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Effects of ultrasound plus Paclitaxel loaded microbubbles on the

proliferation and apoptosis of ovarian carcinoma A2780/DDP cells
LIU Hongxia' , CHANG Shufang' , SUN Jiangchuan', WANG Zhigang’
(1. Depariment of Obstetrics and Gynecology; 2. Institute of Ulirasound and Image,
the Second Affiliated Hospital, Chongging Medical University )
[ Abstract] Objective:To evaluate the proliferative and apoptosis effects of Paclitaxel loaded microbubbles plus ultrasound on ovarian
cancer A2780/DDP cell strain. Methods: A2780/DDP cell strain was randomly divided into five groups: control group, Paclitaxel
group , Paclitaxel plus ultrasound irradiation group, microbubbles loaded with Paclitaxel group and microbubbles loaded with Paclitaxel
plus ultrasound irradiation group. The proliferative activity of human ovarian cacinoma cell line A2780/DDP was measured by MTT as-
say at 24, 48 h and 72 h after the treatment and the apoptosis was analyzed by Hochst 33258 and TUNEL staining methods. Results :
Resutls from MTT showed that the inhibitory rate of Paclitaxel loaded microbubbles plus ultrasound irradition group were (37.20 +
2.01)% ,(51.60 £2.10)% and(57.47 £2.85) % respectively at 24, 48 h and 72 h after the treatment, significantly higher than
those in the other groups (P <0.05). Results from Hochst 33258 and TUNEL staining indicated that the apoptosis rate was (46. 10 +
4.15)% in microbubbles loaded with Paclitaxel plus ultrasound irradiation group at 24 h after the treatment , obviously higher than those
in the other groups (P <0.05). Conclusion: Paclitaxel loaded microbubbles plus ultrasound irradiation can suppress the growth and

induce the apoptosis of A2780/DDP cell.
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