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The majority of primary liver cancers are hepatocellular carcinoma (HCC) and
intrahepatic cholangiocarcinoma (iCCA), but there are subclasses with characteristics intermediate
between the two. There are two subtypes of hepatocarcinoma with intermediate characteristics between

HCC and i1CCA: combined hepatocellular-cholangiocarcinoma (cHCC-CCA), which have both HCC and CCA
components in the same tumor, and cholangiolocellular carcinoma (CLC), which resemble the small bile

ducts. The aim of this study was to investigate the clinicopathological characteristics of these
tumors with intermediate characteristics and to analyze their genomes using next-generation
sequencers.
The small-sized cHCC-CCL tumors were TP53 mutation—ﬁositive and showed a pattern similar to HCC,
whereas the CLC tumors resembled CCA. On the other hand, CLC had a gene mutation pattern similar to
that of CCA, and some cases recurred clinically as iCCA.
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