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C-REACTIVE PROTEIN IN FEBRILE NEUTROPENIC PATIENTS

Pimpanada Chearskul

This prospective study was designed to study about C — Reactive Protein in febrile neutropenic
patients admitted in inpatient ward of Pediatric Department, Siriraj Hospital. The objective of this
prospective study was to compare difference of CRP between febrile neutropenic episodes caused by
true — bacterial infection and non — bacterial infection. The second objective was to compare between
well responsive episodes and the poor ones. The goal was to verified if CRP was a good laboratory
parameter in diagnosis of true bacterial infection episodes in febrile neutropenic patients and also in
the monitoring of treatment responsiveness.

There were 15 episodes of febrile neutropenia among 13 patients which were 4 girls and 7
boys. There were 7 episodes of true documented bacterial infections divided into 3 systemic episodes
with positive hemoculture results and 4 localized bacterial infections with negative hemoculture
results. There were 8 episodes that the cause of fever can not be identified and were assumed to be
non — bacterial episodes. Among episodes that the cause can not be identified, there was one patient
who had clinical signs and symptoms mimic true bacterial infection where as the rest were not. From
all febrile neutropenic episodes, there were 11 well responsive episodes and 4 poor responsive ones.

There was no difference of CRP between true bacterial and non bacterial episodes. There was a
decline in CRP level among those who response well to treatment but rising among those who do not
response. CRP was a valuable aid in treatment monitoring but have less beneficial for the diagnostic
role. However, there were a lot of limitation in this study especially the small sample size that may

effect to reliability of the results which have to be improve in the next study.
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