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Expression of FAF1 protein in gastric carcinoma and the relationship with HP infection”
Liu Aiqun' ,Ge Lianying' ,Luo Yuan® ,Lin Sitong®
(1. Department of Endoscope ;2. Department of Pathology sthe Af filiated Tumor Hospital of
Guangxi Medical University , Nanning 530021, China)
Abstract: Objective To investigate the expression of Fas associated factor 1(FAF1) protein in gastric cancer and the relation-
ship with Helicobacter pyloriCHp) infection,as well as its possible mechanism. Methods  Immunohistochemistry was used to de-
tect FAF1 expression in 40 gastric cancer tissues and 40 corresponding gastric normal tissue,and terminal deoxynucleotidyl trans-
ferase-mediated nick end labeling( TUNEL) was used to detect cell apoptosis,while Helicobacter pylori infection was detected by
HE staining.methylbenzene amine blue staining and Warthin-Starry silver staining(W-S) methods. Results FAF1 positive expres-
sion rate was 37.50% in 40 cases of gastric cancer tissues,while 72. 50% in 40 cases corresponding gastric normal tissues., signifi-
cant difference was found between the two groups(P<C0. 05) ; FAF1 protein has no significant correlation in gastric cancer patients
by tumor invasion, size, clinical stage and lymph node metastasis(P>>0. 05) ,but the degree of tumor differentiation. FAF1 expres-
sion of low or non-differentiated gastric cancer was significantly lower than that of well-differentiated ones(73. 08% vs 64.29%,
P=0.010 2). Apoptosis index was significantly lower in FAF1 negative expression group than that in FAF1 positive expression one
(P=0.011 0). FAF1 positive expression rate in Hp-positive group was significantly lower than that in Hp-negative group in gastric
tissue,and there was a significant difference between the two groups(P<C0. 05). Conclusion Gastric carcinogenesis may be associ-
ated with low expression of FAF1, and Hp infection may contribute to the gastric carcinoma differentiation and apoptosis by down-
regulating the expression of FAF1 protein.

Key words: stomach neoplasms; helicobacter pylori;fas-associated factor 1
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