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[ Abstract] Objective To analyze the clinical pathological features of both HBV and schistosome
infection accompanied with pleomorphic hepatocellular carcinoma. Methods The clinical data from one
case of patient who after liver neoplasm surgery was collected, Hematoxylin Eosin and immunohistochemical
staining were performed on conventional paraffin-embeded tissues of neoplasm and section of normal liver,
then these silces under a microscope were observed. Results Tumor cells grew in the flake or nesting
patterns, varied in sizes. More than half of the tumor cells presented as typical polygon, bizarre nomonuclear
or multinucleated giant cells could be seen, nuclear mitotic figures were frequent; and there were obsolete
schistosome nodi surrounded with tumor. Immunohistochemistry results showed that HepParl (+), AFP (+),
CD34 in microvasculature (+), CEA (+), p53 (minority +) and E-cadherin (minority +), CK7 (—), CK19 (—),
VIM (—), EMA (—). HBsAg was positive in part of the normal hepatic cells around the tumor. Conclusions
HBYV and schistosoma infection may facilitate to the development of HCC, and postoperative pathological
examination could be more accurate diagnosis, objective evaluation and analyze the process of HCC.

[ Key words] Hepatitis B virus; Schistosome; Hepatic cellular carcinoma; Immunohistochemistry;
Pathological diagnosis
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