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ABSTRACT

Objective: To study the lipid profile in systemic lupus erythematosus

(SLE) patients and to correlate it with various disease activity parameters.

Patients and methods: 48 female SLE patients fulfilling the updated

ACR 1997 revised criteria for classification of SLE were subjected to:

Full history taking, clinical examination and routine laboratory tests to
assess SLE including: Complete blood count, erythrocyte sedimentation
rate, liver function tests, kidney function tests, complement components,
complete urine analysis and fasting lipid profile. Total cholesterol (TC)
and triglycerides (TG) were measured in plasma by the calometric
method. High density lipid cholesterol (HDL-C) was measured using
direct HDL method (Hitachi 917). Low density lipid cholesterol (LDL-C)
and very low density lipid cholesterol (VLDL) were calculated using
formulas LDL-C= TC - (TG/2.2+ HDL-C) and VLDL= TG x 0.45.

Systolic and diastolic blood pressures were measured.

Results: Hypercholesterolemia (>200mg/dl) was present in 23 patients
(47.9%). Lupus nephritis was detected in 38 patients (79.1%),
hematological disorders were found in 33 patients (68.75%), joint
affection in 27 patients (56.3%), muco-cutaneous lesions in 25 patients
(52%), hypertension in 24 patients (50%), respiratory affection and
Raynauds' in 15 patients each (31.3%) and cardiovascular affection in 6
patients (12.5%). Systemic lupus activity measure (SLAM) index
correlated significantly with TG (r=0.295, p=0.041) and with VLDL
(r=0.296, p=0.041) respectively. A significant negative correlation was
found between SLAM and C3 level (r=-0.403, p=0.004) and between
SLAM and administration of antimalarial drugs (r=-0.0297, p=0.041).




HDL-C was negatively correlated with the SLAM score, however, the
correlation did not reach statistical significance (r=-0.079, p=0.598).
Correlation of the lipid profile with C3, C4, ESR and platelet levels did

not reach statistical significance.

Conclusion: Disease activity correlated with elevated TG and VLDL
levels. An oral steroid dose of < 10 mg/d was associated with a lower
lipid profile than that of patients not receiving any steroids. On increasing
the dose to > 10 mg/d all the lipid components showed an increase which
was statistically insignificant. Patients not receiving antimalarial drugs
showed higher plasma lipid levels than those receiving the drug. There
was a further decrease in TG, VLDL and HDL-C levels on increasing the
antimalarial dose from 200mg/d to 400 mg/d. However, the difference in
plasma lipid levels between the two doses did not reach statistical

significance.

Keywords: SLE, hyperlipidemia, coronary artery disease.
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Introduction

INTRODUCTION

Systemic lupus erythematosus (SLE) is a prototypic autoimmune
disease characterized by the production of antibodies to components of
the cell nucleus in association with a diverse array of clinical

manifestations (Boumpas et al., 1995).

Hyperlipidemia is common in systemic lupus erythematosus
(SLE), the prevalence being estimated to be more than 50%.
Hyperlipidemia has been shown to be an important predisposing factor

for atherosclerosis in SLE (Petri et al., 1992).

Although lipid levels fluctuate in lupus patients, in a study by
Bruce and his colleagues in 1999, 75% of lupus patients developed
hyperlipidemia, which was sustained in 40% of patients for 3 years after
diagnosis. Coronary artery disease (CAD) occurred more frequently in
patients with sustained hypercholesterolemia than those with

intermittent or no hypercholesterolemia (Bruce et al., 1999).

Women with systemic lupus erythematosus (SLE) have a 7-50-fold
increased risk of coronary artery disease (McMahon et al., 2006).

Therefore, routine lipid monitoring is essential (Tam et al., 2000).

Since premature CAD is a significant cause of mortality and
morbidity in SLE, modification of hypercholesterolemia would be
expected to help reduce the risk of future CAD events in SLE (Bruce et
al., 1999).



Introduction

In SLE, however, many factors that significantly influence
cholesterol levels including disease activity, proteinuria, and steroid
therapy will vary greatly over time. It is therefore quite likely that in
some patients with SLE, cholesterol levels may "normalize" due to
changes in disease and therapy related factors, independent of specific

lipid lowering strategies being implemented (Bruce et al., 1999).

Knowledge of the "natural history" of hypercholesterolemia in SLE
would be of benefit in better informing physicians of the risks that a
particular patient carries and therefore whether patients are likely to
require long-term therapy with specific lipid lowering drugs (Bruce et

al., 1999).



Aim of work

Aim of work

The aim of this work is to study the lipid profile in SLE
patients and to correlate it with various disease activity

parameters.



