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Diagnostic value of HMGBI level in patients with hepatic carcinoma
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Abstract: Objective To investigate the change of serum and tissue high mobility group box 1(HMGBI1) levels in the patients
with hepatic carcinoma and its role in the occurrence and progress of hepatic carcinoma. Methods The enzyme-linked immunosor-
bent assay and Western-blot were used to measure the levels of liver tissue and serum HMGBI in 40 cases of hepatic carcinoma
group, 38 cases of benign liver diseases group and 40 controls group. Then their relation with clinicopathologic stage, tumor size, dif-
ferentiation degree and lymph node metastasis was analyzed. Results Serum HMGBI level in hepatic carcinoma patients was signif-
icantly higher than that in healthy controls,and the difference was statistically significant( P<Z0. 01) ,moreover the serum HMGB1
level was closely related with the TNM stage, tumor differentiation degree and lymph node metastasis, the difference was statistical-
ly significant(P<C0. 01) ,however,had no relation with the tumor size, the difference was not statistically significant(P>>0. 05). The
relative expression of HMGBI in liver carcinoma tissue was significantly higher than that in the paracancerous tissue and healthy
liver tissue. Conclusion The level of serum HMGBI is increased in in the patients with hepatic carcinoma, meanwhile HMGBI is
highly expressed in liver carcinoma tissue, prompting that the HMGBI1 determination has an important value in early diagnosis of

hepatic carcinoma.
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