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[ Abstract] Objective: To investigate the clinical treatment and effect of intravenous immunoglobulin (IVIG) in non-responsiveness

Kawasaki disease (KD). Methods: Forty five children who were diagnosed with non-responsiveness Kawasaki disease were divided into

observation group (38 cases) and control group (7 cases). Treatment effects and follow-up results were observed. Results: The

temperature of all children returned normal in 24 hours. The level of C-reactive protein (CRP) was (115.8+55.9) mg/L in observation
group and (130.1+59.4) mg/L in control group before treatment (P>0.05), the level of CRP was (22.0+8.5) mg/L in observation

group and (27.7+16.3) mg/L in control group after 3 days treatment ( P>0.05), they were significantly lower than those before

treatment ( P<0.05). The incidence rate of coronary artery lesions (CAL) was 15.8% in observation group, 71.4% in control group

(P<0.05). The incidence rate of coronary artery lesions (CAL) was 5.3% in observation group, 14.3% in control group after 6

months (P>0.05). Conclusion; The clinical efficiency and safety of glucocorticoid combined with IVIG is equivalent to glucocorticoid

alone, but the incidence of CAL is lower in the acute phase and long-term prognosis. The results provide a strong basis for clinical

treatment of intravenous immunoglobulin in non-responsiveness KD.
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