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Development of ultrasound microbubbles carrying genes for

resist renal interstitial fibrosis

XIAO Huan, TANG Yi®
(Department of Ultrasound, Childrens Hospital of Chongqing Medical University, Chongqing 400014, China)

[Abstract] With the improving of preparing technology of ultrasound microbubbles and the understanding of mechanism of
renal fibrosis, ultrasound-microbubble-mediated gene therapy of renal fibrosis has got some success. Compared with other
gene transfection, this method is more efficient and safe. In this article, the development of ultrasound microbubbles carry-
ing genes for resist renal interstitial fibrosis were reviewed.
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