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ABSTRACT 

Guillain Barre Syndrome in a patient on second postpartum day is described here. She had 

history of upper respiratory tract infection prior to delivery. She had given birth of a healthy 

baby. She required ventilation and recovered with plasma exchange. After extensive 

physiotherapy she was discharged in stable condition with a healthy baby. Management of 

gravid patient with Guillain Barre Syndrome much not differ from non-gravid patients.  

 

Key words: Guillain Barre Syndrome, Acute inflammatory demyelinating 

polyradiculopathy, Plasmapheresis, Intravenous Immunoglobulins 

 

INTRODUCTION:  

Guillain Barre Syndrome (GBS) is an acquired rare disorder where the immune system 

attacks peripheral nervous system which is characterized by progressive, symmetrical, 

proximal and distal tingling and weakness. It is also known as acute inflammatory 

demyelinating polyradiculopathy (AIDP). Etiology remains unclear but pathophysiology 

includes demyelination of spinal nerve roots. Sometimes it is triggered by an infection, 

surgery or a vaccination. It has been reported during all the three trimester of pregnancy [1] 

and during postpartum period [2]
 
as well.  Incidence of the disease during pregnancy is 1.7 

cases per 100,000 people per year [2].
 
The occurrence in pregnancy is similar to that in the 

general population and it rarely complicates pregnancy. It usually worsens during the post-

partum period due to increase in delayed type hypersensitivity. There is also increased 

chance of relapse during successive pregnancies [3]. Plasmapheresis or intravenous 

Immunoglobulin (IV Ig) and supportive care help in regaining full functional recovery in 

majority of the patients.  

 

 

 

 



INDIAN JOURNAL OF MATERNAL AND CHILD HEALTH,2013   APR – JUN;15(2) 

 

 3 

 

CASE REPORT : 

A 24-year old primigravida was admitted in the department of Obstetrics and Gynecology, 

I.P.G.M.E & R. at 38 weeks of gestation. On examination, she was 142 cm tall, 52 kg in 

weight with an average nutritional status and her gestational age corresponds with the 

fundal height. The woman was normotensive with normal respiratory and cardiovascular 

parameters. Antenatal sonological evaluations were satisfactory. Routine antenatal 

investigations were also normal. She had given birth of a healthy 2650 gram male baby by 

caesarean section under general anesthesia for cephalo-pelvic disproportion with Apgar 

score of 8/10 and 10/10 in one and five minutes. On the second post partum day she started 

complaining of tingling and numbness of all the four limbs, progressive ascending weakness 

of both lower limbs followed by both upper limbs in two to three days. She had history of 

upper respiratory tract infection about 14 days prior to delivery which subsided 

spontaneously. She also started complaining of difficulty in swallowing food which was more 

with liquid than solid. She had no altered sensorium, headache, vomiting, visual or 

sphincteric symptoms or any definite sensory loss (pain and temperature) or girdle like 

sensation. Neurological examination revealed moderate weakness of all four limbs including 

neck and truncal muscle weakness, generalized hyporeflexia with impaired joint position 

and vibration sense in distal lower limbs. Vitals including pulse and blood pressure were 

recorded and no abnormality found. Single breath count was 24. Nerve conduction study 

done on fourth day of illness showed prolonged distal motor latencies of all four limbs with 

reduced conduction velocities with prolonged ‘F’ wave latencies with conduction block in 

motor nerves of lower limbs with sparing of sural nerve which was suggestive of acquired 

demyelinating type of polyradiculoneuropathy. Next day Cerebro-spinal fluid analysis 

revealed albumin cytological dissociation with two cells (all lymphocytes), proteins 

113mg/dl and glucose 78mg/dl. Routine blood investigations including Hb%, TC.DC, ESR, 

LFT, and RFT were normal. Special investigation like HIV, HbSAg, and anti HCV were also 

negative. Any history of drug, toxin or vaccination was reliably excluded. A diagnosis of 

Guillain Barre Syndrome was done. Initial therapeutic management of the patient included 

rest, nutritional support, and periodic assessment of motor, respiratory and cardiac function 

including vital parameter. A nasogastric tube and arterial line were established. Her 

neurological condition deteriorated over the next two days. She had progressive respiratory 

insufficiency with single breath count reduced to 10. Then she was shifted to critical care 

unit on eighth day of her illness and was put on mechanical ventilation on synchronised 

intermittent mandatory ventilation (SIMV) mode. At this point, treatment with 

plasmapheresis was performed after proper counseling and consent of patient’s relatives. 

Four sessions of plasma exchanges were performed with the volume of 50 ml/kg over the 

next five days. The patient showed signs of improvement from the second day of 

plasmapheresis. She was gradually weaned off from ventilalatory support and shifted to 

ward on 15
th 

day of illness. After extensive physiotherapy the patient was discharged at one 

month with minimal disability. 
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DISCUSSION: 

Guillain-Barre Syndrome (GBS) usually affects the lower limbs first and rapidly progresses in 

an ascending fashion. Patients generally notice weakness in their legs with or without 

dysesthesias (numbness or tingling). As the weakness progresses upward usually over 

periods of hours to days, the arms and facial muscles also become affected. Frequently, the 

lower cranial nerves may be affected, leading to bulbar weakness in the form of 

oropharyngeal dysphagia and respiratory difficulties. Sensory loss if present, usually takes 

the form of loss of propioception (position sense) and areflexia (complete loss of deep 

tendon reflexes) and it is regarded as an important feature of GBS [4]. In cerebrospinal fluid 

characteristic findings include albumino cytological dissociation. In contrary to infectious 

causes, elevated protein level without increased cell count is characteristic. Nerve 

conduction studies (NCS) show prolonged distal latencies, conduction slowing, conduction 

block, and dispersion of action potential.
 

Management of the pregnant patient with GBS is similar to the non pregnant population. 

Successful treatment in pregnancy with intravenous Immunoglobulins (IVIg) [5] and  

plasmapheresis
 
[6]

 
are reported in various literatures. Supportive care with monitoring of all 

vital functions is the cornerstone of successful management in the acute patient. The 

common complications include ventilatory failure and cardiovascular instability for which 

intensive care support should be utilized. Intubation may be needed when there is evidence 

of impending failure of the muscles of breathing [7] in  any patient with  a  vital  capacity  

(VC) less than 20 ml/kg,  rapid progression of disorder or autonomic  instability. Either  high 

dose  intravenous  immunoglobulins at 400 mg/kg for 5 days or plasmapheresis can be 

administered [8] as  they are equally effective and a combination of  the two  is not 

significantly better  than either  alone. Plasmapheresis has been shown to decrease 

ventilator dependence by filtering auto antibodies out of the blood stream. Intravenous 

immunoglobulins neutralize the harmful antibodies and inflammation causing the disease. 

There is supporting evidence of physiotherapy in helping patients with GBS to regain 

strength and prevent contractures, bed sores, cardiopulmonary difficulties [9]. 

 

CONCLUSION:  

The management of the gravid patient with Guillain-Barre Syndrome includes supportive 

care with monitoring of all vital functions in an intensive care unit and ventilator support if 

required. Either intravenous Immunoglobulins or plasmapheresis can be used to treat. 

Unnecessary obstetric intervention must be strongly dissuaded. Differential diagnosis is of 

utmost importance. 

 

 

 

 

 

 



INDIAN JOURNAL OF MATERNAL AND CHILD HEALTH,2013   APR – JUN;15(2) 

 

 5 

 

REFERENCES:  

1. Ang CW, Jacobs BC, Laman JD. Guillain Barre Syndrome: a true case of molecular 

mimicry. Trends in Immunoology 2004; 25(2): 61–6. 

2. Ropper AH. The Guillain Barre Syndrome. New Eng J of Med 1992; 326:1130-6. 

3. Ambrosio DG, Angelis DG. Syndrome de Guillain Barre au cours de la grossesse. Ren 

Neurol 1985; 141: 33. 

4. Doorn PA, Ruts L, Jacobs BC. Clinical features, pathogenesis, and treatment of 

Guillain Barre Syndrome. Lancet Neurol 2008; 7(10): 939–50. 

5. Yamada H, Noro N, Kato ME. Massive IV Immunoglobulin in pregnancy complicated 

by GB Syndrome. Euro J Obs & Gyne & Reproduc Bio 2001; 97:101-4. 

6. Zeeman GG. A case of acute inflammatory demyelinating polyradiculoneuropathy in 

early pregnancy. Am J Perinatol 2001; 18: 213-5. 

7. Hahn AF. Guillain Barre Syndrome. Lancet 1998; 352: 635-41. 

8. Miller RG,  Sladky JT,  Stevens JC, Hughes RC, Wijdicks EM, Barohn R et al. Practice 

parameter: Immunotherapy  for Guillain Barre  Syndrome: Quality standards 

subcommittee of the American Academy  of  Neurology.  Neurology 2003; 61: 736-

40. 

9. Davidson I, Wilson C, Walton T, Brissenden S. Physiotherapy and Guillain Barre 

Syndrome: Results of a national survey. Physiotherapy 2009; 95: 157–63. 

 

 

 

 

 

 

 

 

 

 

 


