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(N N Objective

encoding Mce3R protein by bioinformatics method.

To analyze the structure and function of Mycobacterium tuberculosis Rv1963c gene and its
Methods The basic information of Rv1963c gene and Mce3R
protein was obtained from NCBI website. The physicochemical properties and hydrophilicity of Mce3R protein were
predicted by Protparam and ProtScale. SignalP4. 1 Server, TMHMM ServerV. 2. 0 and NetPhos3. 1 software were used to
predict the signal peptide, transmembrane structure and phosphorylation site of Mce3R protein. SOPMA was used to
predict the secondary structure of Mce3R protein, and SWISS MODEL was used to construct the tertiary structure
MODEL of Mce3R protein. The B and T cell epitopes of Mce3R protein were predicted by IEDB and SYFPEITHI,
respectively. The interacting proteins of Mce3R were predicted using STRING database.  Results The total length of
Rv1963c gene was 1 221 bp,and the number of amino acids encoding Mce3R protein was 406,and the molecular formula
was Cigs Hypr7 Nag; Os1 S; . The hydrophilic coefficient was —0. 132, which was predicted to be hydrophilic protein. Mce3R
contains phosphorylation sites and epitopes. Conclusion The Mce3R protein contains a conserved domain identified by
bioinformatics methods, which is closely related to the development of drug resistance in Mycobacterium tuberculosis ,

providing a new direction for the selection of anti-tuberculosis drug targets. It is predicted that Mce3R protein contains a

large number of epitopes and may be a candidate protein for tuberculosis vaccine.
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Fig. 3 Prediction of secondary and tertiary structure of Mce3R protein
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