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[ Abstract |

currently incurable. Standardized diagnosis and treatment is of great significance toprolong the survival and

Multiple myeloma (MM) is the second most common hematological malignancy,and it is

improving the quality of life of patients with MM. Due to differences in regional economy,disease source struc-
ture,and diagnosis and treatment level,it is necessary to develop a matching clinical pathway for diagnosis and
treatment. In order to improve the diagnosis and treatment level of MM in Chongqing,referring to the diagno-
sis and treatment guidelines and expert consensus for MM at home and abroad,and combining with the actual

situation in Chongqing,the clinical pathway for the diagnosis and treatment of MM in Chongqing has been de-

veloped. so as to furtherimprove the diagnosis and treatment level of MM in Chongqing area.
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3.1 #¥% MM #5857
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