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Editorial
Chronic kidney disease (CKD) is a public health problem, due to its
high incidence and prevalence, especially associated with chronicdegenerative diseases such as diabetes mellitus (DM) and systemic
arterial hypertension (SAH). However, these causes, although they
represent the majority of the etiology, are not the only ones. There are
some others, such as glomerular primary, secondary glomerular
diseases, vascular or urinary system malformations, polycystic disease,
and infectious diseases, many others. Because of the problem that
CKD represents, substitution therapies to lengthen the survival of a
person have become more important and transcendent, with Renal
Transplantation (RT) the one that offers the greatest survival in
patients [1,2].
The functionality of the renal graft, throughout the experience,
depends on many already established factors and not many others.
Immunology in renal transplantation has been a constant advance and
continues to contribute multiple findings favoring a greater survival of
the renal grafts, from the ABO system, where efforts for
transplantation with group incompatibility have been seen as a reality
based on the iso-agglutinin and subgroup studies [3,4] to the study of
the human leukocyte antigen (HLA) where the incorporation in the
panel of alleles included in the basic study of the receptor-donor
binomial has increased, in the last decade considering the locus Cw
and the PD as some cause of rejection that previously did not had been
considered.
It has recently been deepened in search of greater acceptance of the
immune system so that more progress is made in this field, a few years
ago the study of donor-directed antibodies, called Specific Donor
Antibodies (ADE), complement fixation (with the activation of the
classical pathway by C1q) as well as knowing which immunoglobulin
G may be more relevant, all to better understand the biochemical
mechanisms involved. The methodology for detecting antibodies has
also evolved in recent years and Luminex methods and flow cytometry
are able to detect antibodies with extremely low titers; another of the
conditions that influence the defense of the host is the C-reactive
protein, largely dependent on the ability to activate C1q mainly given
by asparagine and histidine, which allow the correct assembly to
initiate the complement cascade and forms part of the immune system
that contributes to the defense of the first-line host, inflammation
events, in addition to T-cell immunity, CD4 + and CD8 + T cell
response models [5-7].
The behavior in antibody-mediated rejection emphasizes the
dependence of anti-HLA ADEs, as well as complement activation,
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being associated with graft dysfunction and transplant loss in a
significant way. In addition, the effort to establish the predictive power
of the complement-fixing ADEs, specifically C1q and C3d, correlating
with the deposits in the C4d renal graft biopsy and culminating with
the onset of the membrane attack complex in the renal graft [8,9].
This does not conclude here, being indispensable to search from the
knowledge of the signaling pathways of the transplant as mentioned
more than a decade ago by Halloran, seeking the selective blocking of
the three described pathways and their new potentials of these; we are
in a time where efforts in the molecular field must prevail for the
greater success of kidney transplants and thereby guarantee our
patients a better survival of the graft and with it a better quality of life
for them and their families.
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