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Human Retrotransposons
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At least 35% of the human genome is made up of transposon DNA. Retrotransposons are potential causal agents of human disease. The “mas
t~ human mobile element, L1 retrotransposon, has 5" ,3" -UTR and two ORFs which encode a sequence-specific RNA-banding protein and a protein
containing an endonuclease (EN) domain and a reverse transcriptase (RT) domain. 1t~ s likely that L1 undergoes target-primed reverse transcri
ption in order to carry out retrotransposon. The mobilization of the non-autonomous retrotransposons, such as Alu and processed pseudogens, r

equire a cellular source of reverse transcriptase, which is most likely encoded by L1.

PR KM FEPDFIY LSS

5 45382066 A7 17 H] .

FIpEAL: i ERREE R AP SO A E A A S Btk JRRUHTEARA X K B 154
RS- 010-64888459 L HE: 010-64889892 HB4m: 100101 Email: prog@sunb. ibp. ac. cn
KAL) 2= AT W, BER IR 010-62862645, [M4il: http://www. e-tiller. com

5UICP4:050027945



