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Abstract ; [Purpose | To investigate the relationship of AKT1 with occurrence and chemoresis-
tance in ovarian serous neoplasms.[Methods ] AKT1 expression in 67 cases with ovarian serous
cystadenocarcinoma (30 cases,chemotherapy resistance ;37 cases,chemotherapy sensitivity), 10
cases with ovarian borderline serous cystadenoma,10 cases with ovarian serous cystadenoma
and 10 cases normal ovarian tissues were detected immonohistochemically. [Results] The posi-
tive rates of AKT1 in ovarian serous cystadenocarcinoma,ovarian borderline serous cystadeno-
ma,ovarian serous cystadenoma and normal ovarian tissues were 62.69% ,70.00% ,40.00% and
0 respectively, with significant difference (P=0.001). The positive rate of AKT1 in chemotherapy
resistance ovarian serous cystadenocarcinoma was significantly higher than that in chemotherapy
sensitive ovarian serous cystadenocarcinoma (P=0.033). The positive rates of AKT1 in ovarian
serous cystadenocarcinoma stage | ~II and I~V were 31.58% and 75.00% ,respectively ,with
significant difference (P=0.001). The positive rate of AKT1 did not correlate with menopausal
status , histological grade and lymph node metastasis(P>0.05).[Conclusion] AKT1 correlates with
occurrence and chemoresistance in ovarian serous cancer. It may be considered as a marker for
predicting prognosis and chemoresistance.
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1 :Negative expression of AKT1 in normal ovarian tissue;2:Negative expression of AKT1 in ovarian serous cystadenoma;3:Positive expres-
sion of AKT1 in ovarian borderline serous cystadenoma;4:Positive expression of AKT1 in chemotherapy resistance ovarian serous cystade-
nocarcinoma;5 ; Positive expression of AKT1 in chemotherapy sensitive ovarian serous cystadenocarcinoma.
Figure 1 AKT1 expressions in ovarian tissues

Table 2 The relationship between expression of AKT1 and clinicopathologic characteristics in ovarian serous cancer

AKT1[n(%)]
Factors n — - X P
Positive Negative
Menopausal status
Premenopausal 33 24(72.73) 9(27.27)
2.803 0.094
Postmenopausal 34 18(52.94) 16(47.06)
Stage
~ 1 6(31.58 13(68.42
-1 ? ( ) ( ) 10.972 0.001
I~V 48 36(75.00) 12(25.00)
Histological grade
Gl 33 17(51.52) 16(48.48)
3.470 0.063
G2+G3 34 25(73.53) 9(26.47)
Lymph node metastasis
Yes 40 22(55.00) 18(45.00)
2.507 0.113
No 27 20(74.07) 7(25.93)
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