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IL-17A promotes intraperitoneal metastasis of ovarian cancer
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Abstract Objective: To investigate the effect of interleukin—17A (IL-17A) on intraperitoneal metastasis of ovarian cancer(OvCa).
Methods: Wild—type (WT) mice and IL.-17A-deficient (IL-17A) mice with C57BL/6 genetic background were used as research subjects.
The effect of endogenous IL-17A on OvCa intraperitoneal metastasis was evaluated by intraperitoneal injection of syngeneic mouse ovarian
cancer cell line ID8. MTT assay was used to detect the effect of recombinant mouse IL-17A (rmlL-17A) on ID8 cells proliferation. Wound
healing assay was used to detect the effect of rmIL—17A on ID8 cells migration. Transwell invasion assay was used to detect the effect of
rmIL—~17A on the invasion ability of ID8 cells. Results: Compared with IL-17A7 mice, much denser tumor nodules were observed on the
surface of mesentery, retroperitoneal lymph nodes, spleen and kidney in WT mice, and the number of nodules in the abdominal cavity was
significantly increased (all P<0.01). In vitro results showed that rmIL—17A had no effect on ID8 cells proliferation. Compared with control
group, rmIL—17A at 10 ng/mL could promote the migration of ID8 cells after 6 h, and rmIL-17A at 1 ng/mL and 10 ng/mL could significantly
promote the migration of ID8 cells after 12 h  (all P<0.05). Compared with control group, after 24 hours of intervention, 1 ng/mL and 10 ng/mL
rmIL-17A both promoted the invasion of ID8 cells(all P<0.05). Conclusion: IL-17A can enhance the intraperitoneal metastasis of OvCa.
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