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Aucubin Inhibits the Proliferation and Migration of Cervical Cancer Cells by Activating miR — 1294/YWHAZ Signaling Pathway. YIN
Heng, LUO Quanhui, YIN Hao, et al. Obstetrics and Gynecology Center, Taihe Hospital Affiliated to Hubei Medical College, Hubei
442000, China

Abstract Objective  To study the effect of aucubin on the proliferation and migration of cervical cancer C —33A cells by regula-
ting the miR — 1294/tyrosine 3 — monooxygenase/ tryptophan 5 — monooxygenase activation protein zeta (YWHAZ) molecular axis. Meth-
ods DMEM cell culture medium was used to prepare the aucubin culture medium. Cervical cancer C —33A cells were treated with 0,
20, 40, 60, 80, 100wmol/L aucubin, respectively, and the proliferation of C —33A cells was analyzed by methylthiazolyldiphenyl - tet-
razolium bromide (MTT) experiment. The C —33A cells were divided into control group (Opmol/L aucubin treatment) and aucubin group
(80pmol/L aucubin treatment). The migration of C —33A cells was detected by cell scratch assay. The expression of miR - 1294 in the
two groups of C —33A cells was detected by real — time quantitative fluorescence polymerase chain reaction (qRT — PCR). The regulatory
relationship between miR — 1294 and YWHAZ was analyzed and verified using the MicroRNAdb database and dual - luciferase gene re-
porter experiments. The expressions of YWHAZ gene and Akt signaling pathway proteins (p — Akt, p — PRAS40, mTORC1, SGK1) were
detected by qRT — PCR and Western blot, respectively. Results The proliferative activity (A) values of cervical cancer C - 33A cells
treated with 0, 20, 40, 60, 80 and 100wmol/L aucubin were 1.02 +0.17, 0.75 £0.06, 0.61 +0.10, 0.41 +£0.05, 0.17 +£0.09,
0.47 £0.12, aucubin can significantly inhibit the proliferation of C —33A cells (F =28.90, P <0.05). The scratch healing rates of C —
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33A cells in the control group and the aucubin group were 59.28% +£9.93% and 25.75% +9.29% , respectively, and the difference was

statistically significant (1 =4.93, P <0.05). The expression of miR - 1294 in the control group and the aucubin group was 1.01 £0.62

and 10.14 +2.02, respectively, and the difference was statistically significant (£ =8.65, P <0.01). miR - 1294 could be targeted to
YWHAZ (1=8.76, P <0.01). The expression of YWHAZ mRNA in C —33A cells in the control group and the aucubin group was
4.74 +1.22 and 1.01 +0.22, respectively, and miR - 1294 could negatively regulate the expression of YWHAZ gene (¢ =6.00, P <

0.01). Compared with the control group, the expressions of YWHAZ protein and Akt signaling pathway proteins (p — Akt, p — PRAS40,

mTORC1, SGK1) in the aucubin group were significantly decreased. Conclusion Aucubin inhibits the proliferation and migration of cer-
vical cancer C —33A cells by regulating the miR - 1294/YWHAZ molecular axis.

Key words Cervical cancer; Aucubin; MiR - 1294 ; Cell proliferation; Cell migration
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