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The level and the clinical significance of anticardiolipin

antibodies in patients with lupus nephritis
ZHONG Qing , et al
(Department of Nephrology , College of Clinical Medicine , Chongging Medical University)

[Abstract]  Objective : To study the significance of anticardiolipin antibodies (ACA) in patients with lupus nephritis( LN) . Methods :
We detected serum ACA in 32 cases of LN. The control group consisted of 28 healthy cases. We observed the relation between the lev-
els of ACA and the levels of clinical biochemical index. Results : The positive rate of 1gG — ACA, 1gM — ACA, 1gA — ACA was 53. 1% .
40.6% ,46.9% in patients with LN. In patients with positive ACA, lower levels of hemoglobin . thrombocytopeinia and C; were ob-
served as well as elevated levels of serum 1gG,24h — urine protein, antinuclear antibody titer and serum creatinine( P<0.05). Conclu-
sion : The patients with positive ACA may be accompanied with more severe immunolgical function disorder, higher hypercoagulable
state and impairment of renal function.
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