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Efficacy and safety of bortezomib with lenalidomide and dexamethasone in the
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Abstract Objective: To investigate the efficacy and safety of bortezomib with lenalidomide and dexametha-
sone(VRD) in the treatment of newly diagnosed multiple myeloma(NDMM) in the real world. Methods: A retro-
spective analysis of the clinical data of 45 patients with NDMM who received VRD treatment in our hospital from
January 2018 to April 2021. Results; All NDMM patients were treated with the VRD regimen. The median follow-
up time was 21 months. Forty-five patients completed 2 courses of treatment, and the overall remission rate
(ORR) was 88, 9% ; 34 patients completed 4 courses of treatment, and the ORR was 91. 2% ; 19 patients comple-
ted 6 courses of treatment, and the ORR was 100, 0%. The l-year overall survial(OS) rate was 94 % , and the 2-
year OS rate was 75%. The 1-year progression-free survival(PFS) rate was 81%, and the 2-year PFS rate was
73%. Multivariate analysis showed that circulating plasma cells was an independent risk factor affecting PFS and
OS. After VRD treatment, the patients’ creatinine, creatinine clearance rate and g2 microglobulin were significant-
ly improved. The renal function reversal rate after 2 courses of treatment was 73. 9% (17/23). Safety analysis
showed that the most common adverse events were anemia(33. 3% ), thrombocytopenia(28. 9%) and peripheral
neuropathy(22. 2%). Five patients(11. 1%) changed medications for intolerance of peripheral neurotoxicity, and 1
patient(2. 2%) changed medications due to nausea and vomiting caused by intolerance of lenalidomide. Conclusion ;
In the era of new drugs, for NDMM patients treated with VRD regimen, circulating plasma cells represent as an
independent risk factor. VRD regimen has good efficacy and safety, and can improve renal function to a certain ex-
tent.
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