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SOX11 expression and significance in Mantle cell lymphoma
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Abstract: Objective To study SOX11 expression and significance in mantle cell lymphoma (MCL). Methods SOXI11

expression was detected by immunohistochemistry in 146 non-Hodgkin’s B cell lymphomas. Results Positive expression
rates of SOX11 were 100.0% in 20 MCLs, 16.0% in 25 Burkitt lymphomas, 4.3% in 46 diffuse large B cell lymphomas, 2.8%

in 36 marginal zone lymphomas, and 0% in 19 small lymphocytic lymphomas. SOX11 expression was significantly higher in

MCL than in other B cell lymphomas (P<0.01). Conclusion SOX11 overexpression is an important immunohistochemical

marker for MCL.
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