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Abstract: Objective To explore the relationship between the expressions of chromosomal region mainte-
nance 1 (CRM1) and suppressor of cytokine signaling 1 (SOCS1) and the progression, clinicopathological fea-
tures and prognosis of gastric cancer. Methods Immunohistochemistry was used to detect the expressions of
CRM1 and SOCSI in 27 cases of low-grade intraepithelial neoplasia, 26 cases of high-grade intraepithelial neo-
plasia, 67 cases of advanced gastric cancer and in 67 cases of corresponding paracancer tissues. The expression
changes of CRM1 and SOCSI in different pathological gastric mucosa were analyzed as well as their relationship
with clinicopathologic features of gastric cancer. Kaplan-Meier Plotter, univariate and multivariate Cox were

used to analyze the related factors affecting the prognosis of patients with gastric cancer. Results The ex-

pression of CRMI1 in gastric cancer tissues was higher than that in cancer-adjacent tissues, while the expression

of SOCSI1 was lower than that in cancer-adjacent tissues and neoplastic tissues ( P <{0. 05). The high expres-
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sion of CRMI1 in gastric cancer tissues was related to invasion depth and lymph node metastasis ( P <{0. 05).

Survival analysis showed that high expression of CRM1 suggested poor prognosis ( P <{0.05), and the expres-

sion of SOCSI1 was not correlated with prognosis ( P >>0. 05). In gastric cancer tissues, there was no signifi-

cant correlation between the expressions of CRM1 and SOCS1 (R = —0. 025, P =0. 842).

Conclusion

CRM1 and SOCSI are involved in the development of gastric cancer, and high expression of CRM1 may be in-

volved in malignant progression of gastric cancer such as invasion and metastasis.
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