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Abstract

AIM: To study the expression of PTEN, matrix
metalloproteinase-9 (MMP-9), and Caspase-3
in gastric cancer, and to discuss their roles and
correlations in the occurrence, development,
invasion and metastasis of gastric cancer.

METHODS: SP immunohistochemistry was used
to measure the expression of PTEN, MMP-9, and
Caspase-3 in 54 samples of gastric carcinoma
selected from paraffin wax embodied specimens
with complete clinicopathological data, and an-
other 15 cases of normal gastric mucosa.

RESULTS: The expression of PTEN in gastric
cancer was low (28/54, 51.9%), and reduced
with the increased invasive depth (P = 0.004)
and clinical stages (P = 0.001), reduced histologi-
cal differentiation (P = 0.008) and occurrence
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of lymph node (P = 0.003) and long distance
metastasis (P = 0.015). The expression of MMP-9
in gastric cancer was high (41/54, 75.9%), and
increased with increased invasive depth (P =
0.04) and clinical stages (P = 0.039), reduced his-
tological differentiation (P = 0.009), and occur-
rence of lymph node metastasis (P = 0.025). The
expression of Caspase-3 in gastric cancers was
low (12/54, 22.2%), and reduced with increased
clinical stages (P = 0.015), reduced histologi-
cal differentiation (P = 0.035) and occurrence of
lymph node metastasis (P = 0.045). The expres-
sion of PTEN and MMP-9 (r = -0.543, P = 0.001),
Caspase-3 and MMP-9 (r = -0.741, P = 0.001)
were in inversely correlation, while the expres-
sion of PTEN and Caspase-3 (r = 0.515, P = 0.001)
were in positive correlation in gastric cancer.

CONCLUSION: PTEN and Caspase-3 are lowly
expressed in gastric caner, while MMP-9 is high-
ly expressed. PTEN, MMP-9, and Caspase-3 can
serve as the markers in the diagnosis and prog-
nosis of gastric cancer.

Key Words: Gastric cancer; PTEN; Matrix metallo-
proteinase-9; Caspase-3; Immunohistochemistry
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[P (% 400).
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