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INTRODUCTION

Neonatal sepsis is a systemic infection occurring in infants
at <28 days of life (Edwards and Baker, 2004). It is
classified into two clinical patterns of illness, that of early and
late onset. Early-onset sepsis (EOS) is more fulminant, it is
commonly diagnosed within the first 48 hours and almost
always during the first week of life (Chacko and Sohi, 2005).

Several risk factors for EOS have been recognized,
including preterm birth, low birth weight, rupture of membranes
for longer than 18 hours, chorioamnionitis and meconium passed
(Good and Hooven, 2019). However, associations between each
individual risk factor and EOS are weak, and some risk factors are
inconsistently diagnosed (Adatara et al., 2018). It is a common
and devastating cause of neonatal mortality and morbidity
(Camacho-Gonzalez et al., 2013) with life-long impact plagued
by a lack of accurate diagnostic and prognostic testing.
Management options and outcomes have not been changed for the
last 30 years (Wynn, 2016).

Platelet activation plays an important role in the
development of sepsis. During sepsis, platelet activation leads
to endothelial cell injury and promotes neutrophil extracellular
traps (NETs) and microthrombus formation, exacerbating septic
coagulation and inflammatory reactions. The resultant
induction of disseminated intravascular coagulation (DIC) leads
to organ damage (Wang et al., 2018).
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The GPVI protein is the platelet activator receptor for
collagen (Watkins et al., 2006). It was found to support the host
defense and modulate inflammation, platelet influx, activation,
and platelet—leukocyte complex formation at the primary site of
infection during gram-negative derived sepsis (Claushuis et al.,
2018). It also has been confirmed as possible participants in the
process of platelet-induced NETSs formation (Wang et al., 2018).

In terms of prognostic information; Asafi et al. (2019)
identified a significant difference in the morbidity outcome for
pediatric sepsis patients with different GPVI haplotypes. Also,
Montague et al. (2018) proved it to be an important marker for
platelet activation that predicts sepsis progression and mortality
in injured patients.

Changes to genes of sepsis mediators (polymorphism
and mutations) have an important role in the susceptibility to
the severity and outcome. With the advance of molecular
genetic methods, genetic testing and screening of patient groups
at high risk of sepsis may become reality in the future (Elek et
al., 2017). Mapping the genetic basis of human diseases and
their risk factors is important in the current trend of
individualization of patient care (Sionova et al., 2017). This,
however, necessitates further research to clarify in detail the
role of most powerful predictors in neonatal sepsis.




