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Introduction

Renal transplantation offers the potential for improved
quality and length of life to patients with end-stage renal disease
(Shapiro R, 2011).

Renal transplant recipients represent an important group
with high prevalence of HCV infection rates ranging from 10%
to 50% (Justa S et al., 2010).

Infectious complications significantly increase morbidity

and mortality after renal transplantation (Sousa S et al., 2010).

Approximately 80% of all renal transplant recipients have
an infectious complication in the first year following

transplantation (Sousa S et al., 2010).

In fact, in the past it was reported that patients with non-A
non-B hepatitis had ‘a marked increase of life threatening
extrahepatic complications’. This finding has been demonstrated
in HCV-positive patients who had more frequent postoperative
infections and potentially fatal infections of the central nervous
system, lungs and blood stream (such as cytomegalovirus
infection, tuberculosis, sepsis) (Domt 'nguez B and Morales JM,
2009).
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Although prior studies have shown an overall increased risk
of death from infection in HCV-infected kidney transplant
recipients. This study showed that the increased death rate from
infection occurs in the early (6 months) post-transplant period.
This raises as yet unanswered questions about the contribution
of HCV infection to this increased mortality and suggests that
one approach may be to modify the immunosuppression
administered during this period (Roth D et al., 2011).

The presence of HCV infection in liver transplant recipients
resulted in a significant increase in Regulatory T cells and a
decrease in activated T cells in comparison with HCV-negative
liver transplant recipients. These 2 findings indicate a potentially
important effect of HCV on the immune system after
transplantation through an increase in the suppressive role of
Regulatory T cells and/or a decrease in activated T cells
(Ciuffreda D et al., 2010).

CD4 T cell population was significantly increased in both
HCV-negative and HCV-infected transplant recipients
(17.6£1.4% and 0.5+0.9%, respectively) in comparison with
healthy subjects and non transplanted HCV-infected patients.
Interestingly, this activated CD4 T cell population was
significantly lower in HCV-infected recipients versus HCV-
negative recipients (Ciuffreda D et al., 2010).




