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Inhibition Effect of Zizania latifolia on Apoptosis Induced by H:O: in
Neuro2A Cell

Won Hyung Park, Yun Yeop Cha*

Department of Oriental Rehabilitation Medicine, Collage of Oriental Medicine, Sangji University

The purpose of this study was to examine the inhibition effect of Zizania latifolia that has been used heart disease,
Diabetes Mellitus and Skin disease for a long time on apoptosis induced by H:O: in Neuro2A cell. Neuro2A celis were
cultivated in RPMI(GibcoBRL) with 5% FBS and treated with H-O» and Zizania latifolia. We measured the cell viability
and analyzed DNA fragmentation. Activity of PARP, Cytochrome C, caspase-9, caspase-3, p53, p21, Bax and Bcl-2
in the cell was examined by using western blot. The cell viability in Zizania latifolia treatment (60ug/mi<) decreased
significantly compared with that of none treatment. (P<0.001) Zizania latifolia increased cell viability about twice as much
as that being injury by H:0.. (Zizania Latifolia 20ug/ml, H20, 200uM, P<0.001) DNA fragmentation developed by H:Ox,
but was not developed in Zizania latifolia treatment. PARP, Cytochrome C, caspase-9 and caspase-3 activated all by
P53, P21 and Bax activated by H.O», and Bcl-2 got into
inactivation. But the opposite results appeared in Zizania latifolia treatment. In conclusion, these results suggest that
Zizania latifolia inhibit the development of DNA fragmentation and apoptosis by Hz0, and the antioxidant action of
Zizania [atifolia is effective. More researches about effect of Zizania [atifolia are considered to need.

H.0. but were not activated in Zizania latifolia treatment..
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Fig. 1. Effect of Zizania latifolia on cell viability in Neuro2A cell
were RPMI(GibcoBRL) with 5% FBS for 24 hours after initial
time of Zizania latifolia treatment. * p(0.001 compared with control
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Fig. 2. The protective effects of Zizania latifolia on injury induced

by H:20,. Cell were ireated for 10 hours with Zizania latifolia (5ug/ml, 20ug/mi) and
Ho0s 200uM. * p<0.001 compared with control. # p(0001 compared with H:Oz 200uM

3. HO, & &2 Z&55 AUlo] 938t DNA fragmentation

HO0l 98t MZIAE  &RIsk]  flsld  DNA
fragmentation &S ZAWBIACE HO: 200uME HiFe
DNA fragmentationo] €oixt oLt &8 HIiokd Aelet 8%
£ Sug/ml, 20ug/ml Z}Zt0] AL HF DNA fragmentation &
o] AXFHACHFig. 3).

Hzoz Hzoz
200uM + 200uM +
Con H,O, 200uM 5 ug/ml 20 ug/mi

Fig. 3. Analysis of DNA fragmentation in the Neuro2A cell after
H:0; 200uM, H:O. 200uM and Zizania latifolia Sug/ml, Hz0:
200uM and Zizania latifolia 20ug/ml treatment. DNA fragmentation
increase in HxOp 200uM treatment.

4. HO, U £2 ZEE A7 Qg PARP, Cytochrome C,
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Fig. 4. Western blot analysis of PARP, Cytochrome C, caspase-9
and caspase-3 in the Neuro2A cell after H.0: 200uM, H:0»
200uM and Zizania latifolia 5ug/ml, H,O» 200uM and Zizania
latifolia 20ug/ml treatment. Actin was used as a loading control.
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249
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2DDuM + ZDDuM *
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Fig. 5. Western blot analysis of p53, p21, Bax and Bcl-2 in the
Neuro2A cell after H20» 200uM, H.0» 200uM and Zizania latifolia
5ug/mi, HO, 200uM and Zizania latifolia 20ug/ml treatment. Actin
was used as a loading control.
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