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Expressions of P110c¢ and pAKT proteins in esophageal carcinoma tissues and
their clinical significance

WANG Wei-feng' , HE Jing-kang', QIN Zheng-hong®, WANG Jin*, WU Jun-chao’, HAN Rong’( 1. Department of Chest
Surgery, First Affiliated Hospital of Soochow University, Suzhou 215006, Jiangsu, China; 2. Laboratory of Aging and

Nervous Diseases, Soochow University, Suzhou 215006, Jiangsu, China )

[ Abstract ] Objective: To explore the relationship between the expression levels of P110a and pAKT in esophageal car-
cinoma ( EC ) tissues with clinical features of EC. Methods: EC tissues from 76 patients and esophageal tissues from 25
normal controls were collected from the Department of Pathology, No. 101 Hospital of PLA during May 2010 to May 2011.
The expression levels of P110a and pAKT in EC and normal esophageal tissues were detected by SP immunohistochemis-
try. Results: The positive rates of pAKT and P110q in the EC group were 72.4% (55/76 ) and 57.9% ( 44/76 ), re-
spectively, which were significantly higher than those in the control group( P, =0.001, P, =0.025 ). The high level
of protein expressions of pAKT and P110a were correlated with lymph node metastasis of EC( Py =0.017, Py, =
0.009 ). However, no correlation was found with other clinical pathological features. The double positive rate of pAKT
and P110o expression in EC was 52. 6% ( 40/76 ). The expression of pAKT was found in a positive correlation with
P110a( r=0.486,P =0.001 ). Conclusion: P110a and pAKT expressions in EC are correlated with lymph node metas-
tasis, and P110a and pAKT might be used as markers of lymph node metastasis in EC.
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Fig.1 Expressions of pAKT ( A ) and P110«( B )

in esophageal carcinoma tissues ( SP, x 100 )
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Tab.1 Correlation between expression of P110a and

clinical characteristics of esophageal carcinoma

Group Pl10a  P110a
C+) (=)

Age (t/a)
<45 12 9 0.935
>45 32 23

Sex
Male 28 22 0.643
Famel 16 10

Type
Squamous carcinoma 42 32 0.506( F)
Adenocarcinoma 2 0

Tumor size ( d/cm )
<3 10 11 0.513
3-5 27 16
>5 7 5

Lymphnode metastasis
+ 21 6 0. 009
- 23 26

Distance metastasis
+ 3 0 0.259( F)
_ 41 32

TNM type
I 5 8 0.534( F)
Il 25 17
Ma 7 4
b 5 3
v 2 0
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nase, RTK )88 RAS( rat sarcoma protein Vi 2

JEBEAL B OIS PIBK, 4 4 5- Bl IR B AR 156 UL
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dylinositol-3 ,4 ,5-triphosphate, PIP3 ). FE4HHEAR [,
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phoinositide-dependent protein kinase-1, PDK1 )4 &
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Tab.2 Correlation between expression of pAKT

and clinical characteristics of esophageal carcinoma

Group pAKT  pAKT
(+) (=)
Age (t/a)
<45 15 6 0.910
>45 40 15
Sex
Male 37 13 0.659
Famel 18 8
Type
Squamous carcinoma 53 21 1CF)
Adenocarcinoma 2 0
Tumor size ( d/cm )
<3 12 9 0.112
3-5 35 8
>5 8 4
Lymphnode metastasis
+ 24 3 0.017
- 31 18
Distance metastasis
+ 3 0 0.556( F)
- 52 21
TNM type
I 7 6  0.548(F)
I 31 11
Ma 9 2
b 6 2
v 2 0
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