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The clinical effect of treating indolent lymphoma by fludarabine combined with mitoxantrone and dexamethson

WANG Chen' , XIA Kan-ji' ,WANG Ling*, et al.
(1. Hematology Department, the Third People's Hospital of Chongqing,Chongging 400014, China;

2. Clinic, Center for Disease Control of Sichuan Province, Chengdu 610041, China)
Abstract : Objective  To compare the efficacy and safety of fludarabine-mitoxantrone-dexamethason(FND) with CHOP regimen
(cyclophosphamide doxorubicin,adriamycin, vincristine, prednisone) in the treatment of indolent non-Hodgkin's lymphoma. Methods

Totally 56 patients with identified indolent lymphoma who were admitted in our department from December 2002 to Feburary
2007 were enrolled in this study and then randomized into 2 groups(n=28) ,FND regimen group and CHOP regimen group. FND
regimen: fludarabine 30 mg * m * « d ',iv.day 1 to 3; mitoxantrone,10 mg.,iv,day 1;dexamethason 20 mg,iv.day 1 to 5. The pa-
tients of FND received 6. 7 times of plans on average. CHOP regimen: cyclophosphamide doxorubicin 600 mg * m™ % « d™',iv.day 1;
adriamycin,25 mg * m~? « d7!,iv,day 1;vincristinel. 4 mg * m™? « d”!,iv,day 1;prednisone 50 mg * m % » d”',orally taken,day 1
to 5. These patients received an average of 7.1 times. The chemotheraputic interval was 28 d. End points were remission rates,in-
FND therapy resulted
in superior remission rates with OR accounting for 82. 1% and CR for 53. 6% (57.1% and 32. 1% respectively in CHOP group, P
<20. 01). The rate of progression-free survival (PFS) in 2 years for FND patients was 86. 7% , compared with 66. 7% for CHOP pa-
tients. Both treatments were well tolerated. Conclusion FND regimen is more effective than CHOP in achieving OR and CR for in-

cluding overall response (OR) and complete response (CR) ,failure-free survival (FFS) and toxicity. Results

dolent lymphoma,and favorably improves the outcome.
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