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Relationship Between the Concentration of p2-microglobuin and Tubulointerstitial Injury in Nephropathy
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Abstract: Objective To explore the relationship between the concentration of 82M and tubulointerstitial injury in nephropathy.
Methods Serum and urine 82M,serum total protein of patients diagnosed with kidney disease were detected. Renal biopsy samples
from all patients were analyzed for pathological data. Results With the aggravation of tubulointerstitial injury,serum and urine f2M
were all increased significantly and gradually. There was positive correlation between the degree of tubulointertitial lesion and serum
and urine B2M. Among the patients with serum R2M bellow cut-off value,87. 4% had varying degrees of tubulointerstitial damage.
Conclusion There is a close, but incompletely parallel correlation between tubulointerstitial morphologic changes and 2M. g2M,
being in abnormal range.could be used for auxiliary diagnosis of tubulointerstitial injury
biopsy
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