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MTA( minera trioxide aggregate) is a root end filling material. Clinically it existed
long setting time and expansive. Our |aboratory has developed anovel MTA last year,
and its physical and chemical properties has discussed. The purpose of the present
study was to evaluate this novel material its biocompatibility in vitro. Materia and
method: In present study, the MTT assay was to evaluate the L929 and U20S cell
viability. The DNA fragmentation assay was to evaluate the genotoxicity of material
contact with cells. The RT-PCR assay was to detect the COX-2 expression and other
interleukins. The western blot assay was to detect the MAPK kinase expression.
Results: the present result showed that this novel materia existed celular
biocompatibility accomplained with the ERK kinase expression. The DNA breakage
of treated cells did not exist. The COX-2 expression were shown in all groups.
Conclusion : This novel material is biocompatibility with cells. The further study
should be focus on the in vivo test and clinical test.

keywords: MTA, cytotoxicity, genotoxicity, inflammatory protein, western blot
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Figure 1. Thenovel MTA absorbance ratio measured at different time period.
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Figure2. Thenovel MTA treated L929 cell’sMTT assay.
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Figure3. Thenovel MTA treated U20S cell’sMTT assay.
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Figure4. The SEM of L929 (A) and U20S (B) attached on novel MTA.




Figure 5. The DNA fragmentation assay of different concentrations of novel
MTA.
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Figure6. The COX-2expression of novel MTA treated on U20S cell by
RT —PCR assay.
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Figure 7. The ERK kinase expression of U20S cell by western blot assay.
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