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Changes in serum levels of resistin and visfatin in pediatric patients with acute
Kawasaki disease following intravenous immune globulin treatment
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Abstract: Objective  To determine serum levels of resistin and visfatin in the patients with acute Kawasaki
disease before and after intravenous immune globulin (IVIG) treatment. Methods A total of 50 children with acute
Kawasaki disease were treated with IVIG for 48 hours between January 2011 and January 2013. As controls, 30 healthy
children and 30 children with acute infectious diseases were included. Serum levels of resistin and visfatin were
measured by ELISA both before and after the treatment. Results  The baseline serum levels of resistin and visfatin
were significantly higher in patients with acute Kawasaki disease than in the two control groups of subjects (i.e., healthy
children and patients with acute infectious diseases; P<0.05). In the 50 patients with Kawasaki disease, 38 were not
responding and 12 were responding. Serum resistin levels before treatment were significantly higher in non-responders
than those in responders (P<0.05). A significant decrease in serum levels of resistin after treatment was observed in IVIG
responders (P<0.05). Serum visfatin levels were not significantly different between IVIG responders and non-responders
(P>0.05). Additionally, serum resistin and visfatin levels were not significantly different between acute Kawasaki disease
patients with and without coronary artery lesions. Conclusions  Resistin and visfatin may play important roles in the
development of Kawasaki disease and serum resistin may be used as a novel outcome indicator of the IVIG treatment.
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TE: a FRKIER R,

#* 3 SHEILEMFERMEMNBEZENRIEILE F4 WIGETENN KD 2JLETAIEMERREMR
(x+s, ng/mL) BEZ/KFELEE  (x+s, ngmL)

2151 {lile HEhiE A)iEES 21 5 Lilka Hhi A)iEES
fREEXT HE2H 30 75+£2.6 8+4 IVIG JRY7 I 38 29+ 11 11+6
SRR REZH 30 11.0+5.3 9+4 IVIG iG97 f5 38 9+8 12+3
I gp 2H 50 312+ 120" 11+£5% H{H 16.803 -1.432

F1{H 89.425 6.511 P <0.05 >0.05
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