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With the increase of clinical contrast agents, the incidence of contrast-induced nephropathy (CIN) is enhanced.
Contrast nephropathy is a transient renal dysfunction after contrast agents in the blood vessel. The augment in
the incidence of contrast induced nephropathy results in longer hospital stay, increased need for hemodialysis
treatment, and an increased incidence of major adverse cardiovascular events. According to statistics, the incidence
of CIN in patients with normal renal function is very low, less than 2%.However, for patients with chronic
kidney disease (CKD), the incidence increases to 12%-27%. However, there is no specific treatment for contrast
nephropathy, which is mainly based on prevention.
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