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Treatment of multiple myeloma with VSMCD regimen

XIA Shun-zhong, U Li-ke, LIU Li-jian, SHI Xi-kai, ZHANG Yong (Department of Hematolagy, Southwest Hospitab Third Military

Medical University, Chongqing 400038, China)

Abstract: Objective To evaluate the clinical effects of vincristine, semustine, melphalan, cyclophospha-
mide, desamethasone (VSMCD) regimen for the treatment of multiple myeloma(MM). Methods Cases were semi-

randomly divided into two groups. The experimental group received VSMCD regimen and the control received im-

proved M2 regimen. The curative effects were observed after four treatment courses. Results The effective rates of

the experimental group and the control group were 91.66 % and 58.33%4, respectively. There was significant differ-

ence between the two groups (P<Z0.01). The clinical curative effect indexes of the patients of the experimental group

changed more significantly than those of the cntwol group (P<0.05). No significant difference in side effects was
found between the two groups except the decreases in WBC (P<Z0.01) and acute mucositis (P<< 0. 05). No renal
function damage, permanent hemopoietic stem cellular defection and treatment-related death were found in the experi-

mental group. Conclusion Treatment of multiple myeloma with the VSMCD regimen is characterized by short treat-

ment course, high curative effect and transient side effects.
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