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Clonal origin of hepatocellular carcinoma: recent progress

WANG Bin, CONG Wen-ming”

Department of Pathology. Eastern Hepatobiliary Hospital, Second Military Medical University, Shanghai 200438, China

[ABSTRACT] Multinolular and intrahepatic recurrent HCC can originate from intrahepatic metastasis and multiple origins,

and their colnal origin is closely related to the clinical diagnosis and treatment. To designate suitable therapeutic strategies

according to their colnal origin is a new challenge needs to be tackled urgently. This paper reviews recent progress in the

clinicopathological features, molecular diagnosis and clinical outcomes of multiple origin HCC.
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