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Changes of inflammatory indexes, IgA, and IgA/C3 levels in patients with IgA nephropathy of different Oxford
pathological types and their clinical significance. YANG Tian-kai, ZENG Lei, LUO Yuan—biao, HUANG Shao—zhen,
SONG Dong—fang, ZHONG Li. Department of Renal Medicine, Zhanjiang Central People’s Hospital, Zhanjiang 524000,
Guangdong, CHINA

[Abstract] Objective To detect the inflammatory indexes, IgA, and serum immunoglobulin A/complement fac-
tor 3 (IgA/C3) levels in patients with IgA nephropathy of different Oxford pathological types and to explore their clinical
significance. Methods A total of 60 IgA nephropathy patients (IgA nephropathy group), who were treated in the Depart-
ment of Nephrology, Zhanjiang Central People's Hospital from June 2016 to May 2019, were selected as the study ob-
jects. All patients were divided into the mild group (n=36) and severe group (n=24) according to Oxford pathological
classification. In addition, 40 patients with non-IgA nephropathy primary glomerulonephritis were selected as the control
group. The levels of interleukin—6 (IL-6), tumor necrosis factor-a (TNF-w), transforming growth factor-8, (TGF-8)),
IgA and IgA/C3 were measured in all patients, and the diagnostic sensitivity and specificity of IgA and IgA/C3 to differ-
ent Oxford pathological types were analyzed. Results The levels of IgA and IgA/C3 in IgA nephropathy group were
(2.95+0.78) g/L and 3.07+1.02, which were significantly higher than corresponding (2.24+0.62) g/L and 2.354+0.74 in the
control group (P<0.05), but there was no significant difference in C3 level between the two groups (P>0.05); IgA and
IgA/C3 levels in the mild group were (2.68+0.63) g/L, 2.69+0.75, respectively, which were significantly lower than cor-
responding (3.09+0.77) g/L and 3.31+1.02 in the severe group (P<0.05); there was no significant difference between the
two groups in C3 level (P>0.05); the levels of IL-6, TNF-«a, TGF-8, in the mild group were (106.28+25.25) ng/L,
(119.76 +28.37) ng/L, (19.84+5.59) pg/L, respectively, which were significantly lower than corresponding (142.18+
29.61) ng/L, (47.42432.15) ng/L, (33.47+7.86) ng/L in severe group (all P<0.05); the sensitivity of IgA and IgA/C3 were
53.07% and 64.05% and the specificity were 75.12% and 68.09%, indicating that the accuracy was poor in distinguish-
ing mild from severe IgA nephropathy. Conclusion The more obvious the Oxford pathological classification of IgA ne-
phropathy is, the higher the level of inflammation index, IgA and IgA / C3 is. However, the sensitivity and specificity of
IgA and IgA/C3 to distinguish mild and severe pathological changes of IgA nephropathy are poor, which can only be
used as auxiliary indexes.

[Key words] IgA nephropathy; Oxford pathological types; Inflammation index; IgA; Immunoglobulin A/comple-
ment factor 3 (IgA/C3); Clinical significance
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