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Predictive Factors for Seizure Attack in Patients
with Systemic Lupus Erythematosus

Min-Chan Park, Yong-Beom Park, Hyun Wook Kim,
Chul Sik Kim, Tae Won Hong, Soo-Kon Lee

Department of Internal Medicine, Yonsei University
College of Medicine, Seoul, Korea

Objective: This study was designed to identify the risk factors associated with seizure attack
in patients with systemic lupus erythematosus (SLE) and to propose the usefulness of them as
predictive factors for seizure attack.

Methods: One hundred patients with SLE were included in this study. Twenty-five of these
patients had seizure attacks during the course of their disease and age-, sex-matched 75
patients who did not have seizure were control group. We compared clinical manifestations and
laboratory findings between the two groups. Seizures not related to SLE were excluded.

Results: Risk factors associated with seizure attack in SLE were high damage index at initial
presentation and the presence of anticardiolipin antibody IgG regardless of its titer. Underlying
illness other than SLE, duration of SLE, presence of previous organic brain abnormality, SLEDAI
at initial presentation, clinical manifestations of SLE, laboratory findings (including hematologic,
immunologic parameters and known laboratory activity indices) and medications before seizure
attack were not significantly associated with seizure attack. Recurred seizure was not associated
with any of these factors.
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Conclusion: High damage index at initial presentation and the presence of anticardiolipin
antibody IgG were associated with seizure attacks in patients with SLE. These factors may be
used as predictive factor for seizure attack in SLE.
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Table 1. Comparison of clinical manifestations between seizure group and non-seizure group
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Clinical features Seizure group (n=25)  Non-seizure group (n=75) p value***

SLEDAI* (mean*SD) 14£5.5 12+6.1 NS
SLICC/ACR** damage index (mean+SD) 6+1.2 3+1.0 0.038
Skin rash 8 (32%) 25 (33%) NS
Photosensitivity 4 (16%) 10 (13%) NS
Oral ulcer 2 (8%) 8 (11%) NS
Serositis 7 (28%) 15 20%) NS
Arthritis 4 (16%) 12 (16%) NS
Renal involvement 15 (60%) 43 (57%) NS
Neurologic involvement 11 (44%) 8 (11%) NS
Hematologic involvement 23 (92%) 63 (84%) NS
NS: not significant
*SLEDAI: SLE disease activity index
**SLICC/ACR: systemic lupus international collaborating clinics/american college of rheumatology
***Calculated by student’s t-test or chi-square test
Table 2. Comparison of immunologic parameters between seizure group and non-seizure group

Immunologic parameters Seizure group Non-seizure group p value*
Antinuclear antibody 23 (92%) 70 (93%) NS
Anti-dsDNA antibody 16 (64%) 51 (68%) NS
Anti-Sm antibody 7 (28%) 21 (30%) NS
Anticardiolipin Ab IgG 11 (44%) 11 (17%) 0.014
Anticardiolipin Ab IgM 2 (8%) 4 (6%) NS
Lupus anticoagulant 1 6%) 7 (10%) NS
Anti-dsDNA antibody titer (mean+SD) 73.7+30.7 89.2+42.1 NS
Anticardiolipin antibody IgG titer (mean=SD) 45.31£15.3 39.1£9.9 NS
Anticardiolipin antibody IgM titer (mean+SD) 30.7+20.1 40.1+25.0 NS

NS: not significant
*Calculated by Student’s t-test or Chi-square test
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