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Prognostic analysis of MCL-1 and HMGBI in patients with multiple mye-
loma treated with bortezomib

NIE Ze-qiang,MA Yao-fang,Ll Le, DUAN Ll-xiang
( Department of Hematology ,Yuncheng Central Hospital , Yuncheng 044000, Shanxi, China)

[ Abstract] Objective:To investigate the prognostic value of myeloid leukemia protein-1 (MCL-1) and high mobility group box 1
(HMGBL1) in patients with multiple myeloma (MM) treated with bortezomib. Methods ; The clinical data of 50 MM patients were retro-
spectively analyzed,and the relationship between the levels of MCL-1 and HMGBI in peripheral blood and D-S stage, therapeutic effect
and prognosis was analyzed. Results; With the improvement of D-S stage,the serum levels of MCL-1 and HMGBI increased gradually,
and the difference was statistically significant (P <0.05). Serum MCL-1 and HMGBI levels were correlated with the therapeutic effect
(P <0.05). The median OS time of MCL-1 <60.21 group and HMGBI <231.58 group was 39 m and 37 m,which were higher than
33 m and 32 m of MCL-1=60.21 group and HMGBI1 =231. 58 group, the differences were statistically significant (P <0.05). Multi-
variate Cox regression analysis showed that the levels of MCL-1 and HMGB1 were independent predictors of the prognosis of MM pa-
tients (P <0.05). Conclusion: MCL-1 and HMGBI1 are prognostic factors in MM patients. High MCL-1 and HMGBI1 levels may indi-
cate poor OS.

[ Key words] Multiple myeloma;Myeloid Leukemia protein-1; High mobility group protein B1 ; Bortezomib
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