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Lumbar disc herniation in systemic lupus erythematosus: 
A case report 
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CASE REPORTS

ABSTRACT
The most frequent neurological manifestation in SLE (Systemic Lupus Erythematosus) is cognitive disorder, so lumbar disc 
herniation in SLE is uncommon. Disc herniation is a degenerative disc disorder (DDD) that is often correlated with aging. 
However it can be caused by an inflammatory reaction. TNF-α (Tumor Necrosis Factor-alpha) is an essential pro-inflammatory 
cytokine in DDD-related SLE. We present the case of a 26-year-old female with SLE and disc herniation L5-S1.
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INTRODUCTION

Bilateral lower limb weakness in SLE is a rare 
neurological manifestation because the most com-
mon finding in the present study is cognitive disor-
ders, including delirium, dementia, and mild cogni-
tive impairment (57.89%) [1]. Some theories of its 
pathogenesis are BBB (Blood-Brain Barrier) disrup-
tion, complement activation, cytokine effects, au-
toantibody production and immune complex (IC) 
deposition that cause injury of the cerebral vessels 
and impairment in neuronal function [2,3]. 

The weakness can be related to CNS (Central Nerv-
ous System) and PNS (Peripheral Nervous System) 
involvement, and we reported a disc herniation L5-
S1. Disc herniation is a degenerative process of in-
tervertebral discs and is generally found in average 
40-year-old patients [4]. This is a case report of a 
26-year-old female with lumbar disc herniation and 
SLE.

CASE REPORT

A 26-year-old female with SLE visited the rheuma-
tology clinic due to bilateral lower limb weakness 
one week ago. She also had nausea and felt her feet 
hurt. There was neither urinary nor fecal inconti-
nence. In these three months, she was on SLE therapy 
(Methylprednisolone 16 mg/12 hours, Hydroxychlo-

roquine 200 mg/day, Methotrexate (MTX) 7.5 mg/
week, Folic acid 5 mg/week (a day after taking MTX)). 
Her ANA, Anti-RNP, and Anti-Smith antibodies were 
positive. 

Upon arrival at our rheumatology clinic, the blood 
pressure, respiratory rate, heart rate, and tympanic 
membrane temperature were normal. The patient 
denied having trauma before the weakness and pain. 
The patient was oriented well, had a good mental 
health status, and was well nourished. Neurological 
examination showed decreased muscle power of the 
bilateral lower limbs and scored 3/3 (MRC scale). The 
deep tendon reflex (knees reflex, ankle reflex) and 
sensibility of the bilateral lower limb were dimin-
ished. There was also no Babinski sign elicited. Blood 
tests were normal, including complete cell count, 
blood sugar, and a biochemical panel. Regardless, the 
NLR (Neutrophil-to-Lymphocyte Ratio) was high 
(3.37). The MRI spine showed disc herniation L5-S1 
without any sign of myelitis (Figure 1). 

Based on her MRI spine results, she was referred 
to a neurologist and was given an oral 100 mg of Gab-
apentin and an injection of 500 mcg/ml of Mecobala-
min for 12 hours. Oral 30 mg of Lansoprazole was 
given for her nausea, and she continued her SLE 
therapy with the same regimens as before. Her final 
diagnosis was lumbar disc herniation and SLE. Final-
ly, her pain improved, and she was discharged and 
went to the neurologist for further treatment. 
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FIGURE 1.  MRI of the spine indicated there was a disc herniation L5-S1 
a) Sagittal, T1, b) Sagittal, T2 fat saturated

a b

DISCUSSION

We present the case of a 26-year-old female with 
lumbar disc herniation in SLE. She was diagnosed with 
SLE by 3 months ago with ANA, Anti-RNP, and An-
ti-Smith antibodies were positive. There are still a few 
studies, in addition to spinal cord and the spine in-
volvement commonly found is myelitis. Furthermore, 
it only occurs in 1-2% of cases within the first five years 
after disease onset. It is associated with high titers of 
ANA, anti-double-stranded DNA antibodies, and hypo-
complementemia, leading to arterial thrombosis [5,6]. 
Its symptoms are loss of strength in the lower limbs, 
swelling of the affected area, fever, acute urinary re-
tention, and abdominal or lumbar pain [7].

Lumbar disc herniation is a part of DDD that is not 
only because of aging but also an inflammatory reac-
tion [8]. It has been characterized by the infiltration 
of CD68 macrophages, T cells (CD4, CD8), and neutro-
phils in blood vessels and nociceptive nerve fibers 
[9]. They release cytokines, like TNF-α, IL-1 α/β, IL-6, 
IL-17, IL-8, IL-2, IL-4, IL-10, and IFN-γ [10]. TNF-α is 
the crucial cytokine that impairs the morphology, 
cortical contractility, hydraulic permeability, and 
stiffness of the nucleus pulposus cells [11]. Other than 
that, TNF-α also promotes ECM (Extracellular Matrix) 
degradation, apoptosis of intravertebral disc cells 
(nucleus pulposus, annulus fibrosus), and amplifies 
the inflammatory responses [12]. 

A high serum level of TNF-α is found in SLE pa-
tients with activity disease and has been linked to the 
severity of the disease, even though the TNF-α in-
volvement in the pathogenesis is unclear [13]. In our 
case, high NLR is also related to activity disease of 
SLE and IC-mediated inflammation [14]. Moreover, 
ICs (Immune Complexes) in SLE can significantly in-
duce the release of TNF-α and are responsible for ele-
vated levels of TNF-α in the serum [15]. TNF-α has 
been implicated in the pathophysiological processes 
of both DDD and SLE. As a consequence, patient with 
SLE is more susceptible to having DDD, especially 
disc herniation. 

CONCLUSION

SLE is an autoimmune disease that has many 
manifestations. Furthermore, it can be associated 
with DDD, and the incidence is rare. Inflammatory 
reaction, especially TNF-α, is the primary pathophys-
iology to which they are related. As a result, SLE pa-
tient with activity disease is prone to have DDD, in-
cluding disc herniation.
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