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ABSTRACT

Isolated mononeuritis multiplex may be rarely seen in patients with rheumatoid arthritis. Superior gluteal nerve palsies may result especially

from iatrogenic causes, such as total hip arthroplasty operations. Patients complain of burning pain spreading to the lateral side of the

thigh region. As our patient had bilateral hip dysplasia and rheumatoid arthritis at the same time, thorough examination was conducted
with abdominal magnetic resonance imaging (MRI)’s, multiple electroneuromyography (ENMG) and laboratory studies. Malign illnesses
such as aneurysms and tumoral lesions were eliminated. As the patient was diagnosed as mononeuritis multiplex due to Rheumatoid
Arthritis, she began to use gabapentin 800 mg three times a day and alpha-lipoic acid 600 mg once a day for 6 months. In addition, she
had a physical therapy cure with conventional Transcutaneous Electrical Nerve Stimulation (TENS), continuous Ultrasound (US), hot pack,

strengthening and relaxation exercises for the lumbosacral region lasting for three weeks. Most of her complaints subsided after the

treatment. Isolated superior gluteal nerve mononeuropathy due to rheumatoid arthritis is a rare presentation and should be thoroughly

evaluated and followed for appropriate cures.
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INTRODUCTION

The superior gluteal nerve originates from the dorsal branch of
the L4-S1 roots of the lumbosacral plexus and leaves the pelvis
posteriorly after passing through the foramen suprapriformis over
the piriformis muscle and proceeds between gluteus medius and
gluteus minimus muscle. It goes through in a sheath with the supe-
rior gluteal artery and superior gluteal vein along the nerve tract.
It innervates gluteus medius, gluteus minimus and tensor fasciae
latae muscles. The Inferior gluteal nerve originates from the dorsal
branches of L4-S2 innervates gluteus maximus muscles (1, 2). The
superior gluteal nerve and inferior gluteal nerves are rarely dam-
aged in isolation except when there are iatrogenic causes. Total
hip arthroplasty is reported as a frequent cause of superior gluteal
nerve neuropathy, whereas trauma, iliac artery aneurysm, intraab-
dominal and intrapelvic masses, endometriosis, schwannoma,
sports injuries, priformis muscle hypertrophy, or extracorporeal
shock wave lithotripsy are seldom reasons (1, 3, 4-9). Patients with
superior gluteal nerve injuries complain about burning, stinging
and pain spreading to the hips, the lateral side of thighs and groin.

Rheumatoid arthritis (RA) is a chronic inflammatory disease that
affects small joints and can lead to damage of various systems in
later stages. It is also known that the modalities used in treatment
may result in systemic complications. Peripheral nervous system
injuries may accompany patients with rheumatoid arthritis. It is
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stated that these injuries are caused by immune deposits accu-
mulated in vasa nervorum as the disease progresses. Patients
with rheumatoid arthritis may have mononeuropathies and poli-
neuropathies as peripheral nervous system involvements (10-12).

We report a case with rheumatoid arthritis and bilateral develop-
mental hip dysplasia treated for a long time, who had developed
superior gluteal nerve damage.

CASE PRESENTATION

A 59-year-old woman complained of pain spreading to her left
hip, 1/3 upper lateral side of her thigh and groin for the last 3
months. Pain was sudden, sharp, sustained for a few seconds and
automatically declined. Pain was seen during activity or rest and
was not relieved by heat or cold. Pain was controlled for a short
time by various painkillers that she had taken by herself. Since
her twenties she was followed with the diagnosis of rheumatoid
arthritis. She was using meloxicam 15 mg once a day and 12.5
mg of methotrexate once weekly as a medical treatment. She
refused to get operated for hip arthroplasty although she was
diagnosed as having developmental dysplasia of the hip.

After having two rheumatoid arthritis flares 3 months and 9
months before the pain started, her methotrexate dose was
increased to 50 mg. Methotrexate was used in a subcutaneous
form twice a weekly. When rheumatologist was consulted, they
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stated that they were using a high dose of methotrexate before
switching to Anti -Tumor Necrosis Factor (Anti-TNF). Though
her medication was titrated, the last flares were prolonged. Her
complaints started 3 months after her last RA episode. She was
prediagnosed as meralgia paresthetica according to the results
of Electroneuromyography (ENMG) analysis (Figure 1) and was
recommended to take asemetacin 60 mg twice a day, thiocol-
chicoside 4 mg twice a day, and intramuscular diclofenac once
a day for 10 days. Because of repeated normal ENMG analysis
(Figure 2) results and no improvement despite the treatment for
a month, the patient was referred to our outpatient clinic. During
this period, she was recommended to reduce her dose of metho-
trexate to 10 mg once a week according to improved laboratory
findings and complaints about bilateral developmental dyspla-
sia, limited range of motion and tenderness around the hip joints
recorded at the physical examination. However, the hip pain with
physical activity was not consistent with the main problems. The
motion of lumbar spine was in the normal range and painless. Bi-
lateral minimal lumbar paravertebral muscle spasm was present.
A straight leg raising test was painless. Both hip muscle strength
was at the 4/5 level. The strength measurements of the left hip
abductor muscle were painful. There was hypoesthesia on the
proximal part of left thigh when compared with the right side, but
not relevant with any dermatomal field. Lower extremity reflexes
were normal. There were no pathological reflexes.

The previous results of Erythrocyte Sedimentation Rate (ESR), (C-
Reactive Protein) CRP, blood count, blood chemistry, and urine
biochemistry were within normal range. It was determined that
there was partial axonal degeneration in the left inferior gluteal
nerve and complete axonal degeneration in the left superior glu-
teal nerve on the repeated ENMG analysis (Figure 3). When neu-
rology specialist was consulted, the inferior gluteal nerve lesions
were supposed to have developed after intramuscular injections.
In order to reveal the differential diagnosis of nerve involvement,
abdominal, lumbosacral region and lumbosacral plexus Magnetic
Resonance Imaging (MRI) was obtained. Cancer indicators were
also examined to investigate intra-abdominal malignancy. No
evidence of malignancy was found. Abdominal MRI was normal.
Dysplasia in both hips, left coxarthrosis and minimal displace-

Figure 1. ENMG Results 1% page
ENMG: electroneuromyography
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ment of the femur to superior was revealed by the pelvic MRI
(Figure 4, 5). There was spondylosis in the lumbosacral region in
addition to no plexus pathology at lumbosacral MRI (Figure 6-8).

Written informed consent was obtained from the patient for her
medical records to be used in a case report. She started to orally
use gabapentin 800 mg three times a day, etodolac 400 mg twice
a day, paracetamol 500 mg 4 times a day, and alpha-lipoic acid
600 mg once a day. The maximum gabapentin dosage for neuro-
pathic pain was 3600 mg daily, but daily dosage of 2400 mg was
enough with a combination of alpha-lipoic acid 600 mg once a
day. The use of etodolac and paracetamol was terminated three
weeks later, while other medical treatment was continued for 6
months. The physical therapy program included conventional
Transcutaneous Electrical Nerve Stimulation (TENS), continu-
ous Ultrasound (US), hot pack, and strengthening and relaxation
exercises for lumbosacral, paravertebral and hip muscles. This
program was continued for three weeks and then she was rec-

ommended to continue the exercises at home. Her complaints
reduced by half at the third month and almost entirely at the sixth
month. The regeneration findings in the inferior gluteal nerve
and the degeneration and regeneration findings in the superior
gluteal nerve were evident at the ENMG after six months.

Figure 2. ENMG Results 2 page
ENMG: electroneuromyography

Figure 3. ENMG Results 3¥ page
ENMG: electroneuromyography
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Figure 4. Axial MRI section of hip
MRI: magnetic resonance imaging

Figure 5. Coronal MRI section of hip
MRI: magnetic resonance imaging
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Figure 6. Lumbar L2-L.3 axial MRI

MRI: magnetic resonance imaging



DISCUSSION

Isolated superior gluteal nerve injury that causes pain, burning, stinging
and weakness at the lateral side of thighs and groin is seen rarely (13).

Hip arthroplasty or revision arthroplasties are more common
than any other reason as the etiological cause of superior gluteal
nerve injuries. Surgical procedures are performed by considering
a "safe zone” that the distance between the surgical region and
superior gluteal nerve tract. The distance from the greater tro-
chanter to the superior gluteal nerve is usually measured. But the
safe zone has been described differently by some authors (1, 14).
Therefore, interventional procedures except the safe zone may
injure the superior gluteal nerve.

Ural et al.
Superior Gluteal Nerve Mononeuropathy. JAREM 2017; 7: 152-7

In our case, superiorly displaced hip dysplasia did not affect nerve
tract. The complaints that arose recently could not be explained
by hip dysplasia lasting from childhood. Isolated superior gluteal
nerve injury may occur due to the compression of the structures
in the pelvic and abdominal area.

The problems of superior gluteral arteries that go along in the
same sheath with the nerve may also cause superior gluteal nerve

injuries (3). No aneurysm was found in the abdomen or pelvis at
MRl in our case.

The hypertrophy of piriformis muscle caused by intensive sport
activities may also affect the superior gluteal nerve (7). The find-
ings in our case did not support that hypothesis. Rheumatoid ar-
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Figure 7. Lumbar L4-L5 axial MRI
MRI: magnetic resonance imaging
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thritis can cause serious disability and destruction of joints and
bones. Although extra-articular complications are seen more
frequently, central nervous system problems and peripheral
nervous system problems such as carpal tunnel syndrome are
observed in less than 1% of patients. Peripheral nervous system
complications of rheumatoid arthritis may be caused by vascu-
litis. Mononeuritis multiplex, sensorimotor polyneuropathy and
autonomic neuropathy in vasa nervorum are ischemic damage
and demyelination that are results of accumulation of immune
complex deposits. Patients with rheumatoid arthritis that have
frequent and serious flares may develop such complications
(11). It has been reported that pain and weakness complaints
might be seen as a result of the angulation of nerve fibers in
patients with rheumatoid arthritis in some studies. However,
this situation usually appears as myopathic problems (11). The
accumulation of immune complexes formed between the IgG
and Rheumatoid Factor (RF) may result in vasculitis. Those com-
plexes are more frequently observed in cases that have high RF
and long-term diseases (10). The drugs used in patients with
rheumatoid arthritis may occasionally show neurotoxic effects.

Methotrexate can have adverse effects on peripheral nerves. It
has been reported that lumbosacral plexopathy characterized
by progressive weakness of the peripheral nerves may present
as a side effect of methotrexate (15).

In our case the complaints arose after serious inflammatory flares.
The formation of immune complex deposits and the possibility of
mononeuritis multiplex may increase during the attacks. Despite
the rare clinical presentation, our case should be described as
"acute sensorimotor mononeuropathy” in superior gluteal nerve.

CONCLUSION

In conclusion, mononeuritis multiplex may rarely be seen in pa-
tients with rheumatoid arthritis as any peripheral nerve problems.
It has to be considered especially in acute neuropathic symptoms
at the lower extremities. In addition, because of mixing the clini-
cal findings of mononeuritis multiplex with radiculopathy or en-
trapment neuropathies, detailed ENMG examination, which is
important for accurate early diagnosis of the problem, must be
added to detailed history and clinical examination.

Patient: Date of Birth: 12.02.1957
Patient ID: 2015/4204 Age: 58 Years 9 Months
Sex: Female
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Figure 8. Lumbar sagittal MRI
MRI: magnetic resonance imaging
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