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[Abstract] Objective To explore the effect of on occurence,development,and metastasis of gastric adenocar-
cinoma. Methods Based on immunohistochemical S-P method, the expression of HDGF in gastric adenocarcinoma
tissues of 60 cases and normal gastric epithelial tissues of 32 cases were detected, as with vascular endothelial growth
factor(VEGF) in gastric adenocarcinoma tissues. Compared the expression of HDGF in both tissues and analyzed the
relationship between HDGF and clinical pathology, VEGF. Results The positive rate of HDGF in gastric adenocarci-
noma tissues was 68.3%, significantly higher than 25.0% in normal gastric epithelial tissues (3’=15.752, P<0.01). The
expression of HDGF was significantly correlated to immersion degree (3°=6.459, P=0.011) and lymph node metastasis
(¢’=5.844, P=0.016). HDGF was positively correlated to VEGF. Conclusion HDGF in gastric adenocarcinoma tis-

sues was greater than normal gastric epithelial tissues, as well as it was closely correlated to immersion degree, lymph
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node metastasis and VEGF. HDGF may have great effect on occurence, development, and metastasis of gastric adeno-

carcinoma.
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