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Correlation between Renal Pathology and Prognosis in Patients with Lupus Nephritis and Thrombotic Microangiopathy. Zhang Jun, Tang
Maozhi, Shen Bingbing ,et al. Department of Nephrology, The First Affiliated Hospital of the Army Medical University , Chongqing 400038,
China

Abstract Objective To analyze the correlation between renal pathology and prognosis of lupus nephritis (LN) with thrombotic mi-
croangiopathy (TMA). Methods From January 2008 to January 2016, 63 LN patients with TMA were enrolled in the Department of
Nephrology, Southwest Hospital from January 2008 to January 2016. The patients were divided into oligo — immune complex group(25 ca-
ses) and rich — immune complex group (38 cases) ; Kaplan — Meier method was used to calculate renal survival rate. Results From the
pathological types, pathological features and treatment options of the kidney, Renal pathology Acute index( Al) score (P =0.031) and
platinum ear (P =0.035) were statistically different between the two groups; Chronic index( CI) score (P =0.007), fibrous crescent
(P =0.019), renal interstitial fibrosis ( P =0.014 ), small intima fibrosis (P =0.000) were statistically significant between the two
groups; immune complex deposition IgG (P =0.023), IgA (P =0.000), IgM (P =0.000), C3 (P =0.000) were statistically signifi-
cant between the two groups. Follow —up 3 years, renal survival rate in the oligo — immune complex group in the hormone + immunosup-
pressant regimen lower( P =0.025), and there was no statistically significant difference between the two groups in the plasma exchange
protocol (P >0.05). At the same time as intensive immunotherapy, the oligo — immune complex with AT=10 was lower in renal survival
(P =0.035), oligo — immune complexes with CI=4 points also had lower kidney survival (P =0.044). Conclusion In the renal pa-
thology of LN with TMA | the treatment effect of oligo — immune complex group was poor and the renal survival rate was decreased. The sur-
vival rate of TMA oligo — immune complex was negatively correlated with Al and CI scores.
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