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Abstract: Objective To investigate the expression of signal transducer and activators of transcription 3
(STAT3), p-STAT3 and the downstream transcriptional factor Bcl-x; and their effects in the tumorigenesis and
The expressions of STAT3, p-STAT3 and Bcl-x; in 53 cases

of GC tissues and 44 cases of normal gastric mucosa tissues were assayed by immunohistochemical staining.

development of gastric carcinoma (GC). Methods

The correlation of the expression of STAT3, p-STAT3 and Bcl-x; in GC with clinicopathological parameters
was analyzed. Results The positive expressions of STAT3, p-STAT3 and Bcl-x; in GC were remarkably
higher than those in normal gastric mucosa tissues (all P<0.01 ). STAT3 overexpression was correlated with
tumor differentiation and lymph node metastasis (£<0.05), Expressions of p-STAT3 and Bcl-x, were correlated
with tumor differentiation, depth of invasion, lymph node metastasis and clinical stage (all P<0.05), while they
were not correlated with gender, age or tumor size (all P>0.05). Furthermore, expressions of p-STAT3 and Bcl-
x. showed linear positive correlation in GC tissues(r= 0.346,P=0.011). Conclusion STAT3 signaling pathway
may play an important role in the tumorigenesis and progression of GC. Determination of STAT3 and its target
gene Bel-x;, could be used to indicate the malignancy degree of GC.
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Table2 Correlation between p-STAT3 and Bcl-x, expressions
in gastric carcinoma tissues
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- 3 8 11 0.346 0.011
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A:STAT3; B: p-STAT3; C: Bcl-x;STAT3: signal transducer and activators of transcription 3; p-STAT3: phosphorylated STAT3

Bl EEHMAHRSTAT3, p-STAT3. Bel-x & H AR IL(SPx400)
Figurel Positive expressions of STAT3, p-STAT3 and Bcl-x, in gastric carcinoma (SPx400)
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Tablel Correlations of STAT3,p-STAT3,Bcl-x, expressions with clinicopathological features of gastric carcinoma patients

Clinical features n +STAT3 % P +p STATS % P " Belx, % P
Gender 1.000 1.000 0.400
Male 34 28 82.4 27 79.4 19 55.9
Female 19 16 84.2 15 78.9 13 68.4
Age (years) 0.478 0.501 1.000
<60 23 18 78.3 17 73.9 14 60.8
=60 30 26 86.7 25 83.3 18 6.0
Tumor size(cm) 0.474 0.183 0.779
<5 28 22 78.6 20 71.4 16 57.1
=5 25 22 88.0 22 88.0 16 64.0
Depth of invasion 0.053 0.023 0.039
No invaded serosa 10 6 60.0 5 50.0 3 30.0
Invaded serosa 43 38 88.4 37 86.0 29 67.4
Differential degree 0.002 0.001 0.006
Well-moderate 16 9 56.3 8 50.0 5 31.3
Poor 37 35 94.6 34 91.9 27 73.0
Lymph node metastasis 0.023 0.000 0.016
No Metastasis 17 11 64.7 8 47.1 6 353
Metastasis 36 33 91.7 34 94.4 26 72.2
TNM stage 0.050 0.015 0.012
[-1 26 18 76.9 17 65.4 11 423
m-1v 27 26 96.3 25 92.6 21 77.8
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