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[ Abstract] Objective: To investigate the expression difference of Chkl protien in primary liver canc-
er and non-tumor liver tissue, and to explore the probable relationship between its expression and clini-
copathologic features of liver cancer. Methods: Immunohistochemistry was applied to detect the ex-
pressions of Chkl in 15 cases with liver non-tumor tissue (7 cases with normal liver tissue, 8 cases
with cirrhosis tissue) and 41 cases with primary liver cancer with various differentiation degrees. Re-
sults: The positive expression rate of Chkl in primary liver cancer (73.2% ) was higher than that of
non-tumor liver tissue (26.7% ) (P <0.05). Significant differences were found in Chkl expressions
among primary liver cancer with various differentiation degrees ( P <0.05). Conclusions: The high

expression level of Chkl in primary liver cancer indicates that Chkl may be related to genesis and pro-

gression of primary liver cancer.
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Fig. 1 The expression of Chkl protein in the primary liver cancer tissue
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