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Abstract: Recombinant adeno—associated viral vectors (rAAV) have been extensively applied in gene therapy
for its high safety and specific targeting activity. More than 70 clinical trialshave demonstrated the efficacy of
TAAV based gene drugs. Unlike wild type AAV (wtAAV), which is able to integrate into a specific locus of human
chromosome 19, rAAV randomly integrates in chromosomes for lack of rep expression. The random integration
of rAAV may induce a potential danger in clinical. This review presents the progress of the mechanisms for
wtAAV and rAAV, and discuss the potential consequences (including carcinogenicity) that caused by the
random integration of rAAV. Moreover, the strategies, especially using Rep protein to improve the site—specific
integrationisalsoreviewed.
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