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ABSTRACT Objective: To study the relationship between the angiomotin (Amot) and Yes-associated protein 1 (YAP1) expression
and clinicopathological parameters and prognosis in type I endometrial cancer (EC) tissues. Methods: 75 type I EC patients who were di-
agnosed and treated in Affiliated Hospital of Xuzhou Medical University from January 2014 to June 2017 were selected as the study ob-
ject (EC group), 30 patients with pathologically confirmed atypical hyperplasia endometrial tissue specimens diagnosed and treated dur-
ing the same period were selected as the atypical hyperplasia endometrial group, and 30 patients with pathologically confirmed normal
endometrial tissue specimens during the same period were selected as the normal endometrial group. The Amot and YAP1 protein ex-
pressions in each group were detected by immunohistochemistry. Spearman rank correlation was used to analyze the correlation between
Amot and YAP1 protein expression in type I EC cancer tissues. The differences of Amot and YAP1 protein expression in cancer tissues
of type I EC patients with different clinicopathological characteristics were compared. Kaplan-Meier analysis (Log-rank test) was used to
analyze the relationship between the expression of Amot and YAP1 protein and the survival prognosis of type I EC patients. Univariate

and multivariate COX regression analysis was used to analyze the factors affecting the survival prognosis of type I EC patients. Results:
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The positive rates of Amot and YAP1 protein expression in type I EC tissues were 80.00% (60/75) and 85.33%(64/75), respectively,
which were significantly higher than those in atypical hyperplasia endometrial tissue 43.33% (13/30) and 46.67% (14/30), and the differ-
ence was statistically significant (all P<<0.05). The positive rates of Amot and YAP1 protein in atypical hyperplasia endometrial tissue
were significantly higher than those in normal endometrial tissue with 16.67% (5/30) and 20.00% (6/30), and the difference was statisti-
cally significant (all P<<0.05). There was a significant positive correlation between Amot and YAP1 protein expression in type I EC can-
cer tissues (P<<0.05). The positive rates of Amot and YAP1 protein expression in EC type I patients with different International Federa-
tion of Gynecology and Obstetrics (FIGO) stages, histological grades and lymph node metastasis were statistically significant (P<<0.05).
The cumulative survival time of Amot-positive expression type [ EC patients was significantly lower than that of Amot-negative expres-
sion type [ EC patients (P<<0.05). The cumulative survival time of patients with YAP1-positive expression of type I EC was significantly
lower than that of patients with Y AP1-negative expression of type [ EC (P<<0.05). Amot-positive expression, YAP1 positive expression,
FIGO stage III and lymph node metastasis were independent risk factors for poor prognosis in patients with EC type I (P<<0.05). Conclu-
sion: The Amot and YAP1 protein positive expression increased in type I EC cancer tissues, which are related to FIGO stage, histological
grade and lymph node metastasis. The positive expression of Amot protein and YAP1 protein is one of the risk factors affecting the poor
prognosis of patients with type I EC.
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Table 1 Comparison of Amot and YAP1

protein expression in the three groups[n( % )]

Groups n Amot positive YAPI positive
EC group 75 60(80.00 )** 64(85.33 )**
Atypical hyperplasia endometrial group 30 13(43.33)* 14(46.67 )*
Normal endometrial group 30 5(16.67) 6(20.00)
¥’ 38.532 42.882
P 0.000 0.000

Note: Compared with normal endometrial group, * P<<0.05. Compared with atypical hyperplasia endometrial group, “P<<0.05.

2.2 TBI ECRALR H Amot, YAP1 ERFRIZAMEXME
Spearman Bk A 5 73 M £ 4 B, 148 EC J# 4141 Amot

5 YAPL K [ 3k B IE M5 (1s=0.422, P=0.000 ).,

2.3 Amot,YAPl EEFAS 18 EC BEIGABEFHENX R
AN FIGO 534 . HE 200 S Sk L 2 e A% A i 178 EC

ME AL Amot [ YAPL A FIMERIAZ 0], 22 5 BA GEit

FRE(P<0.05), AR WUZRTEHE 18 EC H w4l

U Amot [ YAP & [ FHPE IR Z ], 2257 0 W S A X
(P>0.05), W2,

2 Amot . YAPI BERIE SaAREBRERX R n(%)]
Table 2 Relationship between Amot and YAP1 protein expression and clinicopathological features[n( % )]

Amot YAPI1
Parameters n
n(%) X’ P n(%) X’ P
Age
<60 years 33 25(75.76) 0.663 0.416 27(81.82) 0.188 0.664
=60 years 42 35(83.33) 37(88.10)
FIGO stages
[ ~1I 44 30(68.18) 9.293 0.002 33(75.00) 7.194 0.007
I 31 30(96.77) 31(100.00)
Histological grades
GI~G2 40 28(70.00) 5.357 0.021 31(77.50) 4.202 0.040
G3 35 32(91.43) 33(94.29)
Depth of muscular infiltration
Muscular layer<1/2 39 30(76.92) 0.481 0.488 31(79.49) 2.219 0.136
Muscular layer=1/2 36 30(83.33) 33(91.67)
Lymph node metastasis
Yes 23 22(95.65) 5.079 0.024 23(100.00) 4.137 0.042
No 52 38(73.08) 41(78.85)
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Fig.1 Kaplan-Meier survival analysis of the effect of Amot and YAP1 protein expression on the survival prognosis of type I EC patients
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Table 3 Univariate COX regression analysis model affecting prognosis of type I EC patients

Factors B SE Wald »° P HR 95%CI
Age 0.154 0.331 0.216 0.642 1.166 0.609~2.233
Depth of muscular infiltration 0.290 0.285 1.034 0.409 1.336 0.764~2.337
Histological grades 0.471 0.146 10.373 0.309 1.602 1.202~2.133
Lymph node metastasis 0.548 0.185 8.734 0.001 1.730 1.203~2.488
FIGO stages 0.713 0.199 12.840 0.003 2.041 1.381~3.013
Amot protein 0.723 0.175 17.126 0.000 2.060 1.463~2.902
YAPI protein 0.154 0.331 0.216 0.000 1.166 0.609~2.233

3 318

EC JEEIET & P R vt i . 3k E EC A=
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Table 4 Multivariate COX regression analysis affecting prognosis of type I EC patients
Factors B SE Wald » P HR 95%CI

Constant -0.179 0.087 4.243 0.039 0.836 0.705~0.991
Lymph node metastasis 0.672 0.234 8.254 0.004 1.958 1.238~3.097
FIGO stages 0.489 0.232 4.443 0.035 1.630 1.035~2.569
Amot protein 0.933 0.286 10.616 0.001 2.541 1.450~4.456
YAPI protein 0.507 0.182 7.769 0.005 1.660 1.162~2.372
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