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Role of 1L-22/1L-22BP in the pathogenesis of left ventricular diastolic
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The ﬁurpose of this study is to clarify the role of interleukin 22 (IL-22)
and its potent endogenous inhibitor, IL-22 binding protein (IL-22BP), in the pathogenesis of left

ventricular diastolic dysfunction. In WT mice, 2 weeks Angll infusion increased E/e", whereas no
increase in E/e” was observed in IL-22KO mice. Furthermore, in IL-22KO mice, increased heart

weight/body weight ratio, ventricular wall thickening, and left ventricular diastolic dysfunction
induced by Angll were suppressed. Thus, IL-22 may be the factor for cardiac hypertrophy and left

ventricular diastolic dysfunction.On the other hand, IL-22BP deletion did not affect Ang Il-induced
left ventricular diastolic dysfunction.
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Genetic deletion of interleukin-22 prevents angiotensin Il-induced cardiac diastolic dysfunction in mouse.
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