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Waldenstrom macroglobulinemia disguised as multiple
myeloma with first manifestations of bone pain,
hypercalcemia and anemia: A case report and
literature review

LIANG Lu', ZHANG Jiangbo”, HUA Luoming’, ZHOU Huan’, TAN Yanli’, XUE Hua*

(1. Department of Emergency, Affiliated Hospital of Hebei University, Baoding Hebei 071000; 2. Department of Hematology, Affiliated Hospital
of Hebei University, Baoding Hebei 071000; 3. Department of Radiography, Affiliated Hospital of Hebei University, Baoding Hebei 071000;
4. Department of Pathology, Affiliated Hospital of Hebei University, Baoding Hebei 071000, China)

Abstract Waldenstrém macroglobulinemia/lymphoplasmacytic lymphoma (WM/LPL) combined with bone involvement,
bone pain, and bone destruction is very rare, so the summary of clinical and imaging manifestations can enable
precise treatment of patients. We retrospectively analyzed the diagnosis and treatment of one case of WM/LPL
with osteolytic lesions in our department, and then reviewed the relevant literatures. Results showed that the

patient was an elderly male with bone pain, hypercalcemia, and anemia as the first manifestations at the onset,
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accompanied by immunoglobulin M (IgM)-type M protein. Imaging showed multiple osteolytic bone destruction.

Pathology and immunohistochemistry results of vertebral body and bone marrow showed the patient with CD5”

CD10" small B-cell lymphoma. Combined with molecular biology results, this patient was diagnosed as WM/

LPL. After treatment with CD20 monoclonal antibody-based regimen and bendamustine, the patient’s symptoms

improved significantly. WM/LPL with osteolytic lesions is easily confused with IgM-type multiple myeloma
(MM), and its diagnosis can depend on CD20 expression, [gH/CCND1 and MYD88 mutation.
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Figure 1 X-ray shows osteolytic lesions of the skull and right rib (A, B) and osteoporosis of the vertebral body, ribs and pelvis (C);

CT scan shows diffuse osteolytic lesions in the lumbar spine and sternum (D, E) and L, and L, vertebral compression fractures (F)
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Figure 2 HE staining shows diffuse plasma-like lymphocytes and a small amount of plasma cell infiltration in the vertebral body

(A: x 100, x 400); Inmunohistochemistry staining shows that CD20 (B: X 100, X 400) and CD138 (C: X 100, X 400) are highly

expressed
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