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[Abstract] Objective To study the immunophenotype of plasma cell tumors by flow eytometry, and to assist in
the diagnosis of plasma cell malignant tumors, disease monitoring and prognosis judgment. Methods The 46 plasma
cell neoplasm (PCN) patients in Qujing No. 1 Hospital from May 2014 to December 2020 were selected, including
40 cases of multiple myeloma (MM), 3 cases of primary plasma cell leukemia (PPCL) and 3 cases of Walter's
macroglobulinemia (WM). There were 17 cases of immunoglobulin G (IgG) type, 9 cases of IgA type and 14 cases of
light chain (LC) type. Among the 3 cases of PPCL, 1 case was IgG type, 2 cases were LC type. Three cases of WM were
IgM type. The bone marrow sample (3 mL) was used to detect the immunophenotype of bone marrow by flow cytometry.
The immunophenotype characteristics of MM, PPCL and WM were analyzed. Results Monoclonal plasma cells were
detected in 46 patients (100.0%). The expression of k light chain was restricted in 23 cases (50.0%) and N restricted
in 23 cases (50.0%). In 40 cases of MM, 38 cases (95.0%) expressed CD38, 29 cases (72.5%) expressed CD138,
23 cases (57.5%) expressed CD56, 2 cases (5.0%) partially expressed CD56, 4 cases (10.0%) expressed CD27, 3 cases
(7.5%) expressed CD19, and 2 cases (5.0%) expressed CD117, one patient (2.5%) expressed CD13, CD200, CD54 and
CD61 respectively. Among 3 cases of PPCL, 3 cases (100.0%) expressed CD38, one patient (33.3%) expressed CD138,
CD56 and CD19, all 3 cases were k light chain restricted expression. Three cases all expressed CD38 among 3 cases
of WM, CD19 was expressed in 2 cases (66.7%), one patient (33.3%) expressed CD56 and CD138, CDS5, CD10, CD20
and ¢CD22 were not expressed in 3 cases, k light chain was restricted in 2 cases, and N light chain was restricted in
one case. Conclusion Flow cytometry is effective to identify plasma cell tumors. Immunophenotype analysis of bone
marrow cells is helpful for accurate diagnosis and treatment monitoring of plasma cell tumors.
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