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Abstract

AIM: To observe the expression of transforming
growth factor-a (TGF-a), epidermal growth
factor receptor (EGFR) and proliferating cell
nuclear antigen (PCNA) as well as their correla-
tions in gastric carcinoma.

METHODS: Immunohistochemical staining (SP
method) was used to detect the expression of
TGF-a, EGFR and PCNA in specimens from 62
gastric carcinoma patients, and the pathological
characteristics were comparatively analyzed.

RESULTS: The positive rates of TGF-a, EGFR
and PCNA expression in normal gastric mucosa
were significantly lower than those in gastric
carcinoma (y* = 10.090, P < 0.05; y* = 4.373, P <
0.05; XZ = 31.230, P < 0.05), while their positive
expression rate were markedly higher in the
lowly-differentiated adenocarcinoma and mu-
cosal carcinoma than those in the highly- and
moderately-differentiated one (x* = 15.290, P <
0.05; y* = 7.779, P < 0.05; y* = 10.895, P < 0.05).
A positive correlation was observed between
TGF-a. and PCNA expression (y” = 5.158, P < 0.05)
as well as between EGFR and PCNA expression
(x* =5.322, P < 0.05).

CONCLUSION: The expression of TGF-a, EGFR
and PCNA play important roles in the carcino-
genesis and progression of gastric carcinoma,
and they may help to evaluate the prognosis of
gastric cancer patients.
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