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Expression and clinical significance of miR-23a and MTSSI in diffuse large
B-cell lymphoma
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[ Abstract] Objective:To investigate the expression and clinical significance of miR-23a and Mtssl in large B-cell lymphoma.
Methods :65 lymph node tissue specimens of DLBCL patients were selected as observation group,and 35 RH patients as control group.
Real-time quantitative fluorescent PCR and immunohistochemical SP method were used to detect the expression of miR-23a and MTSS1
in the two groups of lymph nodes. To analyze the relationship between the expression of miR-23a and MTSS1 and the clinicopathological
parameters of DLBCL patients and the prognosis of DLBCL patients. Results; The expression level of miR-23a in the observation group
was significantly higher than that in the control group,the expression level of MTSS1 was significantly lower than that in the control
group (¢=7.693,16.853,P <0.01). Correlation analysis showed that there was a negative correlation between miR-23a and MTSS1
expression ,and the difference was statistically significant (r = —=0.512,P <0.01). The expression of miR-23a and MTSS1 was not sig-
nificantly correlated with age and sex of DLBCL patients (P >0.05) ,which was significantly correlated with Ann Arbor stage,lymph
node metastasis and IPI score (P <0.05). After 3 years follow-up of DLBCL patients, the survival rate of patients with high expression
of miR-23a was significantly lower than that of patients with low expression. The survival rate of patients with positive MTSS1 was signif-
icantly higher than that of negative patients (x> =5.180,4.842,P <0.05). Conclusion : The expression of miR-23a and MTSSI in
DLBCL is negatively correlated and is related to the survival rate of DLBCL. miR-23a may be a target gene of MTSSI.
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