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[ Abstract] Tuberculosis (TB), a chronic infectious disease caused by Mycobacterium tuberculosis (MTB) , is the
outcome of the interaction between polygenes and environmental factors, which has been shown in lots of genetic studies. In
recent years, the research of TB susceptibility genes and their single nucleotide polymorphism (SNP) loci has become a hot
topic, but genes and SNPs exactly associated with TB susceptibility are rarely reported. What’ s more, some susceptibility
genes are different among races, populations and geographical distributions, resulting in inconsistency, or even contrary
conclusions drawn from local studies of different populations or areas. In order to obtain susceptibility genes that are widely
applicable and exactly associated with TB, it is necessary to screen the genes preliminarily in the laboratory animals with
gene diversity, and thereafter, verify those genes in animals or humans. The Collabrative Cross ( CC) mice have the
advantages of diverse and clear genetic background, which can provide a new tool for the research of TB susceptibility. This

review summarizes the advances in the studies of TB susceptibility genes and their SNPs, and looking forward to the
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application of CC mice in these studies and its significance.
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