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ABSTRACT: 

We are presenting a case of young female, who presented with prolonged fever, neck swelling and seizure episodes. The 

patient was properly evaluated with complete hemogram, FNAC and lymph node biopsy. On CECT chest, multiple enlarged 

cervical and axillary lymph nodes were seen. The patient was diagnosed as a case of SLE with lymphadenopathy. 

 

INTRODUCTION: 

Systemic lupus erythematosus (SLE) is a 

heterogenous autoimmune disease, involving 

different organs like     kidneys, CNS, skin, joints 

etc.1 It presents with various clinical symptoms 

simultaneously. The most frequently occurring 

symptoms of the disease include fever, fatigue and 

arthralgia.2 According to American College of 

Rheumatology (ACR), four out of 11 criteria 

should be fulfilled for the diagnosis of SLE.
3
 

Laboratory tests are used to support the diagnosis 

in suspected cases of SLE.
2
 A high ESR along with 

normal or slightly raised CRP is characteristic of 

SLE. The treatment aims at minimization of disease 

activity and prevention of further flares. 

Lymphadenopathy is the reticuloendothelial 

proliferation secondary to inflammation. It is 

considered to be a benign finding in case of SLE.
4 

CASE REPORT:  

A 16-years-old-female, student presented with the 

chief complaints of multiple swellings over 

bilateral side of neck since 8 months,fever on and 

off since 3 months,abnormal tonic clonic 

convulsive movement of all four limbs, two 

episodes in last 15 days. Swelling were multiple in 

number, located on bilateral side of neck, non 

painful, pea sized, non progressive, associated with 

mild to moderate grade fever, not associated with 

chills and rigors, not associated with skin rash and 

night sweats. On General physical examination 

patient vitals were stable. On local examination, 

single circular lesion with slightly raised, scaly, 

hyperpigmented erythematous margins was present 

over the left forehead. Scaling was absent. On 

palpation, multiple swellings (lymph nodes) were 

present on the bilateral side of the neck, which 

were 2×1 cm in size, non tender, smooth surface, 

firm in consistency, mobile in all planes, with no 

rise of local temperature and not associated with 

skin changes. Also multiple swellings (lymph 

nodes) were present in the bilateral axilla, which 

were 2×1 cm in size, non tender, smooth surface, 

firm in consistency, mobile in all planes, with no 

rise of local temperature and no associated skin 

changes. Rest of the systemic examination was 

normal. 

On investigating the patient  HRCT chest showed 

subcentimeter sized mediastinal lymph nodes.  
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Multiple discrete enlarged and centimetric sized 

lymph nodes were seen in bilateral axillary regions. 

Also, multiple subcentimetric sized lymph nodes 

were visualised bilaterally lower deep cervical and 

posterior cervical group S/O NHL. CBC showed 

normocytic normochromic anemia with leukopenia 

and normal platelet count. FNAC and lymph node 

biopsy showed reactive lymphadenitis. MRI brain 

and CT head showed normal study. Anti ds DNA 

antibodies and ANA titres were significantly 

positive. Lymph node biopsy cervical site showed 

reactive lymphadenitis with no evidence of 

malignancy or granulomatous inflammation in 

section examined.  

 

                                                      TABLE 1: COMPLETE HEMOGRAM 

 

 18-11-16 20-11-16 02-12-16 03-12-16 

Hb 11.2 10.2 10.1 9.6 

TLC 7500 6000 3000 2500 

DLC 48/47/4/1 73/22/4/1 65/30/3/2 55/38/4/3 

APC 3 lac 2 lac 1.5 lac 1.6 lac 

PBF N/N N/N N/N N/N 

 

                                                     

 

PHOTOGRAPH 1 & 2: SHOWING CHARACTERISTICS OF SLE LESIONS 

 

DICUSSION:  

The immunopathogenesis of SLE is associated with 

certain factors, like infection, hormonal and 

environmental factors. Also there are certain 

genetic factors like loss of self tolerance. There is 

interaction of various genetic and environmental 

factors, leading to formation of autoantibodies 

against components of cell nucleus, leading to 

inflammation, vasculitis etc.
5
 The prevalence of 

lymphadenopathy with SLE is 5-7%, at the onset of 

the disease and 12-15% at the later stages.
6
 But still 

lymphadenopathy has not been included in the 

diagnostic criteria of SLE. Most common site of 

involvement being cervical and axillary lymph 

nodes. There is a higher disease activity levels in 

patients found to be having SLE with 

lymphadenopathy.
7 

In a study conducted by Kojima 

et al, a higher incidence of lupus lymphadenopathy 

was seen in women.8 LAP is also a prominent 

clinical characteristic of Kikuchi-Fujimoto's disease 

which is associated with fever, arthralgia, and 

leukopenia, features also found in SLE. So, it is 

important to differentiate these two entities. As the 
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prognosis and treatments of KFD and SLE are 

different.
7
 

CONCLUSION:  

LAP is a common manifestation in SLE. The 

factors responsible for lymph node proliferation 

could also be responsible for development of 

autoantibodies. A classification of lymph node 

lesion patterns in SLE, has been suggested, but they 

are not specific enough to diagnose SLE. The 

presence of LAP could antecede the diagnosis of 

SLE, when presence of ANA and other factors 

cannot be detected.  
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