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[ Abstract ] Myocardial fibrosis is an important feature of ventricular remodeling, which can induce arrhythmia and heart failure. At

present, the specific pathogenesis of myocardial fibrosis is still unclear, and there is a lack of effective treatment in clinical practice. With

the discovery of more and more long non-coding RNAs (IncRNAs) ,

their relationship with myocardial fibrosis has attracted increasing

attention. The regulation of IncRNAs expression through either inhibiting disease-upregulated IncRNAs or increasing disease-downregulated

IncRNAs can improve the pathological process of myocardial fibrosis, which opens up a new field for the study of myocardial fibrosis.
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Chronotherapy of Hypertension

LUO Fujian,ZHAO Ruonan
( Beijing Electric Power Hospital, Capital Medical University, Beijing 100073, China)

adjusting dosage and time of administration according to the characteristics of different antihypertensive drugs.

[ Abstract ] The chronotherapy of hypertension is a new subject which is based on the diurnal rhythm of individual blood pressure,

The aim is to improve the

quality of blood pressure management and bring more clinical benefits to patients with hypertension. This paper reviewed the research

progress on chronotherapy of hypertension.
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