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ABSTRACT Objective: To study the expression of PTEN, PI3K-Akt signal pathway and their clinical significance in endometrial
cancer. Methods: Immunohistochemistry technology was used to detect the expression of PTEN, P13Kp110a and p-AKTSer473 in
normal endometrial tissues (24 cases), endometrial adenocarcinoma tissues (55 cases) and endometrial serous carcinoma tissues (26
cases). The relationship between the expression and the pathological parameters of tissues were analyzed. Results: Immunohistochemistry
showed: The negative expression of PTEN and the positive expression of P13Kp110a and p-AKTSer473 in endometrial cancer tissues
were higher than that in normal endometrial tissues, statistically significant differences were found in the comparison of normal
endometrial tissues and endometrial adenocarcinoma tissues (P<0.05); negative expression of PTEN increased with the increase of
muscular layer infiltration depth (P<0.05).Conclusion: The negative expression of PTEN and the positive expression of P13Kp110« and
p-AKTSer473 might be related with the occurrence and development of endometrial cancer, especially in the occurrence and
development of endometrial adenocarcinoma.
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Table 1 Expression of PTEN, P13Kp110 o and p-AKTSer473 in three kinds of tissues[n(%)]

EEFERRALRA(n=24)

FERBEEERE *(n=55)

FERRERIERE(n=26)

Ei{73
| : Normal endometrial tissue Endometrioid adenocarcinoma Uterine serous carcinoma X2 P
ndexes
(n=24) (n=55) (n=26)
A&
] 4(16.67) 45(81.82) 13(50.00)
Negative
PR
PTEN - 14(58.33) 8(14.55) 7(26.92) 29.263  <0.001
Positive
32 PEE
- 6(25.00) 2(3.63) 6(23.08)
Strong positive
A&
) 4(16.67) 7(12.73) 8(30.77)
Negative
P13Kp110 PR
- 20(83.33) 22(40.00) 12(46.15) 13.012  0.001
a Positive
32 PEE
. 0(0.00) 26(47.27) 6(23.08)
Strong positive
A&
] 10(41.67) 5(9.09) 9(34.62)
Negative
PR
p-AKTSer"? - 14(58.33) 30(54.55) 11(42.30) 17.818  <0.001
Positive
32 PEE
0(0.00) 20(36.36) 6(23.08)

Strong positive

E5ETAALLE, 1 P<0.05

Note: Compared with the normal tissue,all P<0.05
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Table 2 Expression of PTEN, P13Kp110 a and p-AKTSer473 in endometrial carcinoma and relationship with histopathology[n(%)]

FEtR N PTEN [EE P13Kpl10a PEHE p-AKTSer*” B %
Indexes PTEN negative P13Kp110a positive p-AKTSer*? positive
. Gl 24 16(66.67) 17(70.83) 18(75.00)
HAFHR
. . G2 31 19(61.29) 24(77.42) 24(77.42)
Histological grade

G3 26 17(68.38) 18(69.23) 18(69.23)

2 - 0.191 0.542 0.503

P - 0.909 0.763 0.778
N 7 No 25 8(32.00) 16(64.00) 17(68.00)

MEEE
o ) <12 35 19(54.29) 26(74.29) 26(74.29)
Myometrial invasion

>1/2 21 17(80.95) 18(85.71) 19(90.48)

x? - 10.886 2.769 3.344

P - 0.004 0.250 0.188
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JEFE PIK3-Akt (525 581, BRI T 24, P13Kpl10a &
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P13Kpl10a } p-AKTSerd73 [1)iF P . PI3Kpl10a J2& JF 4 A
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rai O L S PNTIRE ) DS RON B I 2  R 1 A B
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