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Fig. S1. The influence of dasatinib on c-Src activation of A2780 cells. The expression of c-Src
and p-Src (Tyr 416) was detected by western blots after 24 h-treatment. Quantitation had been
statistically analyzed by Microsoft Excel 2013 and displayed in column charts as Means + SD
for three independent experiments by Graphpad Prism 6.0c.
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Fig. S2. The influence of dasatinib on MTT absorbance of A2780 cells. MTT absorbance was
detected after 24 h-treatment. Data had been statistically analyzed by Microsoft Excel 2013 and
expressed as Means + SD for three independent experiments.
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Fig. S3. Influence of paclitaxel treatment on cell viability under normoxia and hypoxia. The
effect of 24 h paclitaxel treatment on cell viability in normoxic and hypoxic condition was
detected by MTT assay. Data had been statistically analyzed by Microsoft Excel 2013 and
displayed in column charts as Means + SD for three independent experiments by Graphpad
Prism 6.0c, ** p < 0.01, compared with normoxia control groups.
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Fig. S4. The influence of FV-429 on HIF-10, Hexokinase II and VEGF expression under
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hypoxia. After 24 h-treatment of FV-429, the expression of HIF-1a, Hexokinase II and VEGF
was detected by western blots. Protein expression change was represented by densitometric
analysis. The results are representative of three independent experiments and expressed as Means
+ SD, ** p < 0.01, compared with normoxia control groups, ™ p < 0.01, compared with hypoxia
control groups.
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Fig. S5. Influence of FV-429 on intracellular ROS level under hypoxia. After 24 h-treatment
with FV-429, the intracellular ROS level was assessed by ROS Detection Kit (KeyGene,
Nanjing,China) and detected by flow cytometry. Relative level of ROS was calculated and
analyzed by Excel 2013 and expressed as MeanstSD for three independent experiments
Graphpad Prism 6.0c. ** p < 0.01, compared with normoxia control groups, * p < 0.05, compared
with hypoxia control groups.
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Fig. S6. The influence of FV-429 on ERK2, p-p53 and p53 expression in nucleus under
hypoxia. After 24 h-treatment of FV-429, the expression of ERK2, p-p53 and p53 in nucleus was
detected by western blots. Protein expression change was represented by densitometric analysis.
The results are representative of three independent experiments and expressed as Means + SD, *
p <0.01 and ** p <0.01, compared with normoxia control groups.
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Fig. S7. The influence of FV-429 on p-Akt and Akt expression under hypoxia. After 24
h-treatment of FV-429, the expression of p-Akt and Akt was detected by western blots and
p-Akt/Akt ratio was analyzed. Protein expression change was represented by densitometric
analysis. The results are representative of three independent experiments and expressed as Means
+ SD, ** p < 0.01, compared with normoxia control groups, ™ p < 0.01, compared with hypoxia



control groups.



