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ABSTRACT Objective: To study the Cdkl protein expression of ovarian cancer tissues and the relationship between Cdk1 level
and the chemotherapy resistance and prognosis of ovarian cancer patients. Methods: The Cdkl protein expression was assessed by
immunehistochemistry (IHC) in 68 specimens of serous ovarian cancer. A correlation was analyzed between Cdkl1 protein expression and
clinical pathological features. The Kaplan-meier curve was used to analyse the correlation of Cdk1 expression with prognosis of ovarian
cancer patients. Results: Cdk1 protein expression level was not related to age, lymph nodes metastasis, clinical stage and pathological
differentiation(P> 0.05), while high Cdk1 expression was associated with chemotherapy resistance(P = 0.040). And the chemo-resistance
patients group had a much higher Cdk1 expression. Survival analysis found out that Cdk1 expression was an independent factor of PFS of
ovarian cancer patients. Conclusion: Our data represent firstly that Cdk1 protein expression may contribute to chemotherapy resistance
and prognosis of serous ovarian carcinoma. Cdk1 may be a promising therapy target for serous ovarian cancer.
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Table 1 The basic information of patients with serous ovarian cancer

EBE N (Cases) LE 451l (Percentage)( % )
FE# (% )Age(y) 23~56
J&18 44k, (Differentiation)
B (Well) 14 20.6
F1434L (Moderate) 15 22.1
{53 1L (Poor) 23 33.8
WE 5% 7% (Lymph node metastasis)
7t (Yes) 36 52.9
& (No) 32 47.1
FIGO %38 (FIGO stage)
Ma~b 5 7.35
Ma-Tlc 33 48.5
v 14 20.6
{£F7 (Chemotherapy)

B (Sensitive) 35 51.5
fif24 (Resistant) 33 48.5
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Fig.1 Cdkl expression in serous ovarian cancer
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Fig.2 Correlation of Cdk1 expression with chemo-resistance

of ovarian cancer patients
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Fig.3 Correlation of Cdk1 expression with PFS of ovarian cancer patients
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