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Curative effectiveness and prognosis of bortezomib, cyclophosphamide and dexamethasone (BCD) regimen in the
treatment of newly diagnosed multiple myeloma GONG Hui, CHEN Jiao, DU Fang, KANG Chun-xiang'. Shenzhen
Luohu District Peoples Hospital, Shenzhen 518001 , China

Abstract Objective: To investigate the cytogenetic abnormalities of patients with newly diagnosed multiple myeloma
(MM) and the clinical efficacy of bortezomib combined with cyclophosphamide and dexamethasone ( BCD regimen). Meth-
ods: The clinical data of 48 patients with newly diagnosed MM admitted to our hospital were collected. The patients bone
marrow cells were cultured by R-banding technique for karyotype analysis, and DNA sequence probes were used for gene a-
nalysis (1q21 amplification, 13ql4, p53 deletion, IGH rearrangement). All patients received BCD chemotherapy and the
therapeutic efficacy was investigated at cycle 2, 4 and 6. Moreover, the therapeutic efficacy and long-term survival data were
analyzed among the patients with different types of cytogenetic abnormalities. Results: Among 48 patients with MM, there
were 29 cases (60.42% ) of abnormal karyotype, 18 cases (37.5% ) of abnormal 13ql4, 20 cases (41.67% ) of abnormal
1q21 amplification, 17 cases (35.42% ) of abnormal IgH rearrangement. Most of the patients started to be effective after 2
courses of treatment, and the curative effectiveness was obvious with the course of treatment. After 6 courses of treatment, 21
cases obtained complete remission (CR) (43.75% , 21/48) , and the total effective rate was 81.25% (39/48). The CR in
normal karyotype patients was 84.21% , and the total effective rate (ORR) was 89.47%. As compared with normal con-
trols, the CR and total effective rate in patients with abnormality karyotype, 13ql4, P53 deletion, 121 amplification, IgH
rearrangement were significantly reduced as compared with those with normal karyotype (P <0.05). The adverse reactions in
the treatment process were tolerable. Conclusion: The cytogentic abnormalities can influence the efficacy and prognosis of
newly diagnosed MM patients treated with BCD regimen. The detection of cytogenetic abnormalities has a certain reference
value for the treatment of primary MM.
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