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Abstract 
Aim: To determine if there is any association between lymphopenia and clinical features, disease 

activity and damage in systemic lupus Erythematosus (SLE). 

Methods: The study group consists of 50 Iraqi patients with SLE mostly from Babylon Governorate 

who were diagnosed depending on the American College of Rheumatology revised criteria (ACR) for 

SLE; they were attending Marjan Teaching Hospital during the period from 1
st
 Jan. 2007 to 1

st
 Jul. 

2008. 

    The clinical manifestations were obtained by detailed medical history and physical examination. 

    The disease activity was assessed with the systemic lupus erythematosus disease  activity  index 

(SLEDAI) and the Physician's  Global Assessment (PGA). 

    The disease damage was determined with the Systemic Lupus International Collaborating Clinics 

Damage Index (SLICC-DI). 

    Lymphocytes count was expressed in two categories: normal (more than 1500/cmm) and 

lymphopenia (less than 1500/cmm); the count of less than 500/cmm was considered as marked 

lymphopenia. 

    The relationship of lymphopenia with clinical, pharmacologic treatment variables, SLEDAI, PGA 

and SLICC-DI scores was examined. 

Results: Lymphopenia was found to be positively associated with skin manifestations, renal 

involvement, serositis and the use of steroids. 

    Marked lymphopenia was associated with even higher SLEDAI, PGA and SLICC-DI scores. 

Conclusion: Lymphopenia was associated with some clinical manifestations of SLE and with more 

disease activity and damage.  Marked lymphopenia was associated with even higher disease activity 

and damage . 

 العلاقة بين قلة كريات الدم اللمفاوية وداء الذئب الاحمراري لدى المرضى العراقيين

 الخلاصة
الاةةدا الاااو ة ةةا ةالاسةةا   الاسةةر ر ا ةلق لا ةةا الااةةرا ةالانةةرر الارةة دا  رةةئ لاةةد  ارنةة  دا  الاةة     دراسةةا الاقة ةةا قةة ك  اةةا  ر ةة   الهددد  

 الاحاراري
قةةدا  الاةة    الاحاةةراري    ااةة   ك د ةة     ق كاح لظةةا ق قةةا ا ةة  –ار نةة  اةةك الاقةةرا   05لاقةةد داةة  دراسةةا  طريقددة العمددل واتدوا  

 لاد  الا ا ا الأار   ا لأاراا الارةا دزا . ةادالااقد ة  ر   الاارا  د دا ا دا دا  ا  الا      الأحد
دا     الاد ر خ الاارني لا ا ار ا ق ةرة او اا اع لح  سةر ري د  ة   ةا دةا دق ة ا لق لا ةا الااةرا ق سةد داا اي ةر لق لا ةا دا       

 دا  دا  الاة    الاق لاا ةا الا    الاحاراري ةالادق  ا الاطقي الا  اا ةاد  الانةرر الارة دا  ةك الااةرا ق سةد داا اي ةر الانةرر الاقة لااي لاق ة
 الاا در ا.

 اةةة  دةةةا حسةةة    ةةةدد الا ر ةةة   الاااو ة ةةةا ةد ةةةر وى  لةةةي اراةةةة د ك ز الأةلاةةة  د ةةةاا الاارنةةة  الاةةة  ك دز ةةةد  ر ةةة دىا الاااو ة ةةةا  اةةة       
  3/ااةا055 رقة  الا ر ة    ةك    اا   رئ  ةد دةا ا دقة ر 3/ااا 0055دقا  ر  دىا  ك الا  ك  ا  الا  ر ا لقد  اا  الاارن   3/ااا0055

 رق    د دا .
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دةةا ا د ةة ق  ة ةةا اىاةةا قةة ك  اةةا الا ر ةة   الاااو ة ةةا ةالأ ةةراا الاراد ةةا ةالا اة ةةا ةالادىةة   الأد ةة ا الاا ةةا ا ةاسةةدقا ا الأدة ةةا  النتددا:  
 الاسد رة د ا .

ئز ةالاقة ةةا د ةةةك   قةةر  رةةد  ة ةةا قةة ك  اةةا الا ر ةة   الاااو ة ةةا ةز ةة دة لق لا ةةا الااةةرا ةالانةةرر الارةة دا  رةةاك هرةة    اةة  دةةا ا د ةة ق      
 الاارن   ةي الارق  الا د د لي الا ر    الاااو ة ا .

 رئ. اا الا ر    الاااو ة ا قققا الاسا   الاسر ر ا لادا  الا    الاحاراري ةقز  دة لق لا ا الاارا ةالانرر الار دا   دردقط الاستنتاج 
 ةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةةة

Introduction 

ymphopenia is one of the most 

common clinical manifestations 

of SLE. Some studies had found 

lymphopenia in 75 % of SLE patients 

with active and untreated SLE and an 

additional 15 % of patients developed 

lymphopenia during the course of 

disease[1]. 

    Lymphopenia occurs more 

frequently with increasing age and 

appears to be more common in men 

than in women[2,3]. 

    The clinical usefulness of 

lymphopenia in SLE includes: 

1. Lymphopenia aids the diagnosis of 

SLE as it is one of the hematological 

criteria according to the American 

College of Rheumatology (ACR) 

classification[4]. 

2. Lymphopenia is one of the clinical 

parameters to assess disease activity in 

the Systemic Lupus Erythematosus 

Disease Activity Index (SLEDAI)[5,6]. 

3. Lymphopenia may be associated 

with some clinical manifestations of 

SLE such as arthritis and neurological 

involvement[1]. 

        There are some theories to explain 

the association between lymphopenia 

and SLE activity and damage: 

1. T-cell apoptosis is increased in 

active SLE with high expression of 

both membrane bound and soluble 

Fas[7]. 

2. CD4+ and CD8+ T-cells that carry 

the CD28 molecule (the potent signal 

for T-cell activation) are decreased in 

SLE[8]. 

3. High titer of anti-T cells Ab are 

found in patients with SLE and active 

nephritis, especially proliferative 

glomeriolonephritis; specifically anti 

CD4 Ab is frequently found in SLE[9]. 

4. Anti-ribosomal protein Ab induces 

apoptosis of Jurkat T-cells suggesting 

that anti-ribosomal Ab might have a 

role in the pathogenesis of 

lymphopenia in SLE[10]. 

5. Another important clinical 

implication of lymphopenia is the 

possibility of predisposing to 

infections that are the major cause of 

morbidity and mortality in SLE[11,12]. 

6. Decreased number of T and B cells, 

especially CD4+ T cells and naïve B 

cells[13]. 

7. Lower levels of plasma cells free FC 

gamma receptor III than those with 

normal lymphocytes count[14]. 

8. Decreased number of peripheral 

blood dendritic cells in SLE is more 

common in patients with 

lymphopenia[15].    

     To further ascertain the role of 

lymphopenia in terms of disease 

manifestations, disease activity, and 

damage occurrence in patients with 

SLE we decided to  carryout this 

study. 

 

Methods 

    50 patients with SLE were taken, 

they were mostly from Babylon 

Governorate and had the diagnosis of 

SLE depending on the American 

College of Rheumatology (ACR) 

revised criteria for SLE classification.    

Those patients were attending Marjan 

Teaching Hospital during their first 

diagnosis or for follow up from 1
st
 

January 2007 to 1
st
 July 2008. 

    For all patients, full medical history 

and thorough physical examination 

were done looking for signs and 

L 
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symptoms  of SLE or its complications 

(this was done by the physician); then 

routine laboratory tests were done 

[including complete blood count and 

film using electronic counter and 

Leishman's stain, blood urea and serum 

creatinine, total serum bilirubin and 

SGPT/SGOT/serum alkaline 

phosphatase, antinuclear 

antibody(ANA by agglutination test) 

and anti-ds DNA antibody (by 

agglutination test)  and general urine 

exam for albumin and casts]. 

    The disease activity was assessed 

with SLEDAI and PGA (using the 

attached format). 

    The disease damage was assessed 

with SLICC-DI (using the attached 

format). 

    Lymphocytes count was expressed 

in two groups:  

1. Normal: count 1500/cmm or more. 

2. Lymphopenia: count less than 

1500/cmm. 

    Lymphocytes count less than 500 

was considered as marked 

lymphopenia. 

 

Results 

    Lymphopenia was found positively 

associated with skin manifestations 

(malar rash and photosensitivity), renal 

manifestations, serositis, anti–ds DNA 

antibodies and the use of steroids. 

(Table 1) 

  

Table 1  Lymphopenia with different SLE features and therapies  

N.B. : Significant P-value if less than 0.001 

The clinical feature 

or therapy 

No. of patients 

having that 

feature 

No. Of patients 

with 

lymphopenia 

Normal 

lymphocytes 

count 

P-value 

Malar rash 15 12 3 < 0.001 

Photosensitivity 10 8 2 < 0.001 

Discoid rash 0 0 0 -------- 

Arthritis 13 7 6 0.547 

Oral ulcers 4 2 2 0.794 

Serositis 8 7 1 < 0.001 

Neurological 5 3 2 0.204 

Renal 21 16 5 < 0.001 

Hemolysis 3 2 1 0.0251 

Leucopenia 2 1 1 0.624 

ANA 14 8 6 0.442 

Anti-dsDNA Ab 10 8 2 < 0.001 

Steroids 34 25 9 < 0.001 

Imuran 10 6 4 0.0912 

Chloroquin 4 2 2 0.794 
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Lymphopenia was found positively 

associated with high SLEDAI , PGA 

and SLICC-DI scores. (Table 2) 

     Marked lymphopenia was 

associated with even higher SLEDAI, 

PGA and SLICC-DI scores. (Table 2) 

  

Table 2  Lymphopenia with disease activity and damage . 

Lymphocytes 

count 

SLEDAI P-value PGA P-value SLICC-DI P-value  

< 1500/cmm 16.1    ±  3.8 < 0.001 0.9   ± 0.2 < 0.001 2.7  ± 0.55 < 0.001 

> 1500/cmm 25.5    ±  4.9 < 0.001  1.9   ± 0.3 < 0.001 6.8  ± 0.92 < 0.001 

> 500/cmm 43.4    ±  6.5 < 0.001 2.2 ± 0.6 < 0.001 8.3  ± 1.15 < 0.001 

 N.B. : Significant P-value of less than 0.001 
 
Discussion 

    This study has shown that 

lymphopenia is significantly associated 

with renal and dermatologic 

manifestations and serositis.  

    More importantly; we found that 

marked lymphopenia is strongly 

associated with disease activity and 

damage . 

    Few studies have found similar 

association between clinical 

manifestations of SLE and 

lymphopenioa; in contrast, other 

studies have found association with 

arthritis, neurological manifestations 

and vasculitis[1,16]. Like our study; 

some studies have reported association 

with anti-dsDNA antibodies[17-19]. 

    The association of lymphopenia 

with anti dsDNA antibody is 

particularly interesting because these 

autoantibodies may be lymphotoxic 

due to possible cross-reactivity 

between nuclear material and the 

lymphocytes membrane[20]. 

     The association between 

lymphopenia and disease activity has 

been reported previously[9,17,21] and 

lymphopenia was used as a marker of 

SLE activity and disease flare within a 

year of follow up[9]. 

    The association between 

lymphopenia and damage occurrence 

is expected for reasons : 

 Lymphopenia was associated with 

major organ involvement e.g. renal 

disease . 

 Lymphopenia was associated with 

the use of steroids and cytotoxic drugs  

 Marked lymphopenia was associated 

with disease activity that in turn is an 

important predictor of damage 

occurrence[22]. 

    Damage occurrence in SLE is a 

predictor of mortality in lupus so 

lymphopenia will be a predictor of 

decreased survival in SLE[23]. 

   On the other hand, some limitations 

for our study are still present and they 

include: 

1. Small number of patients; so larger 

study group is needed for future 

studies. 

2. Lymphopenia may be secondary to 

drug therapy as most of our patients 

were previously diagnosed with SLE 

and on treatment; however, the use of 

steroids and cytotoxics is a reflection 

of  more aggressive disease course. 
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