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[ Abstract ]

Soluble suppression of tumorigenicity 2 (sST2) is a member of the interleukin—1 receptor family and is

closely related to myocardial fibrosis, which is an important component of hypertensive left ventricular hypertrophy (LVH) . Recent
studies have found that sST2 plays an important role in the development of hypertensive LVH. In this paper, by analyzing the
relationship between sST2 and hypertensive LVH, it is found that sST2 is a biomarker of hypertensive LVH, which mainly leads to

hypertensive LVH through myocardial fibrosis.
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