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[ Abstract] Objective To discuss the value of high-mobility group protein Bl ( HMGBI1) , soluble
receptor of advanced glycation end product (sRAGE) and deoxyribonuclease ( DNase) in predicting the short-
term efficacy of transcatheter arterial chemoembolization ( TACE). Methods Serum samples were collected
from 42 patients with hepatocellular carcinoma (HCC) before and 24 hours after TACE. A total of 56 times of
TACE procedure were performed in the 42 patients. The expression levels of HMGB1, sRAGE and DNase in the
peripheral serum samples were determined with ELISA method. According to RECIST criteria, the curative
effects of TACE were evaluated. The patients of complete remission (CR) , partial remission (PR), and stable

disease (SD) were classified as the benefit group, and the patients with progress disease (PD) were classified
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as the invalid group. The pre-TACE and post-TACE expression levels of HMGB1, sRAGE and DNase were
The post-TACE
expression levels of HMGB1, sRAGE and DNasewere significantly different from pre-TACE ones, the

compared between the two groups, and the results were statistically analyzed. Results

differences were statistically significant (P=0.003, P=0.000 and P=0.001 respectively) , moreover, the post-
TACE expression levels of HMGB1, sRAGE and DNase showed an upward increasing trend. Of the 56 times of
TACE procedure, SD was obtained in 24, PR in 2 and PD in 30. The patients of SD and PR were classified as
the benefit group (n=26), and the patients of PD were classified as the invalid group (n=30). Before TACE,
no statistically significant differences in the expression levels of HMGB1 and DNase existed between the benefit
group and the invalid group (P=0.395, P=0.091), and 24 hours after TACE the differences in the expression
levels of HMGB1 and DNase between the benefit group and the invalid group were also not statistically
significant (P=0.354, P=0.182). The difference in pre-TACE expression level of sSRAGE between the benefit
group and the invalid group was not statistically significant (P=0.143) , but 24 hours after TACE the difference
in the level of SRAGE between the benefit group and the invalid group became statistically significant ( P =
0.030). Conclusion (1) The post-TACE expression levels of HUGB1, sRAGE and DNase are higher than
the pre-TACE ones. (2)In advanced HCC patients, the expression level of SRAGE in peripheral serum bears a

close relationship to the curative effect of TACE, therefore, it can be used as an index to evaluate the short-

term efficacy of TACE for HCC. (] Intervent Radiol, 2016, 25. 677-681)
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