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In Vitro Study of the Effects of Low-Intensity Ultrasound on Vascular
Endothelial Cells After Exposure to Irradiation

LI Xiang', SHEN Qiang’, KUANG Dai-jun'
(1. Department of Stomatology, Huangpu Division, The First Affiliated Hospital, 2. College of Stomatology,
SUN Yat-sen University, Guangzhou 510700, China)

- Abstract; [Objective] To study the effects of low-intensity ultrasound (LIUS) on the prolifera-
tion of vascular endothelial cells(VEC) after exposure to irradiation and the expression of kinase do-
maine receptor (KDR). [Methods ]The third passage cells were plated at a dentsity of 5 x 10* cells/
well into six-well plates, and irradiated with 1. 25 MeV v-ray from a %°Co source at the doses of 0, 3,
6, 9 Gy. The experimental group cells were insolated in 12. 24 hours after irradiation by LIUS
(power: 0.8 W/cm?, frequency; 1.6 mHz). The control group’ s power was 0. The proliferation of
VEC and the expression of KDR were observed. [ Results ] When the irradiation dose was 0, 3, 6 Gy,
the cell count ( x 10*/well) was 22.07 +1.83, 21.67 +1.45, 12.76 0. 74 in the experimental
group, and 20.08 +0.49.8.44 +1.48.4.76 0. 13 in the control group, repectively. The number
in the experimental group was higher than that in the control group ( P <0.05). LIUS had significant
effect on increasing the expression of KDR in normal VEC received 0 or 3 Gy radiation. [Conclusion]
LIUS can improve the growth of irradiated VEC and the expression of KDR in VEC.
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