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[Abstract] Objective To investigate the relationship between serum MIP-1« level and coronary artery le-
sion in Kawasaki disease (KD). Methods
with coronary artery lesion) and 20 healthy children were detected by enzyme-linked immunosorbent assay. The de-

The levels of serum MIP-1« from 40 KD patients (including 15 patients

gree of coronary artery dilatation was detected by ultrasonic cardiogram and its association with MIP-1« was ana-
lyzed. Results The level of serum MIP-1a in acute KD patients (79.16+11.54) ng/L was significantly higher than
that in healthy children (38.16+5.21) ng/L (P<0.05). The level of serum MIP-1a in acute KD patients with coronary
artery lesion (89.14+10.52) ng/L was higher than in KD patients with non-coronary artery dilatation (71.15+2.48) ng/L
(P<0.05). In addition, the level of serum MIP-1« in KD patients showed positive correlation with the degree of coro-
nary artery dilatation (r=0.438, P<0.05). Conclusion The level of serum MIP-1« is significantly higher in KD pa-
tients and further higher in KD patients with coronary artery lesion. The serum MIP-1« level in KD patients shows a

positive correlation with the degree of coronary artery dilatation.
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