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Expression of Activator Protein-1 Family JunB, c-Jun, c-Maf, c-Fos in Multiple Myeloma
YAN Fa-hong,QIU Zhi-yuan,LI Qian-peng,ZHANG Xiao-ting,LIU Yang, WANG Bao-hong
(Department of Hematology,the First Affiliated Hospital of Weifang Medical University/Weifang People’s Hospital,
Weifang,261041,Shandong,China)
Abstract: Objective To evaluate the expression levels of activator protein-1 (AP-1) transcription factor member JunB, c-Jun, c-Maf and c-Fos in
newly diagnosed multiple myeloma (MM).Methods A total of 26 newly diagnosed MM patients admitted to our hospital from November 2019 to
December 2020 were selected as the MM group, and 14 patients with no malignant cells in bone marrow during the same period were selected as the
control group. The expression levels of JunB, c-Jun, c-Maf and c-Fos mRNA in bone marrow of the two groups were detected by real -time
fluorescence quantitative PCR (RT-PCR), and the differences were compared.Results The JunB mRNA expression level in the MM group was higher
than that in the control group [(0.0845+0.0416) vs (0.0538+0.0181)], and the difference was statistically significant (P<0.05). The expression level of
¢-Jun mRNA in the MM group was higher than that in the control group [(0.0018+0.0011) vs (0.0005+0.0012)], and the difference was statistically
significant (P<0.05). There was no significant difference in the expression levels of c-Maf mRNA and c-Fos mRNA between the two groups (P>0.05).
Conclusion The expression of JunB and c-Jun is up-regulated in patients with multiple myeloma, which may play a role in its pathogenesis, and is
expected to become a new therapeutic target.
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