Investigation of Multiple Myeloma transformation into Secondary Plasma Cell Leukemia under severe
viral infection
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Background

Multiple myeloma (MM) is a plasma cell neoplasm that causes clonal plasma cell

Clinical changes before and after infection for n =5 transformed patient samples

proliferation within the bone marrow. Patients with multiple myeloma are at risk for severe CRP levels Hemoglobin levels
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« Reveal the difference between pPCL and sPCL transformation. ; — : :
Flow cytometry I.: showing the change in immunophenotypic expression before and

after infection for (n =5) transformed patient samples
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II. N =17 non-infected PCL samples in total, 9 of which are pPCL samples; The remaining
6 are sPCL samples:
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and WBC was collected & compared before and after the infection for the 5 infected sPCL
patient samples (shown above in the sample table).
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Kaluza 2.1.1 software, to analysis Flow cytometric data. R o ai2Ams 31gH  1pamp del1ois t1ads) 20 cos1 co117
I 1t I I " " deletion
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Western blot techniques were used on 14 samples, including the samples of the 5 infected Findings
patients exhibited the MM-to-sPCL transformation, to measure for the NF-kB signaling J
pathway activation. _ _ _ — — —
« The CD56 marker expression declined following the viral infection in our five infected

Tested proteins: patient samples. We measured this as the main immunophenotypic change during the
. RelA | transformation. The absence of this marker might have facilitated the dissemination of
. RelB — Key components of the NF-kB signaling plasma cells into the circulation.
. TNER?2 pathway  The five-case post-infected group exhibited higher levels of CD44 marker expression when
. MMP9 we compared them to the newly diagnosed MM control group (9 cases). CD44 is a marker

for cancer stem cells and plays a role in the development of metastasis.

« Overall, the level of the CD56 marker in sSPCL cases (6 + 5 infected cases) is much lower
when compared to pPCL cases (9 cases). Also, the t(4;14) mutation is four times more
common in SPCL case samples. This suggests that the transformation of sPCL is indeed
different from that of pPCL.

« Lastly, our discovery suggests that a severe viral infection (e.g., COVID) could be a new
potential risk factor for high-risk MM-to-sPCL transformation.




