Suppression of Maspin by IKKa-dependent MicroRNAs Confer
HBx-mediated Hepatocellular Cancer Progression
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Hepatocellular carcinoma (HCC) Is a heterogeneous disease implicated by diverse risk factors including viral infections. Hep3B S 10 an S S
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Mammary serine protease inhibitor (Maspin) is a well-known tumor suppressor in some types of solid tumors, but its role _ N Y Z z =
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These data not only provided new insights into the molecular mechanisms of maspin deficiency by HBXx, but also Tl mm P ” Ctrl 103 Ctrl 21
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Figure 1. HBx-mediated maspin suppression correlated with poor prognosis of HCC patients. e e 3 ’ : 0 1 3 5 ug
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