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Abstract: Mantle cell lymphoma (MCL) is a relatively rare B-cell lymphoma,accounted for about
3%~10% of all non-Hodgkin’s lymphoma (NHL). There is no curative treatment,except allogeneic
stem cell transplantation (ASCT) for patients with MCL. However,the majority patient of MCL is
elderly men,and often accompanied with underlying diseases cannot tolerate high-dose chemother-
apy and ASCT. The histological type,staging,risk stratification,prognosis and the treatment selec-
tion for elderly of MCL were analyzed in this article.
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Table 1 Overview of optional therapy choices for elderly patients with relapsed or refractory mantle cell lymphoma

L . Median age Responses
Publication ~ Regimen n (years) & ORR(%) CR(%)
Rummel BR(bendamustine, rituximab) 16 66 75 50
Weide BMR (bendamustine, mitoxantrone, rituximab) 18 66 77 33
Thomas FC(fludarabine,cyclophosphamide) 16 65 75 56
Forstpointner  R-FCM(rituximab,fludarabine,cyclophosphamide,mitoxantrone) 24 65 58 29
Visco R-BAC(rituximab, bendamustine, cytarabine) 20 70 80 70
Iwards Cladribine 24 60 46 21
Fisher Bortezomib 155 65 33 8
Hess Temsirolimus 108 68 22
Habermann  Lenalidomide 15 66 53 20
Weigert R-HAD+B(rituximab, cytarabine,dexamethasone, bortezomib) 8 65 50 25

Note: ORR , overall response rate; CR,complete response rate
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