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Expression and Significance of HIF —1«, VEGF in Errucous Gastritis. Bu Yufeng, Zhang Xiaohai,Zhang Hongtao,Sang Xudong , Gao
Ligin , Chu Liyjuan ,Shi Huijjuan. Zhejiang Provincial Prevention Research Institute of Dermatosis, Zhejiang 313200, China

Abstract Objective To observe the expression of HIF — 1, VEGF in gastric mucosa of verrucous gastritis, to explore the possible
pathogenesis of verrucous gastritis. Methods All 94 cases patients in accordance with the endoscopic diagnostic criteria of verrucous gas-
tritis were classified on the basis of endoscopic features,of which 46 cases belonged to immature, and 48 cases mature. From the mucosal
protrusion and the flat gastric mucosa,5cm from the edge of elevated lesion,two pieces of gastric mucosal specimens were obtained. Moreo-
ver, as the control,30 cases of chronic superficial gastritis were diagnosed through endoscope and pathology,in which two pieces of gastric
mucosal specimens in antral lesser curvature were obtained. Hp was detected with 14C - labeled urea breath test. HIF — 1o, VEGF expres-
sions of gastric mucosa were detected with immunohistochemical EnVision two — step test. Results The expressions of HIF — 1o, VEGF in
focus adjacent tissues of verrucous gastritis were obviously enhanced than those of the flat of focus adjacent tissues( P <0.01). The expres-
sions of HIF — 1o, VEGF in focus adjacent tissues of immature and mature verrucous gastritis were obviously enhanced than those in the
control (P <0.01,P <0.05). But the difference between the two groups was insignificant (P > 0.05). The expressions of HIF — 1« in fo-
cus tissues of verrucous gastritis was obviously positive — related with the expressions of VEGF (r =0.729,P <0.01). Conclusion There
is enhanced expression of HIF — 1« and its downstream factor VEGF in mucosal raised focuses of verrucous gastritis which may take part in
the formation and development of verrucous gastritis.
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