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Comparison of the clinical applicability of the Oxford classification and Lee's classification for IgA nephropathy
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Chengde Medical College ,Chengde, Hebei 067000 ,China)

Abstract; Objective To analyze the correlation between the Oxford classification and Lee’s classification,and to study the rela-
tionship between pathological variables of the Oxford classification and clinical indicators. Methods Clinical and pathological datas
of 282 patients diagnosed as primary IgA nephropathy were collected. The Oxford classification and Lee's classification were per-
formed. Compare the correlation between the Oxford classification and Lee's classification, the respective correlation of the two sco-
ring methods and the estimated glomerular filtration rate(eGFR) and 24 hour urinary protein(24-UPro). According to the patholog-
ical score of the Oxford classification, divide into four groups: MO and M1,E0 and E1,SO and S1,T0 and T1/T2. These groups
were corpared with age,blood pressure,24-UPro,blood uric acid,serum creatinine,eGFR,etc. Results The Oxford classification is
positively correlated with Lee’s classification (P<C0. 001). There are significantly negative relationship between the two scoring
methods and eGFR(P<C0. 001) ,but no correlation with 24-UPro(P>>0. 05). There were no significant difference in the age, blood
pressure, 24-UPro, serum uric acid, serum creatinine,eGFR between M0 and M1 group, E0 and E1 group(P>0. 05). The serum u-
ric acid and serum creainine of S1 group and T1/T2 group were higher than that of SO group and T0O group (P<C0. 05),while the
eGFR of S1 group and T1/T2 group were lower than that of SO group and T0 group (P<C0.001). Conclusion There is a positive
relationship between the Oxford classification and Lee's classification. The proliferation of mesangial cells and endothelial cells are
activity lesions and could be reversed after treatment, while segmental glomerular sclerosis, tubular atrophy/renal interstitial fibrosis
are chronicity index which could predict the prognosis of IgA nephropathy.
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