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Effect of galectin-3 in chronic heart failure
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Abstract: Galectin-3 (Gal-3) has various physiological functions. Studies have shown that Gal-3 can reduce myocardial

fibrosis, delay myocardial remodeling, and improve prognosis by inhibiting its synthesis and secretion, and it has clinical

value in assisting the diagnosis and prognosis of heart failure. This paper reviews the mechanism and clinical value of Gal-3 in

chronic heart failure.
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Effect of 4C continuous nursing on neurosis during COVID-19 pandemic

HUANG Min (Department II of Cardiovasology, Maoming People’ s Hospital, Maomin 525000, China)

Abstract: Objective To study the effect of 4C continuous nursing on neurosis during COVID-19 pandemic. Methods
A total of 125 patients with cardiac neurosis were randomly treated with routine care (control group, n=63) and 4C continuous
care (treatment group, n=62). Clinical efficacy and compliance were compared between two groups using self-rating symptom
scale SCL-90, Pittsburgh Sleep Quality Index (PSQI), and Self-rating Depression and Anxiety Scale (SDS, SAS). Results
Compared with control group, SCL-90, SDS and PSQI scores were lower (P<0.05 or 0.01), while compliance was higher
(P<0.05) in treatment group. Conclusion 4C continuous nursing can improve the psychiatric symptom and compliance in
patients with cardiac neurosis.

Key words: 4C continuous nursing; neurosis; quality of life
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