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HIV-1 has two phenotypeswhich are using CCR5 called R5, or CXCR4 called X4
for its entry, respectively. It is well known that R5 virus is dominant throughout of the infection,
while X4 virus emerges at late stage of infection, and associated with disease progression. This
study suggested that HIV-1 is not switched from R5 to X4 virus, but both viruses are maintained in
the same individuals, Although X4 virus replication is restricted in early stage of infection, X4
virus would be emerged by overcoming the replication of R5 virus at late stage of infection.
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