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3 Construction of recombinant viruses. Six
different types of recombinants were constructed :
(i) P, NL4-3 backbone with patient-derived Gag
and PR; (i) P™™*® NL4-3 backbone with
patient-derived Gag and PR but P453L°% was
converted to wild-type; (iii) P™™% NL4-3
backbone with patient-derived Gag and PR but
E35D™ was converted to wild-type; (iv)
45330735788 NI 4-3  backbone including the
substitutions of P453L°%, D30N® ,E35D™ and
N88DR; (v) N*™5¥%%/8 NI 4-3 backbone including
the substitutions of P453L°%, D30N™® | and
N88D™ (vi) N*3”% NL4-3 backbone including
the substitutions of D30N™™ and N88D™.
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