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Abstract Diabetic nephropathy (DN) is an important complications of diabetes mellitus. The pathogenesis of DN is
complex. In the past, it was thought that the lesions were mainly concentrated in the glomeruli. Recent studies
have found that renal tubular injury plays an important role in DN. Renal tubular lesions are even earlier than
glomeruli. The degree of injury is closely related to the progress and prognosis of renal function in DN patients.
Therefore,early detection of renal tubule injury is of great clinical significance.
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