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CASE reports

Guillain–Barre Syndrome as Presenting Feature in a Patient with
Systemic Lupus Erythematosus
Amey Beedkar 1, Archana Sonawale 2, Juhi Kawale3

Abstract
Guillain–Barré syndrome. GBS as initial manifestation of lupus is exceedingly rare
and has been reported in a few cases in the literature. We report here a 35 year old
woman who presented with 10 day history of progressive muscle weakness and
paraesthesias in all four limbs. She was diagnosed as SLE with renal involvement
and was treated with steroids and cyclophosphamide.

Introduction

V

arious neurological features have
been reported in association with
systemic lupus erythematosus (SLE).
However, Guillain–Barré syndrome
(GBS) as a presenting feature of SLE
appears is rare. 1 We report a patient
presenting with GBS, in whom lupus
nephritis also diagnosed. The GBS
f a i l e d t o r e s p o n d t o i n t r a ve n o u s
immunoglobulin treatment, but both
GBS and lupus nephritis responded
very favourably to intravenous
pulses of cyclophosphamide and
methyl prednisolone. GBS as initial
manifestation of lupus is exceedingly
rare and has been reported in a few
cases in the literature. 3,4 GBS in lupus
is a complex and poorly understood
phenomenon.

Case
A 35‐year‐old woman was referred
to our hospital because of a 10‐day
history of progressive muscle weakness
of arms and legs and paraesthesias
in both hands and feet. Her medical
history was unremarkable. Physical
examination on admission revealed
a blood pressure of 130/90 mmHg.
Neurological examination showed
absent deep tendon reflexes, and
severe symmetrical proximal muscle
weakness. Laboratory examination
revealed haemoglobin 6.5 gram%,
an erythrocyte sedimentation rate of
84 mm/h; C‐reactive protein 71 mg/l;
urea 12.3 mmol/l; creatinine 150 μmol/l;
serum albumin 3 gram/dL; LDH 434
U/l; Coombs‐positive haemolytic

anaemia; but normal thrombocyte
and leukocyte counts. Qualitative
urine analysis revealed the presence
of protein (3 plus). Later, also active
urinary sediment was found (10–25
leukocytes, hyaline and coarse granular
casts). The cerebrospinal fluid revealed
a normal cell count and total protein.
Oligoclonal immunoglobulin bands
were absent.
The nerve conduction study (day
1) showed loss of F responses, and
decreased amplitudes of sensory nerve
action potentials and compound muscle
action potentials in arms and legs.
Because of the clinical picture of rapid
progression of symmetric proximal
limb weakness to total paralysis in 2
weeks, associated with areflexia, the
diagnosis GBS, was made according to
the Asbury criteria. 4 Retrospectively
the patient also fulfilled the American
College of Rheumatology (ACR) case
definitions for GBS published in 1999.
On day 1 treatment was started
with intravenous immunoglobulin G
(2 g/kg bodyweight per day, for 5 days.
Muscle weakness rapidly progressed to
a quadriparesis.
Because of proteinuria with
active urinary sediment, additional
investigations were performed,
including autoimmune serology. This
revealed a 3+ positive antinuclear
a n t i b o d y ( A N A) t e s t , a n t i ‐ d s D N A
positive, but no antineutrophil
cytoplasmic antibodies (ANCA), or
anticardiolipin autoantibodies, and
decreased C3 and C4 values. Based on
the presence of proteinuria with cellular

casts, autoimmune haemolytic anaemia,
a positive ANA and the presence of
anti‐DNA auto‐antibodies the diagnosis
SLE with renal involvement was made,
according to the ACR criteria.
U S G g u i d e d r e n a l b i o p s y wa s
done, which showed glomeruli
with mesangial and endocapillary
proliferation. Focally, glomeruli
showed crescent formation and splitting
of the glomerular basement membrane.
The biopsy findings were classified as a
mesangiocapillary lupus nephritis with
a membranous component (WHO class
IV.C) with a NIH activity index of 10
and a chronicity index of 7.
B e c a u s e o f t h i s s e ve r e f o r m o f
lupus nephritis the patient was
treated with intravenous pulses of
cyclophosphamide (750 mg/m2) and
high oral doses of prednisone (1 mg/kg
body weight). 2 In the first 6 months the
patient was treated with monthly pulses
of cyclophosphamide 750 mg/m2,
together with intravenous hydration
and MESNA (2‐mercapto‐ethane‐
sulphonate) to reduce the urothelial
toxicity of cyclophosphamide. In
addition, prednisone 60 mg/day was
g i ve n f o r 4 we e k s a n d t h e r e a f t e r
monthly tapered to a maintenance dose
of 10 mg. intravenous immunoglobulin
was not given.
This treatment regimen was tolerated
well. Muscle strength improved, first
proximally, then distally. By that
time the proteinuria had decreased
to 3.7 g/24 h and renal function had
become normal. Six months after
the onset of the GBS the patient was
in an excellent condition, muscle
strength and tendon reflexes were
normal without any physical restraints.
Twenty‐four‐hour protein excretion
was 150 mg and the complement C3 and
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C4 levels were normal. From then on
the patient received cyclophosphamide
pulses every 3 months for a total period
of 18 months.

Discussion
The signs and symptoms in the
presented patient fulfilled the Asbury
criteria 4 and ACR case definitions for
the diagnosis of GBS. The patient was
treated with cyclophosphamide pulses
in combination with oral steroids.
The prevalence of SLE in patients with
GBS has been reported to be between
0.6 and 1.7%. 3 For the combination of
GBS and lupus nephritis the efficacy
of prednisone alone for treatment

of the neuropathy is insufficient in
about 50% of the cases. 2 The efficacy of
intravenous immunoglobulin for GBS
in lupus nephritis is controversial. 2
Plasma‐exchange may have a beneficial
effect on the neuropathy 4 but does not
convert an additional effect for lupus
nephritis. 4
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A Rare Survival in Celphos Poisoning
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Abstract
Aluminium phosphide poisoning releases phosphine gas which causes inhibition
of cytochrome oxidase, inhibition of electron transport chain and thereby
myocardial suppression. It is known to cause various electric abnormalities in
the heart from ST-T depression to fatal tachyarrhythmias. Here we present a case
of celphos poisoning presenting with both supraventricular tachycardia and
ventricular tachycardia.

Introduction

C

elphos (Aluminium Phosphide) is
one of the most common suicidal
poisoning agent in southern India. It
can easily be bought over the counter
and has no effective antidote. Its toxicity
results from the release of phosphine
gas when the tablet gets into contact
with moisture. Phosphine gas primarily
affects heart, lungs, gastrointestinal
tract and the kidneys. Here we present a
case of Celphos poisoning with varying
electric abnormalities in the heart.

Case Report
55 year old male was referred from
a private hospital with alleged history
of consumption of 2 celphos tablets
(kurunai marundhu). He was given
stomach wash (contraindicated) and

referred here. On receiving in the ER
room, patient was drowsy, restless with
SpO 2 95%, BP 90/60 mmHg. He was
treated with initial fluid challenge with
2 litres normal saline. BP improved to
110/70 mmHg. About 500 ml of coconut
oil was then instilled through the Ryles
tube. Multidose Activated charcoal
was then given through the Ryles tube.
Patient was still drowsy and restless
with altered sensorium. ECG taken
showed supraventricular tachycardia.
(Figure 1) Patient treated with vagal
massage and initial Inj. Adenosine 6
mg. It was reverted to normal sinus
rhythm. After 15 minutes patient had
feeble pulse with blood pressure not

recordable. Multiparameter showed
Ventricular Tachycardia (Figure 2). He
was given 50 J of DC shock. It reverted
to sinus rhythm. Patient was started on
inotropic support and iv fluids rushed.
Due to hemodynamic instability and
decreased responsiveness, patient was
intubated and connected to mechanical
ventilation. As Insulin is known to
increase the cardiac contractility
G I K r e g i m e n wa s s t a r t e d ( 1 0 0 m l
25%Dextrose + 10ml KCl + 8 U rapid
Insulin). MgSO 4 2 mg iv stat was given
followed by 4mg in 500 ml NS over 4
hours. ECG monitor showed intermittent
ventricular premature contractions
with paroxysmal supraventricular
tachycardia. Intravenous Amiodarone
was tried but with no beneficial effect.
Bedside echo was done showed Left
ventricular systolic dysfunction grade
II with ejection fraction 51%. No wall
motion abnormality was present. After
3 hours inotropic support was tapered,
Patient was weaned from ventilator
after 6 hours.
By that time blood investigations
were available which showed normal
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