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Table 1 The sequences of primers used to generate shRNAs

Name Primer sequence
vif 37f 5-GATCCCCGTAGACAGGA TGAGGATTATTCAAGAGATAATCCTCATCCTGTCTACTTTTTA-3
vif37r 5-AGCTTAAAAAGTAGACAGGATGAGGATTATCTCTTGAATAATCCTCATCCTGTCTACGGG3
vif 90f 5-GATCCCCTATTTCAAGGAAAGCTAAGTTCAAGAGACTTAGCTTTCCTTGAAATATTTTTA-3
vif90r 5-AGCTTAAAAATATTTCAAGGAAAGCTAAGTCTCTTGAACTTAGCTTTCCTTGAAATAGGG3
vif 122f 5-GATCCCCGACATCACTATGAAAGTACTTCAAGAGAGTACTTTCATAGTGATGTCTTTTTA-3
vif122r 5-AGCTTAAAAAGACATCACTATGAAAGTACTCTCTTGAAGTACTTTCATAGTGATGTCGGGS3
vif 120f 5-GATCCCCCTATGAAAGTACTAATCCATTCAAGAGATGGATTAGTACTTTCATAGTTTTTA-3
vif 129r 5-AGCTTAAAAACTATGAAAGTACTAATCCATCTCTTGAATGGATTAGTACTTTCATA GGGG3
vif 216f 5-GA TCCCCGCA TACAGGAGAAAGAGACTTCAAGAGAGTCTCTTTCTCCTGTATGCTTTTTA-3
vif216r 5-AGCTTAAAAA GCA TACA GGA GAAA GA GACTCTCTTGAA GTCTCTTTCTCCTGTA TGCGGG3
vif 284f 5-GATCCCCGCACACAAGTAGACCCTGA TTCAA GA GATCA GGGTCTACTTGTGTGCTTTTTA-3
vif 284r 5-AGCTTAAAAA GCACACAAGTAGACCCTGATCTCTTGAA TCA GGGTCTACTTGTGTGCGGG3
vif 299f 5-GATCCCCCTGACCTAGCAGACCAACTTTCAAGAGAAGTTGGTCTGCTAGGTCAGTTTTTA-3
vif 299r 5-AGCTTAAAAACTGACCTA GCA GACCAACTTCTCTTGAAAGTTGGTCTGCTA GGTCA GGGG3
vif 300f 5-GATCCCCTGACCTAGCAGACCAACTATTCAAGAGATAGTTGGTCTGCTAGGTCATTTTTA-3
vif 300r 5-AGCTTAAAAATGACCTA GCAGACCAACTATCTCTTGAATAGTTGGTCTGCTA GGTCA GGG 3
vif 302f 5-GATCCCCACCTAGCAGACCAACTAATTTCAAGAGAATTAGTTGGTCTGCTAGGTTTTTTA-3
vif302r 5-AGCTTAAAAAACCTA GCA GACCAACTAATTCTCTTGAAATTAGTTGGTCTGCTA GGT GGG 3
vif 303f 5-GATCCCCCCTAGCAGACCAACTAATTTTCAAGA GAAATTAGTTGGTCTGCTAGGTTTTTA-3
vif303r 5-AGCTTAAAAACCTA GCA GACCAACTAATTTCTCTTGAAAATTAGTTGGTCTGCTA GGGGG3
vif 344f 5-GATCCCCTTTCAGAATCTGCTATAAGTTCAAGAGACTTATAGCAGATTCTGAAATTTTTA-3
vif 344r 5-AGCTTAAAAATTTCAGAATCTGCTATAAGTCTCTTGAACTTATAGCAGATTCTGAAA GGG3
vif 365f 5-GATCCCCATACCATATTAGGACGTATTTCAA GAGAATACGTCCTAATATGGTATTTTTTA-3
vif 365r 5-AGCTTAAAAAATACCATATTAGGACGTATTCTCTTGAAATACGTCCTAATATGGTATGGG3
vif 366f 5-GATCCCCTACCATATTAGGACGTATATTCAAGAGATATACGTCCTAATATGGTATTTTTA-3
vif 3661 5-AGCTTAAAAATACCATATTAGGACGTATATCTCTTGAATATACGTCCTAATATGGTA GGG3
vif 372f 5-GATCCCCATTAGGACGTATAGTTAGTTTCAAGA GAACTAACTATACGTCCTAATTTTTTA-3
vif372r 5-AGCTTAAAAAATTAGGACGTATAGTTAGTTCTCTTGAAACTAACTATACGTCCTAATGGGS3
vif 376f 5-GATCCCCGGACGTATAGTTAGTCCTATTCAA GAGATAGGACTAACTATACGTCCTTTTTA-3
vif 3761 5-AGCTTAAAAAGGACGTATAGTTAGTCCTATCTCTTGAA TAGGACTAACTATACGTCCGGG3
vif 404f 5-GA TCCCCA TCAAGCAGGACA TAACAATTCAAGAGATTGTTATGTCCTGCTTGATTTTTTA-3
vif404r 5-AGCTTAAAAAATCAA GCAGGACATAACAATCTCTTGAATTGTTATGTCCTGCTTGATGGGS3
vif 408f 5-GA TCCCCAGCAGGACA TAACAAGGTATTCAAGAGATACCTTGTTATGTCCTGCTTTTTTA-3
vif 4081 5-AGCTTAAAAAA GCA GGACA TAACAAGGTATCTCTTGAATACCTTGTTATGTCCTGCTGGG3
vif 414f 5-GATCCCCACATAACAAGGTAGGA TCTTTCAAGA GAAGATCCTACCTTGTTATGTTTTTTA-3
vif414r 5-AGCTTAAAAAACATAACAAGGTAGGATCTTCTCTTGAAAGATCCTACCTTGTTATGTGGGS3
vif 423f 5-GATCCCCGGTAGGA TCTCTACAGTACTTCAA GAGAGTACTGTAGAGATCCTACCTTTTTA-3
vif423r 5-AGCTTAAAAAGGTAGGATCTCTACAGTACTCTCTTGAAGTACTGTAGAGATCCTACCGGG3
vif 431f 5-GATCCCCCTCTACAGTACTTGGCACTTTCAAGA GAAGTGCCAAGTACTGTAGAGTTTTTA-3
vif431r 5-AGCTTAAAAACTCTACAGTACTTGGCACTTCTCTTGAAA GTGCCAA GTACT GTA GA GGGG 3
vif 432f 5-GATCCCCTCTACAGTACTTGGCACTATTCAAGAGATAGTGCCAAGTACTGTAGATTTTTA-3
vif432r 5-AGCTTAAAAATCTACAGTACTTGGCACTATCTCTTGAA TA GTGCCAA GTACTGTA GA GGG 3
vif 433f 5-GATCCCCCTACAGTACTTGGCACTAGTTCAA GA GACTA GTGCCAAGTACTGTAGTTTTTA-3

vif433r

5-AGCTTAAAAACTACAGTACTTGGCACTAGTCTCTTGAACTA GTGCCAAGTACTGTAGGGG3
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vif 441f 5-GATCCCCCTTGGCACTAGCAGCATTATTCAAGAGATAATGCTGCTAGTGCCAAGTTTTTA-3
vif441r 5-AGCTTAAAAACTTGGCACTAGCAGCATTATCTCTTGAATAATGCTGCTA GTGCCAA GGGG3
vif 444f 5-GATCCCCGGCACTAGCAGCATTAATATTCAAGAGATATTAATGCTGCTAGTGCCTTTTTA-3
vif444r 5-AGCTTAAAAAGGCACTAGCAGCATTAATATCTCTTGAATATTAATGCTGCTA GTGCCGGG3
vif 445f 5-GATCCCCGCACTAGCAGCATTAATAATTCAAGAGATTATTAATGCTGCTAGTGCTTTTTA-3
vif 445r 5-AGCTTAAAAAGCACTAGCAGCATTAATAATCTCTTGAATTATTAATGCTGCTAGTGCGGG3
vif 446f 5-GATCCCCCACTAGCAGCATTAATAAATTCAAGAGATTTATTAATGCTGCTAGTGTTTTTA-3
vif 446r 5-AGCTTAAAAACACTAGCAGCATTAATAAATCTCTTGAATTTATTAATGCTGCTAGTGGGG3
vif471f 5-GATCCCCACAGATAAAGCCACCTTTGTTCAAGAGACAAAGGTGGCTTTATCTGTTTTTTA-3
vif471r 5-AGCTTAAAAAACAGATAAAGCCACCTTTGTCTCTTGAACAAAGGTGGCTTTATCTGTGGG3
Vvif 475f 5-GATCCCCATAAAGCCACCTTTGCCTATTCAAGAGATAGGCAAAGGTGGCTTTATTTTTTA-3
Vvif475r 5-AGCTTAAAAAATAAAGCCACCTTTGCCTATCTCTTGAATAGGCAAAGGTGGCTTTATGGG3
vif 481f 5-GATCCCCCCACCTTTGCCTAGTGTTATTCAAGAGATAACACTAGGCAAAGGTGGTTTTTA-3
vif481r 5-AGCTTAAAAACCACCTTTGCCTAGTGTTATCTCTTGAATAACACTA GGCAAA GGTGGGGG3
Vvif 489f 5-GATCCCCGCCTAGTGTTAGGAAACTGTTCAAGAGACAGTTTCCTAACACTAGGCTTTTTA-3
vif489r 5-AGCTTAAAAAGCCTAGTGTTAGGAAACTGTCTCTTGAACAGTTTCCTAACACTAGGCGGG3
0ag1607f 5-GATCCCCAATAGTAAGAATGTATAGCCCTTCAA GA GAGGGCTATACATTCTTACTATTTTTTTA-3
gag1607r 5-AGCTTAAAAAAATAGTAAGAATGTATAGCCCTCTCTTGAAGGGCTATACATTCTTACTATTGGG3
lucf 5-GATCCCCGTGCGCTGCTGGTGCCAACTTCAA GAGAGTTGGCACCAGCAGCGCACTTTTTA-3

lucr

5-AGCTTAAAAAGTGCGCTGCTGGTGCCAACTCTCTTGAA GTTGGCACCA GCA GCGCACGGG3

Sequence initalicsis the SRNA targeting sequence.
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Sreening of Highly Effective siRNA Sequence Targeting to HIV-1 vif and the
L entiviral-mediated Antiviral Research invitro

ZHANG Tao, CHENG Tong, ZHANG Yali , WEI Li-hua, CAl Yi-jun, ZHANGJun,
ZHU Hua,HAN Jia-huai ,XIA Ning-shao”

(National Institute of Diagnostics and Vaccine Development in Infectious Diseases, Xiamen University, Xiamen 361005, China)

Abstract :Discovery of the RNA interference (RNAi) pathway hasled to exciting new strategiesfor develo-
ping HIV treatment. This study was to find out the highly effective and conserved s RNA target sequences
for improving RNAi-based therapy against the HIV-1 We constructed 30 shRNA expression plasmidsfor
expresdng different SRNAstargeted to HIV-1 vif and co-trandected them with the pNL4-3 to scorefor its
ability to inhibit the expresson of p24 protein of HIV-1 Then, the highly effective SRNAs targeting se-
guences were selected to align with 625 HIV-1 sequences in database including all HIV-1 subtypes to ana
lyze their conserved character. In addition, vif37 the highly efective and most conserved target sequence
was confirmed of its sequence specific inhibition by independent reporter assays M T-4 cell transduced
with lentiviral shRNA-vif37 vector could inhibit HIV-1wa4s replication in vitra Moreover , M T-4-vif 37
cloned from transduced M T-4 cell could stably express shRNA-vif37 and inhibit virus replication more effi-
ciently when challenged with high titer virus These results showed that RNAi has great potential asan an-
tivird gene therapy gpproach and supports the &forts to develop treatment for HIV-1-infected individua s.
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