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The Expression of STAT3 and p38MAPK in Gastric Cancer

and its Clinical Significance
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Abstract: [ Purpose | To investigate the expression of STAT3 and p38MAPK in gastric cancer and its
clinical significance. [Methods | The expression of STAT3 and p38MAPK in tissue samples from 80
cases with gastric cancer and 40 cases with cancer adjacent tissues were detected by immunohisto-

chemical method. [Results] The positive rate of STAT3 in 80 cases with gastric cancer tissue was
significantly higher than that in cancer adjacent tissues (72.5% vs 17.5%,P<0.001). The expression of
STAT3 in gastric cancer did not relate to age,gender and invasive depth(P>0.05),but relate to differ-
entiation, TNM staging,lymph node metastasis and distant metastasis (P<0.001). The positive rate of
p38MAPK in 80 cases with gastric cancer was significantly higher than that in cancer adjacent tissues
(71.3% vs 12.5%, P<0.05). The expression of p38MAPK in gastric cancer did not relate to age,gender
and lymph node metastasis (P>0.05),but relate to differentiation,invasive depth, TNM staging and
distant metastasis (P<0.001).There was a positive correlation between STAT3 and p38MAPK expres-
sion(r=0.6986, P<0.01). [ Conclusion ] Over expression of STAT3 and p38MAPK might be correlated to
carcinogenesis in gastric cancer.
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