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Effect of Sunbangpaedoktang on the Cytokine Secretory Function |
of Monocyte Isolated and Cultured

!
i
from Peripheral Blood of AD Patients ‘

Dong-Gil Shin*, Woo-Yeon Kim**, Jin-Yong Lee*, Deog~Kon Kimx f
*Dept. of Oriental Pediatrics, College of Oriental Medicine, Kyung Hee University,
Seoul, Korea, **AAHAE Oriental Medical Clinic,

Effect of Sunbangpaedoktang, which has been used for atopic dermatitis(AD), on the cytokine
secretory function of monocyte, which was isolated and cultured from peripheral blood of AD
patients, were evaluated. The results were as follows:

1. In AD patients, Sunbangpaedoktang exhibits statistically significant inhibitory effect on [L-4.

2. In AD patients, Sunbangpaedoktang exhibits statistically significant inhibitory effect on
IL-5(p<0.05).

3. In AD patients, Sunbangpaedoktang exhibits statistically significant inhibitory effect on IFN-v \
(p<0.01).

4. In sample group, comparing the cytokine concentration change rate of AD patients with that
of NAD patients IL-4 of AD patients exhibits statistically significant decrease(p<0.05).

Key words : Sunbangpaedoktang, cytokine, atopic dermatitis
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1. ADw* A cytokinetlL-4, IL-5,
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1) IL-49l ®X%% controlwr, HCT,
IFNT % samplewol zHzZF 39.275+27.161
pg/ml, 5.863+3.747 pg/mé. 53.096+35.276
pg/mé 2 28208:15.041 pg'méZ control
o] vlidted HCF3 Sample & 25
p<0.052] Feldozm IL-4 Fx9 oA
a7 o, HCTF & sampleTol] 1}
3 FA48(EORE F=9 JA &
#7F vErstoh, @3 IFN L% control:floﬂ

Hlslol FE7F Frtetov fFaAdL /)
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Table | . The Pattern of Cytokines Secretory Function in AD Group
Group IL-4 IL-5 IFN-Y (pz./ml)
Control 39.275+27.161 184.250+157.376 1582.875+1096.630
HC 5.863+3.747 15.525+14.959" 466.875+390.389"
IFN 53.096+35.276 263.000+253.994 None
Sample 28.208+15.041" 92.625+67.568" 635.625+397.233"
Significant difference from control group (+ : p<<0.05)

Each value represents the mean+S.E. (n=8)

Control : Con-A administration group

HC : Con-A + Hydrocortisone administration group

IFN : Con-A + riFN-¥ administration group
Sample :

Con-A + Sunbangpaedoktang administration group (OlsF A% & &)
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Fig. 2 The pattern of IL-5 secretory function in AD group
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Fig. 3 The pattern of IFN-V secretory

group

2. ADT 3 NADI 9 cytokines #H|%
vl

1) control ol A
cytokines %< vl

IL-4¢2 ADT, NADTol zZtzt
39.275+27.161 pg/ml, 61.800+35.054 pg/ml
2 ADTo] NADTo v¥)sle wgron}

frold e AT, IL-59 FEE ADT,

AD, NADT 9

U

G A=

HC Sample

function m AD

NADTo] Zbzh 184.250+157.376 pg/md,
157.813+84.855 pg/m¢=Z ADT°o] NADT

o wse wRou wd4e AT
(Table O, Fig. 4). IFN-v9 Fx+ AD
T, NADwo] 7Z}7F 1582.875+1096.630

pg/mé, 7534571+2164.065 pg/m{Z ADT
o] NADw ol ¥lated R} 43 (p<0.0C1 A
worti(Table 1, Fig. 5).

Table !l. The Comparision of Cytokine Concentration of AD Group with that of NAD in

Controt Group

Group IL-4 IL-5 IFN-V (pg/mt)
AD 39.275£27.161 184.250+157.376 1582.875+1096.630""
NAD 61.800+35.054 157.813+84.855 7534.571+2164.065
Significant difference from NAD group (x : p<0.05, = : p<0.01, **= : p<0.001)

Each value represents the mean*S.E. (n=8)
AD : Atopic dermatitis patients

NAD : Non-atopic dermatitis patients (015t A& X&)
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Fig. 4 The comparision of IL-4, IL-5 concentration of AD group

with that of NAD in control group
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Fig. 5 The comparision of I[FN-¥ concentration of AD group with

that of NAD in control group
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HCZ ol A 9] cytokines =9 W&
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TE ] 54 3 AR g2 AN
2 o, IL-49) 59 WHEL ADZ
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R gagol %, 59 59 A
3}&XE ADT°] 0.9144+0.0292

o xR M

AP ] o] =

NADZ S} 09122:0033 BT} 7 &
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Table W. The Comparision of Cytokine Concentration Change Rate of AD Group with that of

NAD in HC Group

Group I1L.-4 -5 IFN-Y (pg/m¢;
AD 0.8487+0.022 0.9144+0.029 0.6823+0.191™
NAD 0.7927+0.074 0.9122+0.033 0.3497+0.155
! @AD
ONAD

The gradient of concentration

]

IFN-T

Fig. 6 The comparision of cytokine concentration change rate of
AD qroup with that of NAD in HC group

3)  IFNTA ADT 3 NADT 9
cytokines Fx 9 ¥W3lg dlw

IFNZo A 9] cvtokines %o wWig

[ (control¥ ¥ =-IFNT % X)/control
] A %t MEgz Ais

o
o, IL-49] Fx2] W38 ADT o

-0.3519:0.1592 NADw 9| -0.1288+0.236
wr}p Evhgo] B9y, IL-59 Fxeo 9
&% ADTol -04219+1.2198 NADF
9} -0.1090+0.149 B} F7h&ol EUhO
U 25 fFeofidol gl (Table IV, Fig.
7).

Table V. The Comparision of Cytokine Concentration Change Rate of AD Group with that of

NAD in IFN Group

Group 1L-4 -5
AD -0.3519+0.159 —0.4219i1t.219
NAD -0.12383+0.236 -0.1080+0.149
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Fig. 7 The comparision of cytokine concentration change rate of
AD group with that of NAD in IFN group

4) sampleolA ADT NADT 9
cytokines =9 W& vlun

sampleT-9 A 9] cytokines ¥ % 2 #3}
€& [ (controld ¥FX-sampleT &
%)/control¥ F%x | S og #WES
Z AANTAE W, IL-49 Fxe wag
< NADT°] 0.04256+0.10462 ADT ¢
0.2440+0.1367 Bt} #9173 (p<0.05) UA

Zastad.  IL-59 sk wWige
NADTol  05987:0.06112  ADT 9
0.5301+0.1909 Bt} ZAh&o] Edo} &
ool gldek Zeiy IFN-ve ¥ x o
Hatge ADTol 05481+0.19692 NAD
9] 0.3691+0.1063 BT+ A &o] Esko
U foAe AR ktH(Table V.
Fig. 8).

X T o}

Table V. The Comparision of Cytokine Concentration Change Rate of AD Group with that of

NAD in Sample Group

Group IL-4 IL-5 IFN-v
AD 0.2440+0.1367 0.5301+0.1909 0.5481+0.197
NAD 0.4256+0.1046" 0.5987+0.0611 0.369110.106
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Fig. 8 The comparision of cytokine concentration change rate of AD
group with that of NAD in sample group
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