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BACKGROUND RESERVOIR CLONES SHOW POOR LATENCY REVERSAL HIV INFECTED CLONES EXHIBITED
DESPITE ROBUST PROLIFERATION HETEROGENOUS CTL RESISTANCE
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soluble CD3/CD28 induced latency reversal as indicated by p24 Gag expression.
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Figure 4: CTL Resistance and Susceptibility in HIV-Infected Clones Compared to Uninfected Clones
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(B) CTL-Mediated Killing Susceptibility: The 603 ZNF486 infected clone was more susceptible to CTL killing than three
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