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ABSTRACT Objective: To investigate the effect of suppressor of cytokine signaling (SOCSI1) gene silencing of dendritic cells
(DCs) on the immune effect of cervical cancer cells in the tumor bearing mouse model of cervical cancer cell TC-1. Methods: The tumor
bearing mouse model of cervical cancer cell line TC-1 was constructed. The lentivirus vector containing SOCS1 silencing gene was
infected with DCS cells. After cellular immunization of tumor bearing mouse, the tumor growth and survival rate of mouse were
monitored, the cleavage rate of spleen cells to TC-1 cells in vitro and the expression of yinterferon (IFN-v) and interleukin-12 (IL-12)
were detected. Results: DCs SOCS1 gene silencing can prolonged the survival of mouse, enhanced the inhibitory effect of DCs on tumor
growth in vivo, enhanced the lysis rate of mouse spleen cells to TC-1 cells in vitro (P<0.05), increased the expression of IL-12 factor in
serum of mouse (P<0.05) and IFN-yexpression of mouse spleen cells (P<0.05). However, the number of effector cells in spleen of mouse
was not affected (P>0.05). Conclusion: In vivo experiments in mouse show that DCs SOCS1 gene silencing could enhance the killing
effect of effector cells on tumor cells in mouse to a certain extent.
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Fig.1 Histopathological identification of tumor tissue in TC-1 cell transplanted mouse

Note: A: hematoxylin eosin staining, X 100. B: Hematoxylin eosin staining, X 400.
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Fig. 2 Changes of tumor volume in different groups of mouse Fig.3 Lysis rate of TC-1 cells by splenocytes of different groups of mouse
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Fig. 6 Number of anti HPV16 E7 splenocytes produced by different groups
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