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Sepsis and immunosuppression
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Sepsis causes impairment of innate and adaptive immunity by multiple mechanisms, including depletion
of immune effector cells and T cell exhaustion. Although lymphocyte dysfunction is associated with
increased mortality and potential reactivation of latent viral infection in patients with septic shock, the
relation between viral reactivation and lymphocyte dysfunction is obscure. The objective of this report
is to evaluate recovery of lymphocyte function during septic shock, including T cell receptor diversity
and the expression of programmed death 1. These changes are consistent with the early stage of
immune cell exhaustion and indicate the importance of normal lymphocyte function for recovery from

septic shock.
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