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Expression of HMGB1 and the relationship with clinicopathological

characteristics of gastric carcinoma

JIANG Biao, JIN Meng, ZHANG Wei, LI Qiang
(The Affiliated Hospital of Jining Medical University,Jining 272029, China)

Abstract: Objective To investigate the significance of high mobility group protein Bl (HMGB1) in gastric
carcinoma (GC) and its relationship with clinicopathological characteristics. Methods 112 cases of GC specimens
and tumor-adjacent tissues were collected. The expression of HMGB1 was tested with immunohistochemistry, re-
verse transcription-polymerase chain reaction (RT-PCR) and Western-blot. Clinicopathological characteristics of
GC patients were also analysed. The relationship between HMGBI1 and the pathological characteristics of GC was
analysed statistically. Results Immunohistochemistry data demonstrated that HMGBI1 protein was predominantly
localized in the nuclei of GC. Results of RT-PCR and Western-blot demonstrated that the expression of relative
HMGB1 mRNA and protein in the tissue of GC were higher than that in tissue adjacent to carcinoma and normal
gastric tissue ( P<C0.01) . Overexpression of HMGBI1 was significantly correlated with histological type.differentia-
tion and lymph node metastasis of tumor. Conclusion Overexpression of HMGBI1 was related to some clinicopatho-
logical characteristics of GC,and HMGBI1 may promote invasion and metastasis of GC.
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