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Abstract: Clq nephropathy is a rare type of glomerulonephritis manifested as the deposition of Clq
in the glomerular mesangium during immunofluorescent staining. Systemic lupus erythematosus and type I
membranoproliferative glomerulonephropathy need to be excluded in the diagnosis of Clq nephropathy. Clq
nephropathy has various manifestations under a light microscope, mainly including minimal change disease, focal
segmental glomerulosclerosis, and proliferative glomerulonephritis. This disease is mainly manifested as persistent
proteinuria or nephrotic syndrome and occurs more frequently in boys. Currently, glucocorticoids are mainly used for
the treatment of this disease. Patients with C1q nephropathy show a good response to immunosuppressant treatment, but
have a high rate of glucocorticoid resistance. Therefore, in this case, methylprednisolone pulse therapy or a combination
with immunosuppressant treatment helps to achieve a good prognosis.
[Chin J Contemp Pediatr, 2016, 18(11): 1194-1198]
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