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Interaction between JNK signal pathway activation and BCMA expression collectively promotes the survival of multiple myeloma cells
XU Guang' s BAN Yonghong' . JU Shaoqing® , ZHU Baoli'®
(1. Jiangsu Provincial Center for Disease Control and Prevention , Nanjing,Jiangsu 210028,China;
2. Medical Laboratory Center ,Af filiated Hospital of Nantong University . Nantong, Jiangsu 226001 ,China)
Abstract: Objective To investigate the expression and role of B-cell activating factor (BAFF) and B-cell maturation antigen
(BCMA) in multiple myeloma(MM) cells,expression and activation of JNK signal pathway and to explore the interaction between

The expression of BAFF and its receptor BCMA, TACI and
BAFF-R in peripheral blood mononuclear cells(PBMCs) of MM patients and healthy controls were detected by the quantitative real-

JNK signal pathway activation and BCMA expression. Methods

time fluorescence PCR(QRT-PCR). Western blot was adopted to detect the expression of BCMA protein and the expression and ac-
tivation of signal pathway protein ERK, p-ERK,JNK, p-JNK, p38 and p-p38. MM cell proliferation and survival were measured by
WST-1 assay. Results The expression of BAFF and BCMA in PBMCs of MM patients was significantly higher than that of healthy
controls. Recombinant human BAFF(rhBAFF) promoted the proliferation of MM cells, while Si-BCMA could restrain the prolifera-
tive effect of rhBAFF on MM cells. In addition to the expression of ERK.JNK,p38,p-JNK was also expressed in MM cell lines. Si-
BCMA could down-regulate the expression of p-JNK, while the JNK pathway inhibitor could down-regulate the expression of p-
JNK and BCMA. Conclusion BAFF promotes the proliferation of MM cells via BCMA. The interaction between JNK signal path-
way activation and BCMA expression commonly promotes the proliferation and survival of MM cells.
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ik PR b ERK $Tik Pt p38 Hrik .yt wim 1k p3s
ik bt INK Hifk bt B 1k INK $ifk (£ H Cell Signal
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CAC CGC GGG ACT GAA AAT CT-3', Figal¥ 5'-TGT
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