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Figure 18. Système immun dans la muqueuse intestinale

Clinical latency

A progressive decrease in the level of CD4 T-cells is the hallmark of the HIV-induced immune
deficiency. A fall from the normal levels of approximately 1000 CD4 cells/ul occurs during acute HIV
infection. After seroconversion, the level of CD4 lymphocytes again rises, but rarely returns to normal
values. Later, during the chronic phase of HIV infection, there is a progressive loss of about 70
cells/ul per year. However, the speed at which immune deficiency progresses is extremely variable
between individuals. In rare cases, AIDS may appear as early as one or two years after infection. An
incubation period of 10 years is more typical, whereas rare patients, called long term non-progressors,
show no evidence of damage to the immune system at all and survive many years with low viremia
and a normal number of CD4 cells. While it was long thought that this phase of clinical latency
reflected viral dormancy, it has now become clear that during this entire time a formidable fight
between the virus and the immune system takes place. Although this phase is called "clinical latency",
the constant fight between the virus and the immune system generates an inflammatory process that is
not without consequences for the host (accelarated ageing).

An enormous amount of research has been conducted to find factors that influence the rate of
progression. The age at the time of infection plays a role : the older you are, the more likely that
progression will be rapid. The late foetal and perinatal period is an exception ; neonatally acquired
HIV may progress very rapidly. In addition, host genetic factors may occasionally favor a more
efficient immune response against HIV. There is thus growing evidence that disease progression is
slower in persons that carry certain HLA types, for instance B57. In some cases, this may be due to
the recognition by given HLA molecules of viral epitopes that are harder for the virus to mutate
without losing fitness. The critical involvement of HLA proteins in shaping variations in HIV proteins
has been demonstrated at a population level, supporting a fundamental role for HLA-restricted
immune responses in driving and shaping HIV-1 evolution in vivo. Clinically important
polymorphisms could also exist at the level of other host genes. These putative inter-individual
differences could condition vulnerability to strategies deployed by the virus to fend off the immune
system. Their identification might help to design therapeutic schemes with a better chance of keeping
the virus in check, and perhaps could show the way to better vaccines.

AIDS

CD4 cells are the conductor of the immunological orchestra ; they are critical for some of the most
important functions, including the development of specific CD8 T-cell cytotoxic response, and the


