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Abstract In order to explore the salvage treatment regimen of relapsed/refractory primary central nervous
system lymphoma(R/R PCNSL), and provide a reference for improving the survival prognosis of such patients,
the clinical pathological data and diagnosis and treatment of a patient with R/R PCNSL were reviewed. A 44-year-
old female patient was definitely diagnosed with primary diffuse large B-cell lymphoma of the central nervous sys-
tem of non-germinal center B cell like in another hospital. After multiple lines of treatment, the disease failed to
alleviate effectively and presented with multidrug resistance. The salvage therapy was administrated with selinexor
combined with PD-1 monoclonal antibody, and undetermined complete remission was achieved after 3 cycles thera-

py. Finally, the patient received a total of 6 cycles of this regimen and achieved progression-free survival for more
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than 6 months.
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