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Analysis on clinical characteristic and prognosis of light chain deposition

disease complicating renal damage
TIAN Xiujuan' HE Juan',LIU Hongchang"
(1. Department of Nephrology ;2. Department of Anesthesiology ,Xijing
Hospital s Xi'an s Shaanzi 710032,China)

[Abstract] Objective To analyze the clinical characteristics and prognostic situation of light chain depo-
sition disease(LCDD). Methods The clinical data,renal pathology type,treatment and prognosis situation in
the patients with LCDD verified by renal biopsy in Xijing Hospital during 2015—2020 were retrospectively an-
alyzed. Results Thirteen patients were included, the ratio of male to female was 3.3 : 1. 0, with an average
age of 53. 77 (36.00—68. 00) years old. The clinical manifestations were nephrotic syndrome range proteinuria
(46.1%) ,renal insufficiency (76.9%) and hypertension(84. 6%). 30. 8% of patients were complicated with
multiple myeloma. The serum free light chain detection showed that the positive rate of immunofixation elec-
trophoresis was 84. 6% respectively. The microscope showed the diffuse thickening of renal tubular
(100. 0%) and nodular glomerulosclerosis(84. 6% ). The linear light chain restricted staining in renal tubular
basal membrane could be seen under fluorescence(k positive staining in 10 cases,\ positive staining 3 in 3 ca-
ses). Electron microscopy showed the deposition of powdered electron density outside the renal tubule base-
ment membrane and/or inside the glomerular basement membrane. Among 13 cases,except 1 case conducted
the dialysis in disease onset,8 cases received the treatment scheme with bortezomib as base,and 4 cases were
given other treatment. The average follow up was (27.3417. 76) months. The median renal survival rate was
5.5 years. The 1-year and 3-year renal survival rates were 67.5% and 54. 0% respectively. Bortezomib served
as the basic treatment, compared with other treatment, the 1-year renal survival rate was significantly in-
creased(87% ws. 25% ,P =0.04). Conclusion The bortezomib-based scheme for treating LCDD can achieve
the sustained hematological response and significantly improve the renal survival rate.
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