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An original study at the University Hos-
pital Basel, Switzerland proves that anti-
C1q antibody titers measured with the 
BÜHLMANN anti-C1q antibody ELISA occur 
with a high prevalence in patients with a 
biopsy proven active Lupus nephritis (2).

In total, 38 patients (fullfilling at least 
4/11 American College of Rheumatology 
ACR criteria for the diagnosis of SLE) were 
included in the study. Out of these, 36 
patients had proliferative (class II, III,  or 
IV) and two had class V Lupus nephritis. 
All but one patient with proliferative 
Lupus nephritis were positive for anti-
C1q antibodies (97.2%) compared to 35% 
of the controls (SLE patients with inactive 
Lupus nephritis) and to 25% of the SLE 
patients who have not developped a 
Lupus nephritis so far (3).

Furthermore, anti-C1q antibody titers 
decrease during successful treatment.

The results confirm, that anti-C1q anti-
bodies occur with very high prevalence in 
patients with biopsy proven active Lupus 
nephritis. The data suggest anti-C1q 
autoantibodies were involved in the 
pathogenesis of Lupus nephritis.

Anti-C1q Antibodies are found to well 
correlate with disease activity in SLE 
patients during follow-up. The correla- 
tion is strongest in patients with renal 
involvement and active LN (4). 

Complement 1q (C1q) 

C1q is the first protein in the cascade of 
the classical complement activation 
pathway. Physiological binding of the 
Fc-portion of the immunoglobulins to the 
globular heads of C1q induces a confor-
mational change of its collagen-like 
region. The dynamic equilibrium between 
C1q and the other subcomponents of C1, 
C1r and C1s, is subsequently shifted cau-
sing an activation of the classical comple-
ment activation cascade.

Anti-C1q Autoantibodies 

Autoantibodies against C1q (anti-C1q 
autoantibodies) were first described by 
Uwatoko et al 1984. These autoantibodies 
bind with high affinity to the collagenous 
region of C1q, most likely with their Fab 
fragments. Initially, anti-C1q autoantibo-
dies were found in patients with Hypo-
complementemic Urticarial Vasculitis 
(HUV) and Systemic Lupus Erythematosus 
(SLE) (1).Anti-C1q autoantibodies were 
also reported to be present in va- 
rious other rheumatic diseases. The titer 
of anti-C1q autoantibodies correlates 
inversely with the concentration of C1q- 
and C4-antigen.

Clinical importance of anti-C1q Auto- 
antibodies 

Anti-C1q autoantibodies are an impor-
tant criterion for the diagnosis of HUV. 
Anti-C1q autoantibodies can be detected 
in up to 50% patients with SLE, and in 
more than 95% of those suffering from 
Lupus nephritis. The quantification of 
anti-C1q autoantibodies is discussed to 
be relevant for the follow-up of Lupus 
patients (cf Fig 1). Typically, an increase 
of anti-C1q autoantibody titers can be 
observed between a few weeks and 6 
months prior to a flare of Lupus nephritis. 

Patients without anti-C1q autoantibo-
dies are at very low risk of developing 
an active Lupus nephritis within the 
following 6 months. However, high titers 

of anti-C1q autoantibodies are not 
necessarily predictive for a renal flare. 
However, patients with high or increasing 
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titers of anti-C1q autoantibodies are at a 
50% risk of developing an active Lupus 
nephritis, particularly when they already 
suffered from Lupus nephritis in the past. 
After a successful treatment of an active 
Lupus nephritis anti-C1q autoantibodies 
titers decrease. Their titers can drop 
below the lower detection limit and 
remain undetectable after reduction or 
termination of immuno-suppression.

In a recent study Kozyro et al (2008) sug-
gest the determination of anti-C1q anti-
bodies to identify patients at risk for 
prolonged courses of acute post-strepto-
coccal glomerulonephritis (APSGN). 

Conclusion 

In patients with SLE, continuous mea-
surement of anti-C1q autoantibodies is  
reasonable to determine the risk of deve-
loping an active Lupus nephritis. A nega-
tive test result excludes the risk for a 
renal flare in the following months with 
a sensitivity of 95%. In active Lupus 
nephritis, subsequently the determina- 
tion of anti-C1q autoantibodies might 
help evaluate the success of an immu-
ne-suppressive  treatment. In a mul-
ticentric study Trendelenburg et al (2006) 
detected anti-C1q antibodies with high 
prevalence in patients suffering from 
biopsy proven, active Lupus Nephritis. On 
the other side an absence of anti-C1q 
antibodies strongly argues against the 
presence of a proliferative Lupus Nephri-
tis. Hence, the measurement of these 
antibodies may serve as a tool to avoid 
unnecessary renal biopsies and/or treat-
ment.
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Fig 1. Follow-up of anti-C1q antibodies, C1q - and C4 antigen 
in a patient with SLE (Trendelenburg, oral presentation, 2004) 
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