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Suppressive Effects of Jauijeonhotang(JHG) on Immune cells in
BALF of OVA-sensitized Balb/c Mice

Hong Sang-Cheol, Choi Hak-Joo, Gim Seon-Bin, Kim Dong-Hee

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

In order to investigate the effects of JHG on immune cells in BALF, clinically prescribed JHG was tested
using OVA induced asthma animal model. The results are shown below:

1. JHG significantly reduced the total number of cells in BALF compared to that of the control at 400
mg/kg doses.

2. JHG significantly reduced the number of CD3+/CD69+ cells in BALF at 400 and 200 mg/kg doses.

3. JHG significantly reduced the number of CCR3+ cells in BALF at 400 and 200 mg/kg doses.

4. JHG significantly reduced the number of B220+/CD22+ cells in BALF at 400 and 200 mg/kg doses.

5. JHG significantly reduced the number of B220+ /IgE+ cells in BALF at 400 and 200 mg/kg doses.

6. JHG significantly reduced the number of B220+/CD45+ cells in BALF at 400 and 200 mg/kg doses.
From the results above, anti—asthmatic efficacy of JHG through anti-oxidative activity as well as immune
control activity has been experimentally proven. In depth study of JHG on various pathological factors and
individual drug contents of JHG should follow.

Key words : Jauijeonhotang, BALF, asthma.
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5 frAxZ &4

2] BALF AZE 5x105 AE42 24
L 4CdA WY &3 A (immunofluorescence
staining) & A1tk 22t anti-CD3e-PE,
anti-B220-PE, anti-IgE-FITC anti-CCR3-P
E, anti-CD69-FITC, anti-CD45-FIT, anti-CD

BALF-total cells(x10 ’ cells)

22 FITCL L—]_J‘ 30 Z_]_' OEJ Doﬂlﬂ H]_o ]731;]_ Normal 1 Control CsA JHG 400 JHG 200
1S 5 33 o] A A ATE A Fig. 1. Effect of JHG extract on total cell
3 flow cytometer?] Cell Quest =133 9] in BALF of murine OVA-induced mice

£-3le] CD3+/CD69+, CCR3+, B220+/CD22 C57BL/6 mice were injected, inhaled and

+, B220+/IgE+, B220+/CD45+ AEZFE Wl sprayed with OVA for 12 weeks (3 times a
BE ()2 A3 & ZAESE Z &l 7t week for 8 weeks) for asthma induction.
zAd e Al MAES (absolute number)E Two experimental groups were treated with
a0 74= different concentrations of JHG (400, 200
mg/kg) extract and Cyclosporin A (20
6) FAA mg/kg) for the later 8 weeks. Values
2 A 92 A3dE ANOVA (JAVA, represent the means + S.E. +++: P<0.001,
Bonferroni Ver 1.1)& #2138l pzks T3t compared with normal group. #xx: P<0.001,
o ZF x2S AT vaska, AT o #x: P<0.01, compared with control group.
Za-3 vl ko] p<0.05 & w Aol dE A
o fAFA 2. BALF Wl ®19 Ao mA= 9

1) CD3+/CD69+ A 3o v xi= 3
I g i AaFato] 0.20 £ 0.1 (x103)2 et whd,
N ) i zte] 23.50 £ 1.6 (x103)&E Yeh} A
L BALF Wl & Azl v 92 | Wlshel o4 Sl (+ 4+ P<O00D) 27}
AAFae 0.82 + 0.26 (x105), x2T& 6.15 Z yepdleh CsA Fo& 7.80 £ 0.1 (x103)
+ 0.27 (x105)= vEh gldtol] Hlake] iz 2 Yehg diZzal Blste] oA A (e
ol 94 A (+++: P<0.001) =78+ P<0.001) #2438t em, JHG 400 mg/kg ¥
t} CsA FoJit2 3.09 + 0.18 (x105)& e} -, JHG 200 mg/kg Foft& 2H2F 7.70 £ 1.7
e djzakel Hlste] froj A Al Gt PO.001) (x103), 11.7 + 2.1 (x103)2 WE} dxFol
7228193, JHG 400 mg/kg, JHG 200 mg/kg Hgle] E5 oA A (xxx P<0.001, #x:
Folie 27k 2.80 + 0.73 (x105), 4.54 + 0.8 P<0.01) #A3H3ithFig. 2).
(x105)% YEhY, 400 mg/kg FoldtollA oz -
ol HlEkel FoA i (¢ P<0.01) Has
e 2 th(Fig. 1).
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Fig. 2. Effect of JHG extract on
CD3+/CD69+ absolute cell number in BALF
of murine OVA-induced mice C57BL/6 mice
were injected, inhaled and sprayed with OVA
for 12 weeks (3 times a week for 8 weeks)
for asthma induction. Two experimental
groups  were different
concentrations of JHG (400, 200 mg/kg)
extract and Cyclosporin A (20 mg/kg) for the

treated  with

later 8 weeks. At the end of the experiment,
the mice BALF were
CD3+/CD69+ cells for analyzed by flow
cytometer. The results are expressed the

removed and

mean * S.E. Values represent the means *
S.E. +++: P<0.001 compared with normal
group. *¥x: P<0.001, =**: P<0.01 compared

with control group.

2) CCR3+ Ao wx&= 3

A4 0.50 £ 0.0 (x103), W&o 32.10
T 4.1 (x103)= vFeR} A7dtel vlste] iz
A o)A gl (+++: P<0.001) =72 g
Witk CsA o€ 9.90 + 2.5 (x103)& e}
otz vlste] frejAd dAl (e P<0.01)
a9 om, JHG 400 mg/kg, JHG 200
mg/kg T 247 7.3 + 1.4 (x103), 12.9
+ 5.1 x103)Z YERY diZato] Hste RF
FroA A (e P<O.0L, = P<0.05) ZFAssd
t}(Fig. 3).

CCR3+ absolute No.(x10 )

Norma 1 Control CsA JHG 400 JHG 200

Fig. 3. Effect of JHG extract on CCR3+
absolute cell number in BALF of murine
OVA-induced mice C57BL/6 mice were

injected, inhaled and sprayed with OVA for
12 weeks (3 times a week for 8 weeks) for
asthma induction. Two experimental groups
were treated with different concentrations of
JHG (400, 200 mg/kg)
Cyclosporin A (20 mg/kg) for the later 8
weeks. At the end of the experiment, the

mice BALF were removed and CCR3+ cells

extract and

for analyzed by flow cytometer. The results
are expressed the mean * S.E. Values
represent the means * S.E. +++: P<0.001
compared with normal group. **: P<0.01, =:
P<0.05 compared with control group.
3) B220+/CD22+ A 3ol w| A= J g
A2 0.60 £ 0.0 (x103), =2 23.30
* 3.1 (x103)= Yehu Gt nlste] dzd
ol Al 94 & (+++: P<0.001) F7HE Y
Ebdlh. CsA T2 6.10 £ 2.1 (x103)& 1}
Epup thztoll mlske] freld UAl (e P<0.01)
ZAxstglon, JHG 400 mg/kg, JHG 200
mg/kg Fo& 7247 3.5 £ 2.1 (x103), 7.9 +
0.0 (x103)& Yep} hzatel Hlste] EFoll A
oA QA (xx: P<0.01) 7438t THFig. 4).

B220+/CD22+ absolute No.(x10 ")

Normal Control CsA JHG 400 JHG 200

Fig. 4. Effect of JHG extract on
B220+ /CD22+ absolute cell number in BALF
of murine OVA-induced mice C57BL/6 mice
were injected, inhaled and sprayed with OVA
for 12 weeks (3 times a week for 8 weeks)
for asthma induction. Two experimental
groups were treated with  different
concentrations of JHG (400, 200 mg/kg)



142 KEXER BEBEWRN WXE $178 B2%

extract and Cyclosporin A (20 mg/kg) for the
later 8 weeks. At the end of the experiment,
the mice BALF were removed and
B220+/CD22+ cells for analyzed by flow
cytometer. The results are expressed the
mean * S.E. Values represent the means =+
S.E. +++:

group. k!

P<0.001 compared with normal
P<0.01 compared with control

group.

4) B220+ /IgE+ Aol &= 38
Aaae 0.10 £ 0.0 (x103), x+& 9.50
+ 1.0 x103)2 YR g2gtel vlste] gz
oM FoA %= (+++: P<0.001) F7HE e

Witk CsA o947 1.10 £ 0.7 (x103)& thx

o Hlsle] fo] A YA (exx: P<0.001) 743}

%Atk JHG 400 mg/kg Fol+t, JHG 200 mg/kg

Folie 247k 1.1 + 0.1 (x103), 2.9 = 0.7

(x103)% e} tizdto] Hlgte] % oA

DA (xxx: P<O.001) ZHA3FA HFig. 5).

r_;_l >

B220+/IgE+ absolute No.(x10 )

Normal Control CsA JHG 400 JHG 200

Fig. 5. Effect of JHG extract on B220+/IgE+
absolute cell number in BALF of murine
OVA-induced mice C57BL/6 mice were
injected, inhaled and sprayed with OVA for 12
weeks (3 times a week for 8 weeks) for
asthma induction. Two experimental groups
were treated with different concentrations of
JHG (400, 200 mg/kg) extract and Cyclosporin
A (20 mg/kg) for the later 8 weeks. At the end
of the experiment, the mice BALF were
removed and B220+/IgE+ cells for analyzed

by flow cytometer. The results are expressed

the mean *+ S.E. Values represent the means +
SE. +++:
group. *#%. P<0.001 compared with control

P<0.001 compared with normal
group.

5) B220+/CD45+ AXol] n|x]&= o 3F
Ao 0.4 + 0.1 (x103), &S 16.9 +
2.6 (x103)Z Yep} g2dtel vt diztol
A oA e (+++: P<0.001) S7HS Ve
th CsA Fo]& 3.2 + 0.7 (x103)& thZol
Hshe] G004 QA (+x: P<0.01) 7rAshelon,
JHG 400 mg/kg, JHG 200 mg/kg TS 2t
7} 3.7 £ 1.4 (x103), 6.1 + 3.1 (x103)= 1}&}
voodizate] wske] RE foAd Al (e
P<0.01, * P<0.05) #4383 thFig. 6).

25

B220+/CD45+ absolute No(x10 )

Normal Control CsA JHG 400 JHG 200

Fig. 6. Effect of JHG extract on
B220+/CD45+ absolute cell number in BALF
of murine OVA-induced mice C57BL/6 mice
were injected, inhaled and sprayed with OVA
for 12 weeks (3 times a week for 8 weeks)
for asthma induction. Two experimental
groups  were different
concentrations of JHG (400, 200 mg/kg)
extract and Cyclosporin A (20 mg/kg) for the

treated  with

later 8 weeks. At the end of the experiment,
the mice BALF were removed and
B220+/CD45+ cells for analyzed by flow
cytometer. The results are expressed the
mean * S.E. Values represent the means =
S.E. +++: P<0.001 compared with normal
group. *x: P<0.01, =: P<0.05 compared with

control group.
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