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amplified as a single piece, followed by 2" round PCR for gp120 env and
nef sequences. Tissues positive for env and nef were followed by pol
amplification to analyze for drug resistance-associated polymorphisms.

leading to death, which corresponds in both gene trees with the expansion
of clades containing near-identical RNA and DNA sequences from spleen
and lymph node (G-J).

containing identical sequences and highly evolved sequences were apparent.
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