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ABSTRACT Objective: To study the expression of plasma soluble endothelial protein C receptor (SEPCR) and nitric oxide (NO) in
children with Kawasaki disease and its rel ationship with inflammatory reaction and coronary artery disease(CAL). Methods: 104 children
with Kawasaki disease who were treated in Central Hospital of Panjin from December 2016 to February 2018 were selected as K awasaki
disease group, according to the results of color echocardiography, the children of Kawasaki disease group were divided into CAL group
with 30 cases and non CAL group (NCAL group) with 74 cases. In addition, 56 healthy children who were received healthy physical ex-
amination in our hospital at the same time were selected as the control group. The levels of SEPCR, NO, C-reactive protein (CRP), inter-
leukin-6 (IL-6) and tumor necrosisfactor-o. (TNF-o) were compared between the Kawasaki disease group and the control group, the acute
stage and remission stage of children in the Kawasaki disease group, the CAL group and the NCAL group. The correlation of sSEPCR, NO
and inflammatory factors, CAL of Kawasaki disease were analyzed. Results: The levels of SEPCR, NO, CRP, IL-6, TNF-o of Kawasaki
disease group were higher than the control group,the difference was statistically significant (P<0.05).The levels of SEPCR, NO, CRP,
TNF-a, IL-6 in acute stage of Kawasaki disease group were higher than those in remission stage, the difference was statistically signifi-
cant (P<0.05). The levels of SEPCR, NO, CRP, TNF-a and IL-6 in CAL group were higher than those in NCAL group, and the difference
was statistically significant (P<0.05). The results of Pearson correlation analysis showed that SEPCR and NO were positively correlated
with CRP, IL-6, TNF-o and CAL in children with Kawasaki disease (P<0.05). Conclusion: The levels of SEPCR and NO in children with
Kawasaki disease are related to inflammatory factors and CAL, SEPCR and NO may play a certain role in its inflammatory response and
CAL progression.
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Table 1 Comparison of SEPCR, NO, CRP, IL-6, TNF-a levelsin Kawasaki disease group and control group(x+ s)

Groups n SEPCR(ng/mL) NO(wmol/L) CRP(mg/L) IL-6(pg/mL) TNF-a(ng/L)
Kawasaki disease group 104 12.34+ 3.98 38.76+ 22.56 108.77+ 53.12 214.56+ 40.45 36.56t 7.99
Control group 56 6.01+ 1.97 25.24+ 15.48 298+ 1.04 42.09+ 14.70 15.69+ 523

t 11.176 4,003 14.880 30.793 17.607

P 0.000 0.000 0.000 0.000 0.000
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Table2 Comparison of SEPCR, NO, CRP, IL-6, TNF-a levelsin acute stage and remission of children in Kawasaki disease group(x+ s)

Groups n SEPCR(ng/mL) NO(wmol/L) CRP(mg/L) IL-6(pg/mL) TNF-a(ng/L)
Acute stage 104 15.94+ 3.76 46.22+ 24.03 211.45+ 56.90 366.14+ 39.68 58.12+ 7.44
Remission stage 104 9.55+ 1.78 30.78+ 16.09 499+ 1.56 66.74+ 15.20 20.80+ 526
t 15.665 5.445 36.989 71.856 41.770
P 0.000 0.000 0.000 0.000 0.000
3% 3 CAL £85 NCAL 41 sEPCR,NO,CRP, IL-6, TNF-a 7K FELL B (Xt )
Table 3 Comparison of SEPCR, NO, CRP, IL-6 , TNF-« |evels between CAL group and NCAL group(x+ s)

Groups n SEPCR(ng/mL) NO(wmol/L) CRP(mg/L) IL-6(pg/mL) TNF-a(ng/L)
CAL group 30 17.33+ 3.23 55.34+ 23.95 126.34+ 60.12 232.80+ 43.12 38.90+ 8.34
NCAL group 74 8.68+ 1.90 29.05+ 1347 88.89+ 57.56 189.67+ 44.89 2877+ 7.98

t 16.964 7.097 2.968 4.489 5.790
P 0.000 0.000 0.004 0.000 0.000
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Table4 Analysis of the relationship between sEPCR, NO and CRP, IL-6, TNF-«;, CAL in children with Kawasaki disease

CRP IL-6 TNF-a CAL
Indexes
r P r r P r P
sEPCR 0.390 0.021 0.454 0.032 0.473 0.005 0.504 0.008
NO 0.385 0.000 0.597 0.000 0.428 0.006 0.369 0.000
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