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[Abstract] Objective
um tuberculosis(MTb) and to conduct the expression purification and enzymologic study. Methods
amplified from MTb H37Rv genomic DNA as the template by PCR and then the recombinant plasmid pET-28a-Sir2

was constructed. The expression protein was induced in E. coli BL2(DE3) and purified by Ni*" -NTA afinity chroma-

To construct the deacetylase protein Sir2 prokaryotic expression vector of Mycobacteri-

Sir2 gene was

tography. Finally the optimal reaction temperature and pH value of Sir2.and influence of pyrazinamide(PZA) on en-
zyme activity were detected by the acetylation enzyme test. Results Sir2 prokaryotic expression vector was success-
fully constructed and could be highly expressed in E. Coli BL21(DE3). Then the purified Sir protein was conducted
the NAD™ dependent deacetylation activity research. The obtained optimal pH was 9. 0 and the optimal reaction tem-
perature was 25 ‘C. PZA had the inhibition effect to the Sir2 enzymatic activity under weakly acidic environment, but
without the inhibiting effect under the basic pH environment. Conclusion The highly purified protein is obtained by
using themolecular cloning technique, the optimal pH and optimal reaction temperature are also obtained, PZA has the
inhibiting effect on it, which provides certain foundation for researching the antibacterial mechanism of ant-tubercu-
lous drug PZA.
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