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Clinical research of hydroxycamptothecin combine with the scheme of MP in the treatment of multiple myeloma
CHEN Yong-ping s FANG Wei. ZHANG Bang-shuos el al.
(Chongqing Three Gorges Central Hospital, Wanzhou, Chongqing 404000, China)

Abstract:Objective To observe the therapeutic effect and adverse events of hydroxycamptothecin combined with the scheme of
MP to multiple myeloma (MM). Methods
sone of 60 mg/d for a week by mouth. A team of HMP: The main therapeutic schedules were patients received hydroxycamptothecin
5mg/d for 7—10 days.meanwhile the scheme of MP was applied. Results The team of HMP:8 patients were CR ,6 patients nCR,
4 patients PR,and 2 patient was MR. The overall response rate (ORR=CR~+nCR-+PR-+MR) was 100%. It was safety to treat in
the patients with renal impairment, and probable had the effect with bone remodeling. The team of traditional therapy:2 patients

were CR, 2 patients nCR, 10 patients PR,6 patients MR,and 12 patients NR. ORR was 62. 5%. The renal injury did not recover af-

A team of traditional therapy of MP: patients take I.-Sarcolysinum of 48mg and predni-

ter the therapy. Bone pain improved in varying degrees but the bone remodeling was not seen by X-ray. The main drug related toxic-
ities of the two groups were myelosuppression,influsion and nausea The incidence rates of adverse effect were similar( P=>0. 05).
The changes of B; microglobulin, multiple myeloma cells.lactate dehydrogenase (LDH) and hemoglobin after the different therapies
had a statistics difference between the two teams( P<C0. 05). So did the content of IL-6 and TNF in serum. Conclusion Hydroxy-
camptothecin combined with the scheme of MP to treat multiple myeloma is more effective than the traditional therapy,and the inci-
dence rates of adverse effect were similar.
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