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Therapeutic Effect of Methylprednisolone on IVIG Non-Responsiveness Kawasaki Disease

Chen Ying, Zeng Rong ( The First People’ s Hospital in Yibin, Sichuan Yibin 664000, China)

[ Abstract] Objective: To explore the clinical efficacy of the small doses of methylprednisolone combined with intravenous gamma
globulin (IVIG) for the treatment of IVIG non-responsiveness Kawasaki disease (KD) in children. Methods: Thirty two cases of IVIG
children without reaction type KD were randomly divided into treatment group and control group with 16 cases in each group. The control
group on the basis of conventional therapy was given intravenous infusion of IVIG 2.0 g/kg one time, the observation group on the basis
d) for 3 days. blood routine ( WBC), blood

sedimentation (ESR) and hypersensitive C-reactive protein (hsCRP) of two groups before and after the treatment were compared. The

of control group was given methylprednisolone 2 mg/ (kg - The clinical symptoms,
platelet (PLT) count, D-dimer, fibrinogen (FIB) and adverse reaction of two groups before and after the treatment were compared.
Results: After the treatment, the clinical symptom recovery time of treatment group was shorter than the control group (P<0.05). The
WBC, ESR and hsCRP of two groups between admission and were not statistically significant after 36 hours (P>0.05). The WBC, ESR
and hsCRP of treatment group were lower than the control group after 72 hours (P<0.05). The PLT, D-dimer and FIB of two groups
were not statistically significant after the treatment (P>0.05). The incidence of CAL in treatment group was lower than the control group

after 1 year’ s follow-up. Conclusion; Small dose methylprednisolone combined with intravenous infusion of IVIG in children with IVIG
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non-responsiveness KD can significantly improve the clinical symptoms, recover acute phase inflammatory reaction index, control the

vascular inflammation rapidly, and reduce the occurrence of coronary artery lesions.
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