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Expression and significance of HMGBI1 in acute lymphoblastic leukemia:evidence from data mining
DENG Rudan ,ZHANG Nan ,CHEN Ying ,DENG Jianchuan®
Department of Hematology ,Second Affiliated Hospital of Chongqing
Medical University ,Chongqing 400010,China

Abstract:Objective  To investigate the expression and significance of high mobility group protein box 1
(HMGBI1) in acute lymphoblastic leukemia (ALL) and normal tissues based on data mining. Methods  Ex-
pression data of HMGBI1 in ALL and normal tissues were extracted from Oncomine v4. 5 database. Crucial
signaling pathways of HMGBI in ALL were analyzed by KEGG PATHWAY analysis. Results A total of 38
of 443 studies about expression of HMGBI in different cancers and healthy volunteers enrolled from Oncom-
ine database were statistically different (P<C0. 05) ,with 3 highly expressed HMGBI in leukemia. A total of 15
of 271 studies on HMGBI expression among various of cancers were statistical different (P<C0. 05),and 4 of
these studies were associated with leukemia. Totally 5 studies about HMGBI1 expression levels in ALL pa-
tients and healthy volunteers were compared, HMGRBI expression in ALL patients were higher than healthy
volunteers. KEGG PATHWAY analysis showed that HMGBI1 was mainly involved in autophagy,base excision
repair,necroptosis,etc. Conclusion HMGBI is highly expressed in ALL,and its expression level is associated
with the pathogenesis and chemotherapy resistance promotion of ALL by inducing autophagy and base exci-
sion repair.
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