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In vitro analysis of the mechanisms of intravenous immunoglobulin and prednisolone
for the prevention of coronary artery abnormalities in Kawasaki disease.

Ueno, Kentaro
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We aimed to evaluate the pathogenic role of cell survival and death in in vitro
model of Kawasaki disease (KD) vasculitis. KD patients (42) and febrile patients (10 as controls) were
analyzed. HUVECs were stimulated with sera from patients with KD were left untreated or treated with
immunoglobulin (1G) and/or prednisolone (PSL). Loss of viability in patients with KD were observed
compared to controls (P<0.001). Relative levels of cytotoxicity, caspase-3/7 activity and HMGB-1 were
significantly higher in KD compared to controls (P<0.001, respectively), while significant decrease in
phosphorylated Akt/Akt ratio was observed(P=0.023). The increased cytotoxic effects and decreased
phosphorylated p-Akt/Akt ratio were closely associated with CAA (P = 0.002 and P = 0.032, respectively).
Furthermore treatment with 1G significantly reduced the relative levels of cytotoxicity, caspase 3/7
activity and increased levels of p-Akt/Akt ratio on cultured HUVECS in KD (P < 0.001, respectively).
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Group Kawasaki Bacterial
disease infection
(n=42) (n=10)
Male, N (%) 20 (47.6) 5 (50.0)
Age (years) 1.7 (0.8-2.9) 1.4(0.9-2.1)
Body weight 10.2 9.6
(kg) (8.4-14.3) (8.2-11.7)
Days of fever | 4.0 (3.0-6.0) 4.0 (3.0-4.8)
WBC 13.5 14.4
(x103/) (11.0-16.00  (11.2-16.5)
Neutrophil 9.0 10.1
count(x103/pl) |  (6.8-1.1) (9.0-1.3)
Ht (%) 33.4 35.2
(31.9-35.4)  (31.7-37.9)
Platelet count 35.2 36.5
(x10%/p1) (29.0-43.3)  (33.9-43.3)
AST (TU/L) 39 (26-108) 35 (28-55)
ALT (IU/L) 23 (15-122) 20 (13-48)
LD (IU/L) 309 293
(268-357) (237-425)
T.P (g/dl) 6.6 (6.2°6.9) 6.7 (5.6-7.7)
Alb (g/dD) 3.7(3.4-4.0) 3.9(3.7-3.9)
Na (mEq/L) 134 137
(133-136) (135-140)
CRP (mg/dl) | 6.1(4.3-9.3) 6.8(5.6-8.8)

P 0.001
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