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EXPRESSION OF ATPASE FAMILY AAA DOMAIN-CONTAINING PROTEIN 2 IN DIFFERENT GASTRIC LESIONS AND ITS SIG-
NIFICANCE  JI Huihui,» ZHOU Xuan ,» XU Jin, LI Haiyan, XIANG Fenggang  (Department of Pathology, Qingdao Uni-
versity Basic Medicine College, Qingdao 266021, China)

[ABSTRACT] Objective To examine the expression of ATPase family AAA domain-containing protein 2 (ATAD2) in dif-
ferent gastric lesions and its significance.  Methods A total of 12 fresh gastric adenocarcinoma specimens and the adjacent normal
tissue specimens were collected, and the expression of ATAD2 mRNA was measured using quantitative real-time PCR (RT-
qPCR). ATAD2 protein expression in 121 gastric adenocarcinoma and the adjacent normal tissues, 121 non-neoplastic gastric tis-
sues, and 29 high-grade and low-grade intraepithelial neoplasia tissues were determined by immunohistochemistry (IHC).  Re-
sults  The RT-qPCR results showed that ATAD2 mRNA expression was significantly upregulated in fresh gastric adenocarcinoma
tissues than in the adjacent normal tissues (1 =4.664,P<0.01). IHC staining revealed that ATAD2 was not expressed in non-neo-
plastic gastric tissues, lowly expressed in high-grade and low-grade intraepithelial neoplasia tissues, and highly expressed in 23
(23/121) gastric adenocarcinoma tissues. In addition, ATAD2 protein expression was significantly higher in gastric adenocarcinoma
tissues than in the adjacent normal tissues (z =—12.588,P<C0.01) , and higher in low-grade intraepithelial neoplasia tissues than in
non-neoplastic tissues (z = —17.984, P <(0.01). We also found higher ATAD2 protein expression in gastric adenocarcinoma and
high-grade intraepithelial neoplasia tissues than in low-grade intraepithelial neoplasia tissues (2 = —2.531, —2.285, respectively,
both P<C0.05). However, there was no significant difference in the level of ATAD2 expression between gastric adenocarcinoma and
high-grade intraepithelial neoplasia and between chronic atrophic gastritis and chronic superficial gastritis (both P >>0.05). Further-
more, ATAD2 expression in gastric adenocarcinoma tissues was correlated with tumor size and degree of differentiation (X? =
5.506,8.412, respectively, both P<C0.05), but not with age, sex, lymph node metastasis, depth of infiltration, and TNM stage
(P>>0.05). Conclusion ATAD?2 is involved in the development and progression of gastric adenocarcinoma, and its expression
may serve as a valuable marker for the clinical determination of the nature of certain gastric mucosal lesions.
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