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Significance of 113-Hydroxysteroid Dehydrogenase and Proinflammatory Cytokines in Kawasaki Disease

Wang Juanli', Zhou Nan', Wu Shouzhen', Yan Xiaohua®, Wang Tao', Xing Haijian' (1. Xi’ an Children’ s Hospital,
Shaanxi Xi’ an 710003, China; 2. Shaanxi Provincial People’ s Hospital, Shaanxi Xi’ an 710068, China)

[ Abstract | Objective: To investigate the changes and significance of 11B-hydroxysteroid dehydrogenase ( 11B-HSD ) and
proinflammatory cytokines in the occurrence and development of Kawasaki disease (KD). Methods: Real-time PCR was performed to
detect the mRNA expressions of 113-HSD in peripheral blood monocytes in acute phase and after treatment. Western blot was performed
to detect the protein expressions of 113-HSD. ELISA was performed to detect the levels of IL-6 and IL-17 in plasma. Results: The
expression levels of 113-HSD1 mRNA, IL-17A and IL-6 in acute phase were 7.13+0.79, (43.40+5.20) pg/mL, (68.30+6.26) pg/mlL,
significantly higher than the normal levels 1. 00+0. 07, (24.30+2.26) pg/mL, (30.04+2.86) pg/mlL (P<0.01), after
treatment the levels were 3.43+0.52, (27.30+2.50) pg/mL, (38.30+3.50) pg/mL, which were significantly reduced than
before (P<0.05). The expression level of 113-HSD2 mRNA was 0.32+0. 05 before treatment, lower than the normal group (P<0.01),
while significantly increased after treatment than before (P<0.01). The results of Western blot were consistent with those of Real-time
PCR. Conclusion: 113-HSD and the level of proinflammatory cytokines in acute phase of KD are important factors in regulating
inflammatory responses.
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