Practical Medical Research

it RRAETIILERAZ TS RESIENER

Progress of Tacrolimus in the Treatment of Primary Nephrotic Syndrome in Children
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Abstract: Nephrotic syndrome(nephrotic syndrome, NS) is a kind of kidney disease in children, mainly due to the glomerular
filtration membrane of plasma protein permeability increased, a large number of plasma protein lost from the urine, with a large
number of albuminuria, hypoalbuminemia, hyperlipidemia, different degrees of edema as the main characteristics. In recent years,
the incidence of childhood nephrotic syndrome has increased significantly, caused a huge economic burden on society and family.

As a safe and effective immunosuppressive agent, tacrolimus is widely used in clinical practice and is well effective. This paper is to

explore the efficacy of tacrolimus in the treatment of the primary nephrotic syndrome in children.
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