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[Abstract] Objective To explore the inhibition role of araloside B4 on the proliferation and migration of
human cervical cancer Hel.a cells for revealing the molecular mechanism of Notch signal pathway in the inhib-
iting cancer process of araloside B4. Methods The in vitro cultured human cervical cancer Hel.a cells served
as the study objects. The experiment was divided into the negative control group, anemoside B4 treatment
group (20 mg/mL),Jagged]l treatment group and Jaggedl +anemoside B4 treatment group (20 mg/mL). The
changes of proliferation and migration ability after 48 h in the araloside treatment group and control group
were observed. The Western blot was used to detect the expression of Notch signal pathway related molecular
expression and level of autophagy related protein Beclin 1 and Atg5. Results Compared with the control
group,anemoside B4 could significantly inhibit the proliferation of Hel.a cells (P <{0. 05). Anemoside B4
could inhibit Notch signaling pathway and promote the expression of autophagy related molecule Beclin 1 and
Atg 5 (P<C0.05). Jaggedl was used to induce the inhibitory effect of Anemoside B4 on Hel.a cells after acti-
vation of Notch signaling pathway. Conclusion Araloside can inhibit the Notch signal pathway, thus induce
the autophagy occurrence for influencing the proliferation and migration of cervical cancer Hel.a cells.
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