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Introduction

Systemic lupus erythematosus (SLE) is a heterogeneous autoimmune
disease with a highly variable presentation and course. It can affect
virtually every organ of the body and many symptoms may be observed.
Skin, musculoskeletal, hematologic, and serological involvement are
most commonly observed. [1] Some patients show predominately

hematologic, renal, or central nervous system manifestations. [2,3]

The presentation of SLE may be characterized by periods of
remission and by chronic or acute relapses. Several factors, including age
and ethnicity, can affect the course and severity of SLE and response to
treatment varies by race, ethnicity, and age. Non-Caucasians tend to
exhibit acute disease onset, more severe and numerous clinical
manifestations , and higher disease activity.[4—10] Hispanics, African
descendants and Asians exhibit more frequent renal, hematological,
serosal , neuropsychiatric and immunological abnormalities.[5,7,11-14]
Furthermore, response to treatment for lupus nephritis varies according to
race and ethnicity.[15] Similarly, ethnicity can affect the nature and
severity of SLE and its response to treatment: Age of onset also
influences the clinical manifestations and severity of SLE. Approximately
15-20% of SLE patients experience disease onset before to adulthood,
and about 2-20% of all patients with SLE experience onset of SLE after
age of 50.[16-18]

Studies have reported that juvenile-onset SLE patients tend to have a
more aggressive presentation and course, with higher rates of organ
involvement and lower life expectancy than adult-onset SLE patients.

[19—24] Late-onset SLE patients tend to have a more insidious onset of
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disease and tend to have less major organ involvement and more benign
disease course. [25 | However, they have a poorer prognosis than patients
who developed SLE before the age of 50 years, because of the generally
higher frequency of comorbid diseases and higher organ damage, due to

aging and longer exposure to ‘‘classical’’ vascular risk factors.[17,26,27].

Aims of the Study:

To compare clinical and serological differences among juvenile, adult,
and late-onset systemic lupus erythematosus in a cohort of SLE patients

in our hospital.

Patients and Methods:

Study design:
This study is a cross-sectional study
Setting:

This study will be conducted from January 2023 to January 2024 in
Rheumatology Department, Sohag University Hospital. All the SLE
patients visiting our department will be included in the study if they are

fulfilling the inclusion criteria.

Inclusion criteria:
1. Patients diagnosed as SLE according to SLICC 2012 or
ACE/EULAR 2017 classification criteria.

2. Age (JSLE was defined as a diagnosis below the age of 18 years,
and those diagnosed between 19 and 50 years of age were
classified as aSLE (adult SLE), while ISLE (late onset SLE)
was defined as a diagnosis at more than 50 years of age).

3. Patients with a disease duration of more than 6 months
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Exclusion criteria:

1. Patients with had other autoimmune diseases, such as rheumatoid
arthritis, systemic sclerosis, mixed connective tissue disease ,
overlap syndrom or primary Sjogren’s syndrome ,but not
secondary Sjogren’s syndrome or secondary antiphospholipid
syndrome .

2. Patients who are not willing to be involved in the study

Methods:
All patients will be subjected to the following:

1. Thorough medical history of the patients
2. Full clinical examination including:
a. General examination and vital signs.
b. Complete rheumatological examination.
c. SLE disease activity index SLEDALI (ref).
d. SLICC damage index (ref).
3. Routine investigations (complete blood picture, erythrocyte
sedimentation rate and liver functions).
4. Renal investigations:
a. Kidney functions
b. Urine analysis
c. 24 hours protein in urine and/or A/C ratio
d. Renal biopsy if indicated.
5. ANA test.
6. ANA profile for the most common 19 autoantibodies by

immunoblot.
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Ethical considerations:

The study will be approved by the local Scientific Ethical
Committee of the Faculty of Medicine, Sohag University.
An informed written consent will be taken from all of the

participants in the study after explaining the aim of the study.

Statistical analysis:

Statistical package for social sciences (IBM-SPSS), version 24
(May 2016); IBM- Chicago, USA will be used for statistical data
analysis.
Data will be expressed as mean, standard deviation (SD), number
and percentage. Mean and standard deviation will be used as
descriptive value for quantitative data.
Student t test will be used to compare the means between two
groups, and one-way analysis of variance (ANOVA) test will be
used to compare means of more than two groups. Mann Whitney
test will be used instead of Student t test when the data are non-
parametric.
Pearson Chi square test will be used to compare percentages of
qualitative variables, and Fisher exact test will be used instead of
ordinary chi square test in cases of non-parametric data.
Pearson correlation test will be used to compare two quantitative
variables; and Spearman correlation test will be used instead if the
data are non-parametric.
For all these tests, the level of significance (P-value) can be
explained as:

o No significance P > 0.05

o Significance P <0.05

o High significance P < 0.001.
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