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Suppression of human immunodeficiency virus type 1 replication by its mutants
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Mla gag-MA Fi3
Ml1hb gag-MA A
M2Za gag-MA i3
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pro, protease ; RT, reverse transcriptase ; endo, endonuclease ; SU,
surface ; TM, transmembrane. ##®IZ2WTid, X528,
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Some of the gag and env mutants were found to

The effective sites were mapped to

These mutants are useful for future gene therapy



