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ABSTRACT Objective: To investigate the reversal effect of CRM197 on drug-resistant ovarian cancer and its treatment for ovarian
cancer by researching the inhibition of CRM197 for the xenografts of ovarian cancer in nude mice. Methods: The parental ovarian cancer
cell A2780, cells resistant to paclitaxel A2780/Taxol and cisplatin-resistant cells A2780/DDP were used to establish the xenograft model
in nude mice, the differentiation for the growth of xenograft tumors in the group which was injected with CRM197 and the negative
control group was detected. Immunohistochemistry was used to test the expression of HB-EGF and P-gp in xenograft tumors of each
team. Results: The expression of HB-EGF and P-gp were in different levels in each group. It was depressed obviously in the xenograft
tumors which were injected CRM197. The difference was significant in statistics. Conclusion: The inhibition of CRM197 on the
activation of the signal transduction pathway of heparin-binding epidermal growth factor inhibited the growth of the xenograft tumors of
ovarian cancer and depressed the expression of HB-EGF and P-gp in xenograft tumors.
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Table 1 The body weight, inhibition rate and tumor weight of nude mice in each group and P value
Body weight g P value
Inhibition rate Tumor weight g
Begin end HB-EGF P-gp
Group A 16.31+ 0.78 20.61% 1.09 - 2.80% 0.27
Group A+ 16.29+ 0.77 20.58+ 1.03 43% 1.30+ 0.15 0.019 0.026
Group B 16.69% 1.02 20.61+ 1.08 - 1.76+ 0.23
Group B + 16.60+ 1.01 20.63% 1.07 68% 0.56x 0.09 0.026 0.026
Group C 15.99+ 1.45 20.59+ 1.77 - 1.78+ 0.25
Group C+ 16.01+ 1.42 20.49+ 1.82 52% 0.88+ 0.13 0.018 0.030
- HB-EGF . P-gp
2.2 HB-EGF.P-gp Peason 2 P 0.05
A.B.C HB-EGF  P-gp 1 2,
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Fig.1 Immunohistochemical stains for the expression of HB-EGF of the tumors (400% )
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Fig.2 Immunohistochemical stains for the expression of P-gp of the tumors(400% )
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