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An Experimental Study on the effect of Perillae Fractus Herbal-acupuncture at
ST36 ; the Suppressive Effect against OVA-induced Asthma and the Regulatory Effect
on Immune Response

Seung-kyoung Ko + Kwon-eui Hong
Department of Acupunture & Moxibustion, Oriental Medical Hospital, Daejeon University

Abstract

Objectives : The purpose of this study was to confirm the suppressive effect against asthma and immune regulatory effect of Perillac
Fractusher Herbal-acupuncture at Chok-samni (ST36) on ovalbumin-induced asthma in mice.

Methods : C57BL/6 mice were sensitized and challenged with OVA(ovalbumin) for 12 weeks. The mice in the PF-HA group were
treated with PF-HA at ST36 for the later 8 weeks (3 times a week). The mice in the OVA-Needle-Prink (NP) group were treated with single
prick with an injection needle at ST36 for the later 8 weeks (3 times a weeks).

Results : 1. The lung weight of the mice treated with PF-HA at St36 were decreased significantly compared with that of the control group.

2. The total leukocytes and eosinophils in BALF of the group treated with PE-HA were decreased significantly compared with those of the
control group.

3. Eosinophils in BALF and the collagen accumulation in lung of the mice treated with PE-HA were decreased significantly compared
with those of the control group.

4. The concentrations of IgF, IL-4 and IL-5 in BALF, and IL-4, IL-5 and I1-13 in serum of the PF-HA group were decreased significantly
compared with those of the control group.

5. The numbers of CD3-/CCR3+, Gr-1+/CD11b+, CD4+, and CD3e+/CD69+cells in lung of the mice group treated with PE-HA at St36
were decreased significantly compared with those of the control group.

6. The mRNA expressions of TNF-e, IL4, IL-5, IL-13 in lung of the mice group treated with PF-HA at St36 were decreased significantly
compared with those of the control group.

Key words : OVA-induced asthma, PF-HA(Perillae Fractusher Herbal Acupuncture), Joksamni (ST36).
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Fig. 1 OVA-induced asthmatic mouse model
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Fig. 2 Effect of PF-HAS on CD3e-/CCR3+ population
(%) in OVA-induced asthmatic mouse lung.

2. in vivo
1) Lung weight
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Fig. 3 Effect of PF-HA at ST36 on OVA-induced asthmatic
mouse lung weight.

2) Cell count in BALF
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Fig. 4 Effect of PF-HA at ST36 on total leucocytes number in
BALF.
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Fig. 5 Effect of PF-HA at ST36 on Eosinophil population in
BALF.

3) Photomicrographs of Eosinophil in BALF
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Fig. 6 Photomicrographs of BALF cytospins from mice.

4) Histological analysis of lung sections
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Fig. 7 Histological analysis of lung sections from mice.

5) ELISA

@ IgE in BALF
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Fig. 8 Effect of PF-HA at ST36 on IgE level in BALF.

® IL-4in BALF
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Fig. 9 Effect of PF-HA at ST36 on IL-4 level in BALF.

® IL-5in BALF

AF Y #Hojr E23d BALFE IL-5 ELISA kit
(TECAN, Canada)& ©]8-3}¢] #4#718 #52F, control &
NPz A= normalie )&t BALFY IL-57} -f-23}
A(p<0.001, **p<0.01) =713} 2.1, PEHAZ A=
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Fig. 10 Effect of PF-HA at ST36 on IL-5 level in BALF.

@ 1L-41in Serum
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Fig. 11 Effect of PF-HA at ST36 on IL-4 level in serum.
® IL-5in Serum
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Fig. 12 Effect of PF-HA at ST36 on IL-5 level in serum.
® IL-13 in Serum
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Fig. 13 Effect of PF-HA at ST36 on IL-13 [evel in serum.

6) FACS analysis
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Fig. 14 Effect of PF-HA at ST36 on CCR3+ cell number in
OVA-induced asthmatic mouse lung.

@ Gr-1*/CD11b* cell population in lung

AU Gr-13} CD11bY] o|F %A AEXFE 53 2
3}, controlZo| A normalFol] H|3ke] Gr-1*/CD11b+HfE
7t AAEA Z7ketsion, PRFHA T A+ controli-d]
Hlste] @A A Wik o A cHFig.15).
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Fig. 15 Effect of PF-HA at ST36 on Gr-1+/CD11b+ cell
number in OVA-induced asthmatic mouse lung.

@ CD4* cell population in lung

A CD4 ¥ AEFE A A%, CDA T
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(Fig.16).

@ CD3e/CD69* cell population in lung
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Fig. 16 Effect of PF-HA at ST36 on CD4+ and CD8+ cell
number in OVA-induced asthmatic mouse lung.

7) RT-PCR
RT-PCRS o]&3le mE f33 FAEE o7
cytokine £¢] mRNA ZEES FH23 #FE, TNF-¢q IL-4,

IL-5, IL-1359] mRNA #8°| controlo] H]3}o] PF-
HAZ oA @A 3 Jib ot tiFig.18).
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Fig. 18 mRBNA expression of TNF-e, IL-4, IL-5, IL-6 and
IL-13 in the lung.
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Fig. 17 Effect of PF-HA at ST36 on CD3e+/CD69+ cell
number in OVA-induced asthmatic mouse lung.
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