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Fig. 1 TMEMYB obviously activates NF-kB in the screen

of genes involved in NF-kB pathway
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Table 1 Bioinformatics analysis of TMEM9B

Genename RefSeqID Map

Theoretical pI/M

Expression profile Signal IP TMHMM

TMEM9B NM020644.1 11p15.3

8.35/22531.31

Immunocyte, placenta 33aa 2
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Fig. 2 TMEMO9B activated NF-kB signaling pathway

in dose-dependent manner
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Fig. 6 Overexpression of TMEM9B could induce apoptosis in HEK293T and HeLa cell lines
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Cell-based Screening and Validation of Human Novel Gene
TMEMO9B Activated Nuclear Factor kB Signaling Pathway”
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Abstract

NF-kB-mediated cell signal transduction pathway in apoptosis is a hot topic at home and abroad. In order to

Nuclear factor kB (NF-kB) is an important cellular transcription factor. The important role of

discover new regulators in NF-kB signaling pathway, a high-throughput cell-based screening model based on dual
luciferase reporters system was established, a number of genes that can activate NF-kB signal pathway were
obtained by screening of 439 novel function genes. Among them, TMEMO9B can obviously activate NF-xB
signaling pathway. Further experiments showed that TMEMY9B activated NF-«B signaling pathway in a
dose-dependent pattern. Western blotting and EMSA experiments confirmed that TMEM9B can promote the
degradation of IkBa (a cytoplasm inhibitor of NF-kB), and cause NF-kB shift from the cytoplasm to nucleus. At
the same time, flow cytometry result demonstrated TMEMO9B can induce apoptosis in HEK293T and HeLa cells. In
short, a stable and effective screening system for NF-kB has been established, through which TMEMO9B was

identified to be able to significantly activate NF-«kB signal transduction pathway and thus cause cells apoptosis.
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