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[Abstract]
two alleles of HP1 and HP2, can form three potential genotypes: HP1-1, HP2-1 and HP2-2, which has the function of binding to

Haptoglobin (HP) is a kind of plasma glycoprotein with genetic polymorphism, secreted mainly in liver and has

free hemoglobin and antioxidation. At present, many studies have shown that HP may be a potential biomarker of diabetic kidney
disease. Because of the special structure and function of HP, it has certain advantages in early diagnosis and prognosis prediction
of diabetic nephropathy. The relationship has been mainly reviewed in present paper between the expression level of HP and its
genotypes in the occurrence, development, diagnosis and prognosis prediction of diabetic nephropathy.
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