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Research Progress in SIO0A1 Gene Therapy for Heart Failure
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[ Abstract ] Heart failure is the common endpoint of various cardiovascular diseases. S100A1 is abundantly present in normal human

myocardial tissue,and its expression levels are diminished in failing myocardium. S100A1 protein can induce cardiomyocyte apoptosis, re-

verse myocardial remodeling, improve energy homeostasis and increase both systolic and diastolic cardiac function. In recent years,

many

studies have found that SI00A1 over-expression in cardiomyocytes can be used in the treatment of heart failure.
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Cardiovascular Manifestations in Rare Rheumatic Diseases

WANG Han
( Department of Cardiology, The Third People’ s Hospital of Chengdu ,Cardiovascular Disease Research Institute, Chengdu
610031, Sichuan,China)

[ Abstract ] Some common rheumatic diseases, such as rheumatoid arthritis, Sjogren’ s syndrome, and idiopathic inflammatory myopa-
thies, often coexist with cardiovascular diseases, which also are the most common factors of death. However, whether other rheumatic disea-
ses including adult-onset Still’ s disease, undifferentiated connective tissue disease and panniculitis, have the same features or not, is still
unknown. Our paper aims to review the cardiovascular manifestations of these rare rheumatic diseases.

[ Key words J Adult-onset Still’ s disease; Undifferentiated connective tissue disease; Nodular panniculitis; Cardiovascular disease
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