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Application of Bortezomib in the Treatment of Malignant Hematonosis
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ABSTRACT OBIJECTIVE: To summarize the application and development of bortezomib in the treatment of malignant hematono-
sis. METHODS: The structure, property and mechanism of bortezomib, application of it in malignant plasma cell dyscrasias,
non-Hodgkin lymphoma and leukocythemia as well as ADR were all reviewed. RESULTS&CONCLUSIONS: Proteasomes is consid-
ered as a target in malignant hematonosis therapy. Bortezomib shows unique advantage in myeloma therapy and completes some
achievements in leukocythemia and lymphoma therapy, etc. Therapeutic efficacy of bortezomib-based malignant hematonosis thera-
py plan will have been worth the waiting.
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17 25 -3E B 4GE B (Ubiquitin proteasome pathway , UPP)
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