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ABSTRACT Objective: Ovarian cancer is a common gynecologic disease with high mortality. Currently, there are few molecular
targeted drugs. So it's significant to develop efficient new drugs with low toxicity targeted ovarian cancer. The aim of this study is to
investigate the effect of Cardamonin (CAR) on ovarian cancer SKOV3 cell proliferation by regulating autophagy. Methods: SKOV3 cells
were cultured in vitro and treated with different drugs. The autophagic vesicle with MDC stains were observed by a fluorescence
microscope and the protein expression of autophagic protein LC3 was detected by Western blot. Cells proliferation was assayed with
MTT method and flow cytometry was used to detect cells apoptosis. Results: The autophagy inhibitor 3-MA significantly decreased the
MDOC stained fluorescent dots and the expression of LC3 Il protein in SKOV3 cells. Cell proliferation was also significantly inhibited by
3-MA. However, both MDC stained fluorescent dots and the expression of LC3 Il protein were markedly increased in SKOV3 cells
treated by CAR  (high- and low-dose), rapamycin and AZD8055 combined with 3-MA, and, furthermore, cell proliferation inhibition and
cell apoptosis were distinctly increased. High-dose of CAR had a stronger effect compared with low-dose. Conclusion: CAR could inhibit
the SKOV3 cell proliferation and induce autophagy and apoptosis in SKOV3 cells. CAR is expected to become the lead compound for
drug therapy of ovarian cancer. This study provided experimental and theoretical basis for further development of these compounds.
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Fig.1 Pictures of MDC stained SKOV3 cells treated by CAR combined with 3-MA for 24 h
A. Control;B. 3-MA;C. CAR1 + 3-MA;D. CAR2 + 3-MA; E. RAP + 3-MA;F. AZD+ 3-MA
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Fig.2 The protein expression of LC3 after combined treatment of CAR
with 3-MA
1. Control ;2. 3-MA ;3. CARI + 3-MA ;4. CAR2 + 3-MA ;5. RAP +
3-MA;6. AZD + 3-MA
7E:5 Control ZAEL : #P < 0.05,##P < 0.01,
Note: Compared with Control group: #P < 0.05, ##P < 0.01.
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Fig.3 the effect of SKOV3 cell proliferation by treatment of CAR
combined with 3-MA
7E:5 Control ZHEE : ##P < 0.01; 5 3-MA 4AEE : **P <0.01,
Note: Compared with Control group; ##P < 0.01; compared with 3-MA
group: **P < 0.01.
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Fig.5 Cell apoptosis rates of SKOV3 cells treated by CAR combined with
3-MA
7£:5 Control ZHLE : ##P < 0.01,
Note: Compared with Control group: ##P <0.01.
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