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[Abstract] Objective To investigate the values of procalcitonin (PCT), white blood cell count (WBC) and
C— reactive protein (CRP) in the early diagnosis of Kawasaki disease (KD) and their relationships with coronary artery
lesion (CAL). Methods From January 2016 to August 2017, 226 children with KD in Hunan Children's Hospital
were selected as KD group, of which 85 cases with CAL (CAL group) and 141 cases without CAL (NCAL group).
170 children with upper respiratory tract infection hospitalized in the same period as above group were assigned as
the infection group, meanwhile, another 150 healthy children having received health screening were recognized as
the health screening group. The levels of PCT, WBC and CRP in 3 groups were measured respectively by one step
immunoassay sandwich, automatic white blood cell count and automatic turbidimetry, their results were compared
and the relationships between those indexes and CAL were analyzed. Results The levels of PCT, WBC and
CRP in children of KD group were significantly higher than those in infection group and health examination group
[PCT (ug/L): 1.63+2.64 vs. 0.84+1.06, 0.13+0.19, WBC (X 10°/L): 13.28 +5.69 vs. 10.85+4.67, 7.45+2.46,
CRP (mg/L): 12.21£7.32 vs. 10.72£5.59, 2.07 £1.13, all P < 0.05]; the levels of PCT and CRP in CAL group were
significantly higher than those in NCAL group [PCT (ug/L): 2.74 +3.67 vs. 1.19+ 1.85, CRP (mg/L): 17.68 +6.24 vs.
9.01£5.76, both P < 0.05], while no statistical significant difference in WBC level was seen between the above
two groups (P > 0.05). Conclusion The early elevation of PCT, WBC and CRP levels in the patients are closely
related to KD. Simultaneous detections of PCT and CRP are of great significance for predicting CAL.
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