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Abstract: [ Purpose ] To investigate the expression of TP and COX-2 in gastric cancer and its clini-
cal significance.[ Methods ] The expression of TP and COX-2 in 50 cases with gastric cancer was de-
tected by immunohistochemistry method. The relationship of TP and COX-2 expression with the clin-
icopathological features and prognosis were analyzed.[ Results ] The positive rate of TP and COX-2 in
gastric cancer was 56.0% (28/50) and 62.0% (31/50) respectively. The expression of TP in gastric
cancer tissue related to differentiation, invasion and lymph node metastasis (P<0.05). The expression
of COX-2 related to lymph node metastasis (P<0.05). Positive correlation was found between TP ex-
pression and COX-2 expression in gastric cancer tissues (¥*=4.565,P<0.05). The 5 year survival in
patients with positive and negative expressions of TP was 25.0% and 54.5%(P<0.05),and it in pa-
tients with positive and negative expression of COX-2 was 22.6% and 63.2%(P<0.05) respectively.
[Conclusion] TP and COX-2 might play an important role in carcinogenesis and progress of gastric
cancer. Expression of them can be used as prognostic markers for gastric cancer.
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Figure 1 Expression of TP in gastric cancer(x100)
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Figure 2 Expression of COX-2 in gastric cancer(x100)
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Table 2 The relationship of TP and COX-2 expression
in gastric cancer

COX-2 o L .
Positive Negative
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Negative 7 12

Note :x’=4.565 , P<0.05 , Kappa value=0.300
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Figure 3 Overall survival of patients with pasitive or
negative expression of TP
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Figure 4 Overall survival of patients with positive or
negative expression of COX-2
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