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Finding a Chink in the Armor:
Investigating the Structure of HIV
(Figure: S. Subramaniam, CCR)
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to its receptor. The conformations of
the Env structure. This more open
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conformation is similar to the structure
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of Env bound to both CD4 and 17b,
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induced by the natural CD4 receptor.
the structure of Env on intact viruses
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