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Abstract

Objectives and methods : The aim of this study was to investigate the effect of AHCR(ASARI HERBA
CUM RADICE) herbal acupuncture at St36 on ovalbumin-induced asthma in mice. C57BL/6 mice were
sersitized and challenged with OVA(ovalbumin) for 12 weeks(once a week). Two experimental groups were
treated with different concentrations(1%, 0.1%) of AHCR-HAS at Chok-samni (5t36) for the later 8 weeks
(3times/ week).

Results

1

Lung weight of the mice group treated with AHCR-HA decreased significantly compared with that
of control group.

- Total Leukocytes in BALF of the mice group treated wtih AHCRHA decreased significantly

compared with those of control group.

- The number of Eosinophils in BALF of the mice group treated wtth AHCR-HA decreased

significantly compared with that of control group.

- The number of Gr-1"/CDI1b’, CCR3’, CD4", CD3e"/CD69", IgE'/B220" cells in the lungs of the

mice group treated with AHCR-HA decreased significantly compared with that of control group.

. The number of CD8+ cells in the lungs of the mice group treated with AHCR-HA didn't show

significant difference compared with that of control group.

. The concentration of IgE, IL-13, JL4 in serum of the mice group treated with AHCR-HA decreased

significantly compared with that of control group.

Conclusion
We conclude that AHCR-HA is effective on OVA-induced asthma in C57BL/6 mouse.
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1. in vitro screening

1) FACS analysis
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Fig. 1. Effect of AHCR-HAS on granulocytes
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C57BLA mice were injected with OVA for 6weeks
(L.p:3times, I.t: Stimes). The mice lungs were
taken out, chopped and disposed with
collagenase. Fosinophils were activated by
rIL-3/rIL-5. The lung cells were treated with
AHCR-HAS(1%) and incubated for 48hr at 377,
and analyzed by flow cytometer.

WT : Normal C57B1/6 mice.

OVA-Control : OVA-induced asthma lung cells.
OVA-AHCR-HAS (1%) : OVA inhalation and

AHCR-HAS (1%).
OVA-rIL-10 : Positive control.
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Fig. 14. Effect of MF-HAS on Gr-1/CD11b" cell
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tic mouse lung.

Fig. 16. Effect of AHCR-HAS on CD4 and CD8
cell number in OVA-induced asthma-
tic mouse lung.
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Fig. 17. Effect of AHCR-HAS on CD3e"/CDG9"
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tic mouse lung.
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