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The expression of Blimpl mRNA in peripheral blood mononuclear cells of tuberculosis patients”

Zhang Mingzxu ,Chen Wanyan , Xie Xiaohong s Zhang Xiaokang ,Li Fake ,Chen Ming , Deng Shaoli”
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the Third Military Medical University -Chongqing 400042,China)

Abstract: Objective To analyze Blimpl expression difference in the latent and active of tuberculosis patients and the healthy,
and assess possibility of as the new tuberculosis diagnostics molecules. Methods 60 patients with active TB(active tuberculosis
group) ,50 participants with latent(latent tuberculosis group) ,and 50 healthy people(control group) were enrolled separately. Using
fluorescence quantitative polymerase chain reaction were used to determin Blimpl mRNA expression in the peripheral blood mono-
nuclear cells. Results Blimpl mRNA expression level of the active tuberculosis group was 15. 35 times than the control group,and
2. 21 times than the latent tuberculosis group,the difference was statistically significant(P<C0. 05). Conclusion Blimpl gene proba-

bly plays a role in the immune response to tuberculosis. it provides new ideas for the laboratory diagnosis of tuberculosis and new

clues for further exploring the pathogenesis mechanism of tuberculosis.
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