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INTRODUCTION 

Guillain–Barré syndrome (GBS), sometimes referred to as 

Landry’s paralysis, is an acute or subacute, immune-

mediated disorder of the peripheral nervous system. It 

most often presents with progressive weakness of the 

limbs, abnormal sensations such as tingling, and a marked 

reduction or absence of tendon reflexes.1,2 In many 

patients, cranial nerves are affected, producing facial or 

bulbar muscle weakness. The weakness generally follows 

an ascending pattern, beginning in the legs and spreading 

upward over several days to weeks, resulting in flaccid 

paralysis. 

Autonomic involvement is frequently observed, 

commonly manifesting as unstable blood pressure, 

postural hypotension, and cardiac rhythm disturbances. 

Approximately one-third of hospitalized patients require 

ventilatory support because of respiratory muscle failure 

or bulbar dysfunction, highlighting the importance of 

timely recognition and treatment.2,3 Evidence suggests that 

GBS is not a single entity but rather a spectrum of acute 
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ABSTRACT 

Background: Guillain–Barre syndrome (GBS) is an autoimmune disease and a recognized cause of generalized 

progressive paralysis worldwide. The present study was aimed to document the clinical finding, diagnostic challenges, 

and management outcome amongst the patients with GBS during the hospital stay.  

Methods:  A retrospective analysis of 22 cases diagnosed as GBS was conducted. Medical records and the data related 

to age, sex, antecedent illness, muscle power graded by the Medical Research Council scale, functional scores, details 

of intensive care unit complications and need for ventilation were obtained.  

Results: GBS seems to affect all age groups with male preponderance.  The male-to female ratio was 2.5:1. Maximum 

number of patients (50 %, n=11) were in the age group of 60 years and above. The next common age group was 13-30 

years in which 31.8% (n=7) patient. Nearly 72% patients (n=16) had history of preceding illness. Paraparesis as a 

common clinical feature 54.5% (n=12). The majority (n=20) 90.9% were found to be of AMSAN followed by AIDP 

variants (n=2) 9.09%. About 59.09% patient (n=13) improved at the time of discharge on their F-scores with mild 

disability.  

Conclusions:  GBS remains a neurologic emergency that requires early recognition and prompt management to improve 

patient outcomes. Our study highlights the diverse clinical presentations and underscores the importance of supportive 

care and timely initiation of immunotherapy. While most patients show favourable recovery with appropriate treatment, 

residual deficits and complications can persist, emphasizing the need for ongoing rehabilitation and follow-up. Increased 

awareness among clinicians, especially in primary care and emergency settings, is crucial for early diagnosis. Further 

research is warranted to explore predictive markers of prognosis and optimize long-term care strategies. 
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neuropathic conditions, most often triggered by immune-

mediated inflammation affecting spinal nerve roots, 

peripheral nerves, and areas prone to entrapment.2 

The global incidence of GBS is estimated at 1–2 cases per 

100,000 people annually.4 The likelihood increases with 

age, and men are affected more often than women. 

Infections preceding the onset of neurological symptoms 

are a well-established risk factor, most commonly 

occurring 1–2 weeks prior to disease onset.3 Pathogens 

linked with GBS include Campylobacter jejuni, 

cytomegalovirus, Mycoplasma pneumoniae, Epstein–Barr 

virus, and influenza virus, among others.2,4 Diagnostic 

confirmations may be achieved with cerebrospinal fluid 

(CSF) analysis and electrodiagnostic studies, although 

both may appear normal during the early course of the 

disease.3,4 

Several clinical subtypes of GBS are recognized. These 

include acute inflammatory demyelinating 

polyneuropathy (AIDP), acute motor axonal neuropathy 

(AMAN), acute motor and sensory axonal neuropathy 

(AMSAN), and Miller–Fisher syndrome.5,6 Among these, 

AIDP is the most common, accounting for the majority of 

cases worldwide. Although GBS can develop throughout 

the year, its seasonal distribution may reflect peaks in 

triggering infections. In parts of Asia, for example, cases 

are more frequently reported in the summer months.7,8 

Treatment relies on early immunotherapy combined with 

comprehensive supportive care.9 Both therapeutic plasma 

exchange (TPE) and intravenous immunoglobulin (IV Ig) 

have been shown to improve outcomes when administered 

within the first few weeks of symptom onset.10,11 

Supportive strategies, such as careful respiratory 

monitoring, prevention of thromboembolic complications, 

pain control, and early physical rehabilitation, are also 

crucial to reducing complications and improving 

recovery.12,13 The objective of this study is to evaluate the 

clinical presentation, diagnostic finding, therapeutic 

interventions, and outcome in patients diagnosed with 

GBS in a tertiary care centre.  

METHODS 

The prospective observational study was carried out at 

department of medicine RCSM GMC and CPR Hospital, 

Kolhapur post obtaining institutional ethical committee 

approval. 20 cases with the diagnosis of GBS admitted to 

RCSM and CPR Hospital Kolhapur from January 2025 to 

April 2025 during the GBS outbreak in India.  The data 

related to age, sex, date of admission, antecedent illness, 

duration of symptoms before admission, muscle power 

graded by the Medical Research Council (MRC) scale, 

Hughes’ functional scores (F-scores), details of intensive 

care unit (ICU) complications if any, need for ventilation, 

details of investigations including cerebrospinal fluid 

(CSF) and electrodiagnostic analysis, complete blood 

profile, lipid profile, serum electrolytes, coagulation 

profile, blood grouping.14,15 Critical and supportive care 

comprising respiratory care including mechanical 

ventilation as and when required, cardiac monitoring, 

DVT prophylaxis, management of infections, nutritional 

care and physiotherapy were integral part of the treatment. 

Patients were classified according to MRC manual muscle 

testing grading system (0-5) and functional grading scales: 

grade 0-healthy, grade 1-minor symptoms and signs of 

neuropathy, grade 2-able to walk five min without 

assistance, grade 3-able to walk five min with assistance, 

grade 4-confined to bed or chair bound, and grade 5-

requiring assisted ventilation. 

Statistical analysis 

The collected data were compiled and analysed using the 

statistical package for the social sciences (SPSS) version 

25.0. Descriptive statistics were used to summarize the 

baseline characteristics of the study population. 

Continuous variables such as age and MRC muscle power 

scores were expressed as mean±standard deviation (SD) or 

median with interquartile range (IQR), depending on the 

distribution of data. Categorical variables such as sex, 

antecedent illness, presence of ICU complications, and 

requirement of mechanical ventilation were presented as 

frequencies and percentages. The Chi-square test or 

Fisher’s exact test (where applicable) was used to examine 

associations between categorical variables such as sex, 

antecedent illness, and the need for mechanical ventilation.  

RESULTS 

In this study, overall 22 patients enrolled, 16 were male. 

The male to female ratio was 2.5:1. Maximum number of 

patients (50 %, n=11) were in the age group of 60 years 

and above. The next common age group was 13-30 years 

in which 31.8 % (n=7) patients were seen (Table 1). Nearly 

72 % patients (n=16) had history of preceding illness. 

Gastroenteritis was found to be the most common 

antecedent event preceding GBS in 45% patients (n=10) 

followed by flu-like illness as evidenced by fever and 

cough 18.6% patients (n=4), Two patient presented after 

unusual presentation, one presented after myocardial 

ischaemia attack and another one after the herpes zoster 

infection (Table 2). 

Table 1: Age and sex distribution of Guillain–Barre 

syndrome patients. 

Age (years) Male (N) Female (N) Total (%) 

13-30 5 2 7 (31.8) 

31-59 2 2 4 (18.2) 

>60 10 1 11 (50) 

All patients developed neurological illness within two 

weeks of the onset of the symptoms. Majority of the 

patients were admitted to the hospital with paraparesis as 

a common clinical feature 54.5% (n=12) followed by 

progressive weakness in all four limbs (quadriparesis) in 

45.5% patients (n=10). Dysphagia and respiratory distress 

were noted in 10 patients (45.4%) each. None of the 
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patients were found to have bladder and bowel 

involvement. All patients had areflexia. All patients 

underwent nerve conduction velocity testing as the 

diagnostic testing. The majority (n=20, 90.9%) were found 

to be of AMSAN followed by AIDP variants (n=2, 9.09%). 

CSF analysis done but there is no significant 

albuminocytologic dissociation.  Although we used IVIg 

72.7% (n=16) and plasmapheresis 27.2% (n=6). During 

the course of admission and treatment 45.5% (n=10) 

required ventilator support due to respiratory failure, out 

of which 3 patients still admitted with tracheostomised. 

Both therapies are known to accelerate time to recovery in 

patient with GBS with a symptom’s duration of under 4 

weeks. The mean duration of hospital stay was 2 weeks. 

On presentation, there was a diffuse weakness of all four 

extremities. The lower limbs were more severely involved 

than the upper limbs and distal extremities were affected 

more than the proximal extremities. Most of the patients 

were reported to be active on their F-scores before the 

onset of GBS. The F-score on admission and discharge 

were 4 and 3, respectively. About 59.09% patient (n=13) 

improved at the time of discharge on their F-scores with 

mild disability. Three patient required ventilator support 

and they had tracheostomy in situ; patient died during 

hospital stay 27.7% (n=6) (Table 3). 

Table 2: Antecedent events observed in patients with 

GBS. 

Illness 
No of 

patients 
Percentage  

None 6 27 

Gastroenteritis 10 45 

Flu like illness 4 18 

Herpes zoster 1 4.5 

Myocardial infraction 1 4.5 

Table 3: Clinical symptoms/sign, treatment, variants 

and complications seen in patients. 

Variables 
No. of 

patients 

Percen

-tage  

Clinical symptoms/sign   

Quadriparesis 10 45.4 

Paraparesis 12 54.5 

Areflexia 22 100 

Variants 

AMSAN 20 90 

AIDP 2 9.09 

Treatment 

IV Ig 16 72.7 

Plasmapheresis 6 27.2 

Complications 

Respiratory failure 10 45.4 

Required ventilator support 10 45.4 

Death 6 27.2 

Discharge 13 59.09 

Still admitted tracheostomy 3 13.6 

DISCUSSION 

GBS is an uncommon but potentially life-threatening 

neurological disorder, where early recognition and 

intervention are crucial. In tertiary care centres, access to 

specialized investigations and therapies plays an important 

role in determining patient outcomes. The present study 

evaluated the clinical features, diagnostic hurdles, 

treatment approaches, and prognosis of individuals 

diagnosed with GBS in our institution. 

Confirmation of GBS relied on standard diagnostic 

methods. CSF assessment frequently demonstrated 

albuminocytologic dissociation, while electrophysio-

logical studies helped differentiate demyelinating from 

axonal subtypes. In selected cases, magnetic resonance 

imaging (MRI) assisted in excluding alternative conditions 

such as myelopathies or acute inflammatory neuropathies. 

Regarding treatment, intravenous immunoglobulin (IVIG) 

and therapeutic plasma exchange (TPE) remained the most 

widely used options, both with established efficacy in 

modifying disease progression. Our findings suggest that 

starting these therapies promptly was linked with shorter 

hospital stays and better functional recovery. Supportive 

measures, such as ventilatory assistance for respiratory 

failure and structured physiotherapy programs for 

rehabilitation, were also critical in overall management. 

A male predominance was noted in our study, aligning 

with previous reviews which have reported higher 

incidence in men and increased frequency among older 

adults. Progressive weakness, particularly in the lower 

limbs, was the most frequent presenting symptom, and 

gastrointestinal illness or flu-like episodes were common 

antecedent events. Among disease variants, AMSAN was 

observed most often, followed by AIDP. 

The role of specific therapies in GBS has long been 

debated. Hughes et al concluded that both IVIG and TPE 

provide comparable benefit, and other studies support the 

effectiveness of TPE across several neurological 

conditions, including GBS.2,11 In our series, most patients 

received IVIG, with favourable outcomes in the majority. 

However, some developed respiratory compromise 

requiring mechanical ventilation. Predictors of respiratory 

failure reported in prior literature include rapidly 

progressive weakness, bulbar dysfunction, ineffective 

cough, and declining vital capacity.16 Admission to an 

intensive care setting is therefore recommended for 

patients at high risk of respiratory involvement.25 

Beyond immunotherapy, comprehensive care remains 

indispensable. Hughes et al highlighted the role of 

rehabilitation as a key element of management.13 In our 

experience, preventive nursing practices such as regular 

repositioning to avoid pressure sores, along with 

physiotherapy to maintain muscle tone and enhance 

recovery, were integral. All patients were referred for 

physiotherapy at discharge, emphasizing the importance of 
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early and sustained rehabilitation in improving 

outcomes.26 

Limitations 

This study has several limitations. The relatively small 

sample size may restrict the strength and generalizability 

of the findings. Additionally, variability in individual 

treatment decisions among physicians could have 

influenced outcomes. Finally, as the study was conducted 

in a single tertiary care hospital, results may not be directly 

applicable to other settings. 

CONCLUSION 

GBS seems to affect all age groups with male 

preponderance. Most common antecedent event and 

presenting feature were gastroenterites and paraparesis, 

respectively. AMSAN was the most common variant. GBS 

remains a neurologic emergency that requires early 

recognition and prompt management to improve patient 

outcomes. Our study highlights the diverse clinical 

presentations and underscores the importance of 

supportive care and timely initiation of immunotherapy. 

While most patients show favourable recovery with 

appropriate treatment, residual deficits and complications 

can persist, emphasizing the need for ongoing 

rehabilitation and follow-up. 
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