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[Abstract] Objective To investigate the clinical value of myeloid -derived suppressor cell (MDSC)
monitoring in predicting the prognosis of advanced hepatocellular carcinoma(HCC) after transcatheter arterial
chemoembolization (TACE). Methods The clinical data of 40 patients with advanced HCC, who were admitted
to Lishui Hospital of Zhejiang University of China during the period from August 2012 to December 2017,
were retrospectively analyzed. Based on the ROC curve pattern of MDSC, the patients were divided into low
MDSC group and high MDSC group. The overall survival (OS) and progression-free survival (PFS) were calculated
by K-M survival curve analysis. Cox regression analysis was used to analyze the independent risk factors for
prognosis. Results Statistically significant differences in the levels of alpha fetoprotein (AFP), the presence of
cirrhosis, intrahepatic metastasis and Barcelona clinical liver cancer(BCLC) staging existed between the high
MDSC group and the low MDSC group (P<<0.05). The PFS and OS in the low MDSC group were significantly
longer than those in the high MDSC group (P=0.03 and P=0.0025 respectively). The postoperative 6-month,
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1-year and 2-year cumulative PFS and the postoperative 1-, 2- and 3-year cumulative survival rate in the low

MDSC group were remarkably higher than those in the high MDSC group (P<<0.05). Cox multivariate analysis

indicated that MDSC, cirrhosis and BCLC staging were independent prognostic factors for OS in patients with

advanced HCC after TACE. Conclusion The expression level of MDSC can be used as an independent
prognostic factor for patients with advanced HCC after TACE. (J Intervent Radiol, 2019, 28. 742-746)
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