometry. The results represent the
mean * S.E. Statistically significant value
was calculated by being compared with
group by t-test
(+++p<0.001). Statistically significant value

was calculated by being compared with

normal student's

control group by student's t-test (*p<0.05,
#xxp<0.001).
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