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ABSTRACT: The main obstacles to HIV eradication with highly active antiretroviral therapy (HAART) contain severe side effects
and high cost of treatment. The viral entry is mediated by specific interaction of the viral envelope (Env) glycoprotein with CCRS
co-recepter which is an endogenous chemokine receptor on CD4"T cells. Cells which are homozygosity for the CCR5A 32 confer highly
resistance to HIV-linfection (RS type). Bone marrow transplantayion from the homozygote CCR5 A 32 mutation to HIV-1 infected
patients can reduc HIV viral load to undetectable level and maintain CD4*T cell population. Because of the low rate of CCR5 A 32
mutation and difficult to matching, CCR5 A 32 defected hematopoietic stem cell transplantation cannot be widely used in AIDS clinical
treatment. However, using Zinc Finger Nucleases (ZFNs) and transcription activator-like effector nucleases (TALENs) to modify CCRS
gene and reinfuse into the body has shed a light on the HIV treatment strategies. It can resist the infection of CCR5-tropic HIV-1, stabilize
CD4*T-cell counts and finally eliminate HIV-1. Because cord blood stem cell transplantation has advantages such as lower requirements
of matching than bone marrow transplantation, thus makes it a target cell for gene modifying therapy with great application prospect.
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