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Expression and Clinical Value of HSP27 in Bortezomib Combined with Other Drugs in the

Treatment of Patients with Multiple Myeloma
Li Jing, Yang Engin, Liuv Qiong, Zhang Xiaomei, Guo Jun, Zhang Jian

( Department of Hematology , Rizhao People's Hospital , Rizhao, Shandong, China  276826)
Abstract: Objective To investigate the expression and clinical value of HSP27 in bortezomib combined with other Drugs in the treat-
ment of patients with multiple myeloma(MM). Methods Totally 50 patients with MM in our hospital were selected and divided into
the treatment group and the control group according to the random number table method,25 cases in each group. The control group was
treated by VAD regimen,while the treatment group was treated by bortezomib combined VAD regimen. The two groups were treated for
3 courses with 28 d as 1 course. Results The total effective rate of the observation group was 84.00% ,which was significantly higher
than 56.00% of the control group( P < 0.05). After 1,2,3 courses of treatment, the expression levels of HSP27 in the two groups
were significantly decreased,and the decrease in the observation group was more significant( P < 0.05). Conclusion Bortezomib com-
bined with VAD chemotherapy regimen is effective in the treatment of MM. There is a certain relationship between the expression level of

HSP27 and the occurrence and progression of MM. It has certain clinical significance in judging the patients’ condition and curative effect.
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