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[ Abstract]
(TGF-B,) in gastric carcinoma tissue with Helicobacter pylori (HP) infection and without Helicobacter pylori

Objective To detect the expression and disposition of transforming growth factor beta 1

infection and to analyze the correlation between the expression of TGF-B, and the clinical pathological
characteristics. Methods Total of 39 cases with gastric carcinoma were collected from gastroscopy with or
without Helicobacter pylori infection were determined by rapid urease test ( RUT) combined with Giemsa
staining. The levels of TGF-B, were compared by frozen section method for immunohistochemical staining.
Results The positive rate of TGF-f, expression in HP-positive gastric carcinoma patients was significantly
higher than that in HP-negative patients (P < 0.05). The TGF-B, expression levels were significantly
different among the stage [ group and the stage I, I, IV group; which was the same to T1 depth of
invasion and T2, T3, T4 depth of invasion (P < 0.05 ). Frequently, the TGF-B, staining was strong in
gastric sinet-ring cells. Conclusions There is a significant correlation between the expression of TGF-3,
and Helicobacter pylori infection in gastric carcinoma tissue. TGF-B, plays an important role in the
pathogenesis of gastric carcinoma. It could be a molecular marker in early diagnosis, treatment and prognosis
in the gastric carcinoma. Helicobacter pylori may play an important role in the development of gastric
carcinoma through TGF-B, signal pathway.
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