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Analysis on application of urine protein electrophoresis in renal diseases
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Abstract: Objective To explore the application value of non-concentrated urine protein electrophoresis in renal diseases in order
to guide to adjust the treatment scheme and judge the prognosis. Methods The clinical data in 152 cases of renal biopsy in the
Xuzhou Municipal First People’s Hospital from December 2010 to January 2016 were retrospectively collected s mainly including the
pathological report and the results of urine protein electrophoresis. The classification was performed according to the WHO renal
pathology classification standard( | . Il . Il - [V ). The relationship between the renal pathological classification with the classification
of urine protein electrophoresis and the proportions of various compositions in electrophoresis spectrum was comparatively ana-
lyzed. Results The glomerular lesion rate was higher than the renal tubules- interstitial lesion rate, the majority of renal tubules- in-
terstitial lesion had combining glomerular lesions. The glomerular urine protein level reflected by the urine protein electrophoresis
was associated with glomerular damage degree. with WHO pathological grade( I — [V) increase, the proportion of haptoglobin
(HAP)and IgG/A in urine protein electrophoresis showed an increasing trend, the differences were statistically significant (F =
2.237,P<<0.05;F=17.269,P<C0.05). Conclusion Detecting the proportion of HAP and IgG/A in urine protein electrophoresis
has an important clinical value in reflecting the glomerular damage severity.
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