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ABSTRACT Objective: To explore the expression level and clinical significance of epidermal growth factor receptor (EGFR)and
Kirsten rat sarcoma viral proto-oncogene (KRAS)protein in patients with epithelial ovarian cancer. Methods: The EGFR and KRAS pro-
tein levels of epithelial ovarian cancer tissue (cases group, n=57), benign ovarian tumor tissue (benign group, n=50), and normal ovarian
tissue(control group, n=50)were detected by the SP immunohistochemical, and their role in the occurrence and development of epithelial
ovarian cancer was analyzed. Results: The positive expression rate of EGFR and KRAS protein in cases group were higher than those in
benign group and control group (P<0.05). No statistical difference of EGFR and KRAS protein between benign group and control group
was found (P>0.05). The positive expression rate of EGFR and KRAS protein in serous adenocarcinoma group were higher than those in
non-serous adenocarcinoma group, and the positive expression rate of EGFR and KRAS protein in III-IV epithelial ovarian tissue were
higher than those in I-II epithelial ovarian tissue, and the the positive expression rate of EGFR and KRAS protein in medium, low differ-
entiation group were higher than those in high differentiation group, the difference was statistically significant (P<0.05). There was posi-
tive relationship of positive expression rate between EGFR and KRAS in patients with epithelial ovarian cancer tissue (r=0.469, P<0.05).
Conclusion: The expression of EGFR and KRAS in epithelial ovarian cancer tissue is significantly increase, which may participate in the
process of occurrence and development of epithelial ovarian cancer. And the positive expression rate is a positive relationship between
EGFR and KRAS, combined detection can be helpful to diagnosis of epithelial ovarian cancer.
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Table 1 The relationship between expression of EGFR, KRAS and clinicopathologic characteristic among patients with epithelial ovarian cancer[n(%)]

Characteristics N EGFR protein P KRAS protein P
+ + -
Age(year)
< 60 26 17(65.38) 9(34.62) 0.469 22(84.62) 4(15.38) 0.513
>60 31 23(74.19) 8(25.81) 28(90.32) 3(9.68)
Pathologic type
Serous 29 26(89.66) 3(10.34) 0.011 29(100.00) 0(0.00) 0.005 #
Non-serous 28 17(60.71) 11(39.29) 21(75.00) 7(25.00)
Pathological stage
I~II stage 18 10(55.56) 8(44.44) 0.018 13(72.22) 5(27.78) 0.027 #
MI~IV stage 39 33(84.62) 6(15.38) 37(94.87) 2(5.13)
Cytological classification
High differentiation 25 15(60.00) 10(40.00) 0.017 19(76.00) 6(24.00) 0.036#
Medium, low differentiation 32 28(87.50) 4(12.50) 31(96.88) 1(3.13)

Note: “calculated by Fisher exact probability method.
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