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Exploration for the change of plasma D-dimer in kawasaki disease with coronary artery lesion
YANG Ming-yu,QIN Jing-ting ., YANG Fang-yuan, et al.

(Department of Pediatrics;the Af filiated Hospital of Guilin Medical College, Guilin 541001, China)
Abstract: Objective To identify the direct relationship between plasma D-dimer and FIB and Kawasaki disease patients who
with coronary artery lesion complication. Methods The levels of plasma D-dimer and FIB were measured by enzyme linked immu-
nosorbent assay and CRP and plt were investigated among 66 patients and 30 healthy children. Patients were divided into coronary
artery lesion group and non coronary artery lesion group. Results The levels of plasma D-dimer and FIB were significantly higher
than those in the healthy group (P<<0. 01). Plasma D-dimer and FIB in group CAL were significantly higher than those in group
NCAL (P<C0.01). CRP in group CAL was higher than that in the healthy group ( P<C0. 05). Conclusion D-dimer and FIB are re-
lated to KD. The high levels of D-dimer and FIB are related to the severity of vascular damage in KD. It may be a sensitive predictor

of coronary artery lesion.
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