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ABSTRACT

The Effect of Cyclophosphamide and Prednisone as a

First=line Treatment for Multiple Myeloma

Lim Hyun Jong
Advisor : Park Chi Young M.D. Ph.D
Department of Medicine,

Graduate School of Chosun University

(Background) Although melphalan-based regimens are associated with numerous
complications, it is usually used as front-line treatment for patients who are not
indicated of autologous hematopoietic stem cell transplantation. However,
another alkylating agent, cyclophosphamide, has less reports of complications.
Therefore, cyclophosphamide—based regimens are usually used as a salvage
therapy in patients with refractory or relapsed multiple myeloma. The purpose of
this study was to evaluate the efficacy and tolerability of cyclophosphamide and

prednisone (CP) as a first-line therapy for multiple myeloma (MM).

(Method) From January 2001 to March 2010, We are retrospectively analysis of
28 patients with newly multiple myeloma who received a treatment regimen that
consisted of intravenous cyclophosphamide 1000mg/kg for 1 day and prednisone

100mg for 4 days.



(Result) The median progression—free survival (PFS) was 41.5 weeks. The

median overall survival(OS) was 115 weeks. This combination was well tolerated.

Above the grade |l side effect; reduced total neutrophil count was 32.1%,

reduced absolute neutrophil count (ANC) was 35.7%, reduced hemoglobin (Hb)
was 57.1%, reduced platelet was 14.2% and reduced AST was 3.6%. No one

developed MDS.

(Conclusion) This Combination may represent effective and well-tolerated first

therapy for MM.

Key word : Multiple Myeloma, Cyclophosphamide, Prednisone
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Table 1. Clinical Characteristics of patients (n=34)

Characteristics N %
Sex

Male 15 53.6

Female 13 46.4
Age (years)

< 60 8 28.6

> 60 20 71.4
Performance scale

2 9 32.1

3 15 53.6

4 4 14.3
Stage

I 6 21.4

I 9 32.2

[l 13 46.4
B2-microglobin (mg/L)

< 8.5 7 25

35 ~55 11 39.3

> 55 10 35.7
Protein type

oG 23 82.2

IgA 4 14.3

IgM 1 3.5

gD 0 0
Free light chain

Kappa 20 71.4

Lambda 8 28.6
Plasma cell percentage

< 10% 4 14.3

> 10% 24 85.7
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Table 2. Cause of change to 2nd-line regimen

Cause N %
B2—microglobin 4 14.3
New bone lesion 4 14.3
Staging 5 17.9
Immunoglobin 4 14.3
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Table 3. Adverse Events

Adverse Events (Grade 3,4) N %
Decreased Total neutrophil counts 9 32.1
Decreased ANC 10 35.7
Decreased Hb 15 53.6
Decreased Platelet 4 14.3
Decreased AST 1 3.6
Decreased ALT 0 0
Decreased Bilirubin 0 0
Decreased Creatine 0 0
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Figure 1. Median overall survival of 28 multiple myeloma patients treated with
Cyclophosphamide—Prednisone combination regimens as a primary therapy was
115 weeks
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Figure 2. Median progression free survival of 28 multiple myeloma patients
treated with Cyclophosphamide—Prednisone combination regimens as a primary
therapy was 41.5 weeks
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