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Abstract Objective: To investigate the efficacy and safety of the FCR regimen (fludarabine, cyclophospha-
mide and rituximab) with dose reduction of rituximab(375 mg/m*fixed dosage) in treatment-naive patients with
chronic lymphocytic leukemia(CLL). Methods: The clinical data of 35 CLL patients treated with frontline ritux-
imab-reduced FCR regimen in our hospital from September 2009 to June 2021 were collected and analyzed. Re-
sults: The median age before treatment initiation was 58(42-75) years in 35 patients, with 25 males and 10 fe-
males. The median treatment course was 6 (2-6). The overall response rate was 91.4% (32/35), 15 cases
(42.9%) achieved complete response, 3 cases(8.6%) achieved complete response with incomplete marrow recov-
ery, 14 cases(40.0%) achieved partial response, 2 cases(5.7%) were in stable disease and 1 case(2.9%) had
progressive disease. The bone marrow measurable residual disease(MRD) was detected in 20 patients, of which
14 cases(70.0%) achieved MRD negative (MRD<C0.01%). The median follow-up time was 60.7 (6. 6-153. 4)
months, the median progression-free survival was 61. 7(95%CI 57. 7-106. 9) months, and median overall survival
was not reached. Cox regression analysis showed that serum f2-microglobulin™3. 5 mg/L and TP53 abnormalities
before treatment initiation were independent prognostic factors of progression-free survival (P <C0. 05). No inde-
pendent prognostic factors of overall survival were identified, but IgA deficiency was significantly correlated with
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shorter overall survival in univariate analysis(P<C0. 05). Patients achieved bone marrow MRD negative post-treat-

ment had a significant prolongation in progression-free survival(not reached vs 35. 6 months, P =0.016). Seven

cases(20. 0%) experienced =>grade 3 infection post-treatment and 15 cases(42. 9% ) experienced —>grade 3 hema-

tologic adverse events. All adverse events were resolved and recovered other than 1 case of grade 5 adverse events.

Conclusion: FCR regimen with does reduction of rituximab results in a high response rate and undetectable MRD

rate with good long-term survival, and toxicities are acceptable, as frontline treatment for young CLL patients.

Serum B2-microglobulin™3. 5 mg/L and TP53 abnormalities before treatment initiation are independent prognostic

factors of progression-free survival, and IgA level before treatment may have an impact on overall survival. To a-

chieve bone marrow MRD negative post-treatment results in prolongation of progression-free survival.
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