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Expressions of FAT4, CUL4 and YAP in gastric cancer and their
clinical significance

Ya Fu, Zhi-wu Lii, Xiao-yu Liu, Jian-wei Wu, Yu-qing Guo
(Department of Digestive Medicine, Shenzhen Baoan District People’s Hospital,
Shenzhen, Guangdong 518101, China)

Abstract: Objective To investigate the role and mechanism of FAT4, CUL4 and YAP in involvement
of Hippo pathway in invasion of gastric cancer cells. Methods Immunohistochemistry was used to detect the
expressions of FAT4, CUL4 and YAP in gastric cancer tissues and normal gastric tissues, and their relationships
with clinicopathological characteristics of the patients with gastric cancer were analyzed. Western blot assay was
used to detect the protein expressions of FAT4, CUL4 and YAP in the gastric cancer tissues and the normal gastric
tissues. Results There was no significant difference in the positive expression rate of FAT4, CUL4 or YAP between
the gastric cancer patients with different sexes and different pathological types (P > 0.05). There were statistically
significant differences in the positive expression rates of FAT4, CUL4 and YAP between the gastric cancer patients
with different degree of tumor differentiation and between the patients with and without lymph node metastasis
(P < 0.05), the positive expression rates of FAT4, CUL4 and YAP were higher in the patients with higher degree of
differentiation and without lymph node metastasis. The expressions of CUL4 and YAP in the gastric cancer tissues

increased compared with the normal gastric tissues (P < 0.05), while the expression of FAT4 in the gastric cancer
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tissues was lower than that in the normal gastric tissues (P < 0.05). Conclusions FAT4 inhibits the invasion of

gastric cancer cells through regulation of Hippo-YAP signaling pathway. CUL4 promotes gastric cancer cell invasion

through regulating Hippo-YAP signaling pathway.
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