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Abstract Objective
Methods

To investigate the correlation between tubulointerstitial lesions and clinical features and pathological progress.
From Jan 2010 to Dec 2016, 203 cases of LN patients, diagnosed by renal biopsy in our hospital with very clinical and patho-
logical data,were studied according to the relativity among the degree of tubulointerstitial lesions, the clinical feature, pathological activity
index, chronic index and the pathological typing. Results EGFR in patients with grade TILIl was lowest, SCr and B, — Mg highest. TIL
classification was positively correlated with AT and CI score. The difference of TIL score between different LN pathological types was statis-

tically significant (P <0.05), and the score of type IV was higher than the other type, like Il , Il and V. Conclusion The TIL classi-

fication of LN patients is related to clinical feature and pathological parameters. Combined with LN pathological classification and TIL clas-

sification. It is better to judge the clinical pathological characteristics of LN patients, and evaluate the prognosis.
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