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[Abstract] Objective: To study the significance of ras/p21 gene expression of hepatocellular carcinoma (HCC), and
the effect of the different chemoembolizational treatment on ras/p21. Methods: Ninety-eight histopathologically verified HCC
specimens were obtained. The patients were treated with surgical resection alone (57 cases) and second stage surgical re-
section after four kinds of chemoembolization (41 cases). Strept avidin biotin complex (SABC) immunohistochemical stai-
ning with multiclonal antibody against human ras/p21 was used to observe the p21 in all specimens. The experimental re-
sults were compared with the surgical and clinical findings. Results; The metastatic rate in p21(+) and (—) was 75. 0%
and 37. 9% respectively (y2=12.63,P<C0.05);29. 3% of chemoembolization group,57. 1% of only chemotherapy, 25.0%
of chemotherapy combined with iodized oil,20. 0% of chemotherapy combined with iodized oil and spongia gelatini absor-
bens (sga),27. 3% of chemotherapy combined with ethanol, iodized oil and sga,61. 4% of surgical resection alone were
positive for p21 (interventional groups were compared with surgical resection alone, P<Z0. 01,>0. 75,>0. 05,<C0. 01,<C
0. 05, respectively). The metastatic rate in interventional group and surgical resection alone was 48. 8% and 56. 1% respec-
tively (P>>0. 05). Conclusion: The increased expression of ras/p21 would enhance metastasis of HCC. It could act as a
prognosis predictive marker. With respect to ras/p21, chemoembolization could suppress the potential of metastasis of
HCC. Combined chemoembolization with ethanol, iodized o0il and sga is superior to only chemotherapy and/or embolization
with single material.
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