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—{ Abstract }

The protective effects of Moxi-tar on injury induced
by H202 in C6-glioma

Ahn Sung-hun, Koo Sung-tae, Kim Sun~-young, Kim Kyung-sik and Sohn In-cheul

Dept. of Meridian & Acupoint, College of Oriental Medicine, Wonkwang University

Objective : This study was produced to examine the effects of moxibustion that had been played
important role to traditional oriental medical treatment on disease. Recently, it was reported that
moxi-tar which is generated in the process of moxibustion as burmning combustibles decreased NO
and INOS generation in Co6-glioma and RAW 264.7 cells in our lab.

Methods : Co-glioma cells were cultured in RPMI 1640 with FBS 10% in COZ2 incubator. To
study the protective effects of moxi-tar, we observed cell viability, DPPH activity, SOD activity,
catalase activity and cell morphology after injury with HeO».

Results and Conclusions - Moxi-tar increased cell viability about twice as mmuch as that of
being injury by HX: (moxi-tar 40ug/ml, HoO; 500uM). And the results of free radical scavenger
activity(80ug/mé : 78.91+4.4%), SOD activity and catalase activity(80ug/mé © 21.6unit/mg protein) were
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by moxi—tar.

peroxidation of membrane lipids.

increased by moxi— tar as dose-dependent manner. So we concluded that the effects of moxibustion
which is played important role in Oriental medicine, might be free radical scavenger effects induced

Conclusion : These results indicate that tBHP induces apoptosis through a lipid peroxidation-
dependent mechanism and JS exerts the protective effect against the apoptosis by preventing
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Fig. 1. Effects of H:O» on cell viability in C6-glioma Cell were cultured in RPMI 1640 with FBS 10% for

12 hours after initial time of HO» treat
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Fig. 2. The protective effects of moxi—tar on injury induced by H20z. Cell were treated for 12 hours with

Moxi-tar and Hz02
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Fig. 3. The Radical scavenging effects of moxi—tar on Cé-glial cell
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Fig. 4. The effects of moxi~tar on catalase activity in C6-glial
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Fig. 5. The effects of moxi~tar on Superoxide dismutase activity in Cé—glial cell
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Fig. 6. The effects of moxi-tar on flow-cytometric of in C6-glial cell

A) Control
B) H:0; 0.5mM
C) HL; 0.5mM+Moxi—tar 40ug/mé
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Fig. 7. The protective effects of moxi—tar on injury induced by H20.. Cell were treated for 12 hours with

Moaoxi-tar and HxO»
A) Control

B) H:0: 0.5mM
C) Moxi-tar 40ug/ml
D) H0: 05 mM+Moxi-tar 40ug/mé
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