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[Abstract] Objective

1) with Kawasaki disease (KD) and its coronary arterial injury. Methods

To investigate the correlation between serum levels of follistatin-like protein-1 (FSTL-
48 patients with KD were selected as the
KD group and divided into the KD disease complicating coronary arterial injury group (4 cases) and the KD disease
without complicating coronary arterial injury group(44 cases). Contemporaneous 20 healthy children were selected as
Serum FSTL-1 level in the

KD patients was elevated as compared with the control group,the difference was statistically significant (P<C0. 05).

the control group. Serum FSTL-1 levels were measured by ELISA in each group. Results

Serum FSTL-1 level in the KD patients complicating coronary arterial injury was significantly higher than that in the
KD patients without complicating coronary arterial injury, the difference was statistically significant( P<Z0. 05). Con-

clusion There is certain correlation between serum FSTL-1 level with KD, which has possibility for the application

in diagnosing KD related coronary arterial injury.
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