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[Abstract] Objective To observe the prostaglandin E, (PGE.) level in plasma of patients with Kawasaki dis-
ease (KD) and discuss the clinical significance. Methods Thirty-five patients with KD which treated in our hospital
from May 2013 to October 2014 were selected. The plasma concentrations of PGE, were analyzed by ELISA tech-
nique. Real-time quantitative PCR was used to evaluate the expression level of cyclooxygenases—1 (COX-1), cycloox-
ygenases—2 (COX-2), tumor necrosis factor-a (TNF-a), interleukin-6 (IL-6) on CD.;" monocyte/macrophage cells
(MC) before and after intravenous immunoglobulin (IVIG). Fifteen healthy children were selected as the control
The levels of PGE,, COX-1, COX-2, TNF-« and IL-6 in acute
KD patients were significantly higher than those in the control group (P<0.05), and they were down-regulated after
IVIG (P<0.05). The level of PGE, and COX-2 in KD patients with coronary artery lesion were significantly higher
than those without coronary artery lesion (P<0.05), and there were no statistically significant difference in COX-1,

group, with the above indicators measured. Results

TNF-a and IL-6 between the two groups (P>0.05). Conclusion Prostaglandin E, level in plasma of patients with
KD is up-regulated and may play an important role in inflammatory and immune response and oxidative stress.
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%1 RT-PCR.EHXZLHEZEPCRS|Y

HEA 5191741 SRR (VA 7K B (bp)

COX-1 1E5[4):5'-CCA GAA CAG TGG CTC GTA T-3' 54°C 436~584 149
514 : 5'-GGA CCT TAG GAT CTC CGT CT-3'

COX-2 1EH5147:5-CCG AGG TGT ATG TAT GAG TG-3' 54°C 84~155 72
FI5 14 : 5'-TCT CCA TAG AAT CCT GTC CG-3'

IL-6 1Em 5147 :5-CAA TCT GGA TTC AAT GAG GAG AC-3' 56C 369~486 118
J2 18514 :5'-CTC TGG CTT GTT CCT CAC TAC TC-3'

TNF-a 1EM5[#):5'-CTG GTA TGA GCC CAT CTA TC-3' 56°C 7361031 296
2514 :5'-CGA AGT GGT GGT CTT GTT GC-3'

Baction 1EM514:5'-GAG CTA CGA GCT GCC TGA CG-3' 54°C~58°C 787~906 120

ST 514 : 5'-GTA GTT TCG TGG ATG CCA CAG-3'
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X BE £ [(18.48+3.57) pg/ml vs (6.90+1.77) pg/ml, 1=
11.89, P=0.000]; IVIG 647 J& T F#[(9.74+2.71) pg/ml
vs (18.48+3.57) pg/ml, 1=12.73, P=0.000], "L /& 1,
KD-A 5tk 2 ks 22 20 /2L I 3% PGE, K F & T
KD~ JG 78 R 3 Bk % 78 41 [(19.95 + 3.74) pg/ml vs
(17.50+3.17) pg/ml,1=2.09, P=0.045], W.I& 2.
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