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Abstract: Introduction: The aim of our study was to describe the epidemiological, paraclinical and clinical profile of Guillain-Barré 

syndrome (GBS) in the University Hospitals of Ouagadougou, Burkina Faso. Patients and methods: This was a retrospective, multicenter, 

descriptive study of the records of patients hospitalized for GBS in 3 Ouagadougou University Hospitals for a period of 16 years, from 

March 2003 to May 2018. Included in the study were the records of patients aged ≥ 16 years who were hospitalized for GBS during the 

study period, according to the modified Brighton diagnostic criteria. Patients who were HIV-positive or had cytorachy > 10 elements/mm
3
 

were not included. Socio-demographic, climatic, clinical variables, Electroneuromyography (ENMG) data, cerebro spinal fluid (CSF) 

examination and evolution were studied. The intra-hospital clinical course of patients was assessed according to the Guillain-Barré 

Disability Scale (GBDS). Results: A total of 49 cases of GBS were hospitalized. The average age was 36 years, with a predominance of 

females (51%) and during the cold dry season (40.8%). In the state phase, all patients had a motor deficit of all 4 limbs and 15 patients 

(30.6%) had dysautonomia. The mean durations of the extension and plateau phases were 10 days and 19 days respectively. At the 

ENMG, the axonal form (71.4%) predominated. Pulmonary infection (36.7%), exacerbation of hypertension (32.6%) and electrolyte 

disorders (23%) were the most frequently encountered intra-hospital complications. Intra-hospital mortality was 18.4%. Among the 

survivors, 30% were confined to a wheelchair with or without respiratory assistance. After univariate analysis, intra-hospital infectious 

complications (p=0.04), exposure to mechanical ventilation (p=0.05) and severe clinical presentations (p=0.005) were the variables 

significantly influencing intra-hospital mortality. Conclusion: GBS affects more often young patients, occurs more frequently in the 

cold dry season. It is characterized by a late hospitalization of the patients, a predominant axonal damage. Early admission of patients, 

early use of quality intensive care units, availability of Polyvalent Intravenous immunoglobulin and plasma exchange, will significantly 

improve the prognosis of GBS in Burkina Faso and Sub-Saharan Africa (SSA). 
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1. Introduction 

Guillain-Barré syndrome (GBS) is an acute 

polyneuropathy with a variable degree of weakness that 

reaches. The disease is mostly preceded by an infection, 

following a bacterial or viral infection, mainly by 

Campylobacter jejuni, Cytomegalovirus, Ebstein-Barr Virus 

or Mycoplasma pneumoniae. It is manifested by rapidly 

progressive, bilateral, relatively symmetrical paralysis of all 

four limbs, with or without damage to the respiratory 

muscles or muscles innervated by the cranial nerves, hypo or 

areflexia of the tendons, frequent albuminocyto-logical 

dissociation of the cerebrospinalfluid (CSF) [1]. The natural 

history of GBS includes an extension phase lasting less than 

4 weeks, a plateau phase of variable duration, from a few 

days to several weeks or months, and a recovery phase, also 

of variable duration. GBS remains a serious disease due to 

the respiratory, dysautonomic and thromboembolic 

complications that can occur [2]. 

The average incidence of the pathology is estimated 

between 1 and 2 cases/100,000 inhabitants/year. GBS is 

present in all regions of the world, with a discrete male 

predominance and affects all ages with 2 peaks in frequency, 

one at 15-34 years and the other at 50-74 years [3]. A seasonal 

distribution with winter and spring predominance of cases has 

been frequently reported [4-6]. 

The spectrum of GBS is quite heterogeneous and includes 

acute inflammatory demyelinating polyradiculoneuropathy 

(AIDP), predominant in Europe and North America [3, 7], 

acute motor axonal neuropathy (AMAN) and acute 

sensory-motor axonal neuropathy (ASMAN) predominant in 

Asia, South and Central America [8] and Miller-Fisher 

syndrome (MFS) and other overlapping syndromes [1]. 

In high-income countries, therapeutic advances combining 

multivalent immunoglobulin (IVIg), plasma exchange (PE) 

and resuscitation measures have greatly improved the 

prognosis of GBS [3]. However, GBS is still a serious disease: 

about 25% of patients temporarily require artificial ventilation, 

about 20% of patients are still unable to walk after 6 months 

and 3 to 10% of patients die [1]. In low-income countries, due 

to the insufficiency or unavailability of IVIg, PE and adequate 

intensive care or resuscitation units, the vital and functional 

prognosis is often still poor, with mortality rates sometimes 

reaching 20% in India [9] and up to 25.9% in Ethiopia [10]. In 

Africa, few recent studies have been devoted to GBS [10, 11] 

and seem to indicate a similar epidemiological, clinical and 

paraclinical profile with the rest of the world, except for a 

younger age of patients and a poorer vital prognosis. 

In a context of a low income, Sahelian climate, marked by 

low availability and poor accessibility of therapeutics of 

proven efficacy on the disease, insufficient and/or low quality 

intensive care and resuscitation units, the present study was 

initiated in order to contribute to a better knowledge of GBS, 

and then to help improve the prognosis of this disease, in 

Sub-Saharan Africa (SSA). 

The objectives of this work were to describe the clinical and 

evolutionary profile of GBS in Burkina Faso through a 

retrospective, multicentre, hospital-based study based on the 

files of patients hospitalized in the university hospitals of 

Ouagadougou, Burkina Faso, and to identify the factors 

influencing intra-hospital mortality. 

2. Patients and Methods 

This was a cross-sectional study retrospective, multicenter, 

descriptive and analytical of the records of patients 

hospitalized for GBS in the 4 University Hospitals of 

Ouagadougou, Yalgado Ouédraogo, Tingandogo, Bogodogo 

and Pediatric Charles de Gaule, in Burkina Faso, over a 

16-year period from March 2003 to May 2018. Included in the 

study were the records of patients, regardless of age or sex, 

who were hospitalized in the so-called CHU during the study 

period for GBS according to the modified Brighton criteria 

[12]. These criteria are based on clinical manifestations and 

the results of neurophysiological examinations and lumbar 

puncture. Patients were placed into two categories including 

Level 1 (highest degree of diagnostic certainty) and Level 2 

(intermediate degree of diagnostic certainty). The modified 

Brighton criteria used for the diagnosis of the patients in our 

study are summarized in Table 1 below. 

Table 1. Modified Brighton Criteria Used for the Diagnostic Criteria of the Patients in our Study. 

Level 1 diagnostic certainty Level 2 diagnostic certainty 

Bilateral and flaccid weakness of limbs 

Bilateral weakness and limb flabbiness; AND 

Bilateral and flaccid weakness of limbs 

AND 

Decreased or absent deep tendon reflex 

in weak limbs; AND 

Decreased or absent deep tendon reflex 

in weak limbs; AND 

Monophasic course and time between onset-nadir 12 h to 28 days, 

followed by a clinical plateau; AND 

Monophasic course and time between onset-nadir 12 h to 28 days, followed by a 

clinical plateau; AND 

Absence of alternative diagnosis for weakness 

AND 

Absence of alternative diagnosis for weakness 

AND 

Albuminocytologic dissociation (i.e. increase in CSF protein* above 

normal laboratory values, with CSF white blood cell count <10/µl); 

AND 

Total number of white blood cells <10/µl in the CSF (with or without an increase in 

CSF protein above normal laboratory values); OR GBS-compatible 

electrophysiological test results if CSF is not collected or results are not available. 

GBS-compatible electrophysiological analysis results  

The intra-hospital clinical course of patients was assessed according to the Guillain-Barré Disability Scale (GBDS), 

summarized in Table 2 below. 
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Table 2. Guillain-Barre śyndrome disability scale, adapted from Hughes et al. (1978). 

0 A healthy state 

1 Minor symptoms and capable of running 

2 Able to walk 5 m or more without assistance butunable to run 

3 Able to walk 5 m across an open space with help of a person, a walker, or canes 

4 Bedridden or chair bound, cannot walk even with an aid. 

5 Patient placed on assisted ventilation 

6 Dead 

 

Not included in the study were incomplete or unusable 

records, records of patients who were unable to perform 

lumbar puncture (LP) or electroencephalogram (ENMG), 

records of patients who developed fever at the onset of 

neurological symptoms, records of patients who were 

HIV-positive, or who had cytorachy > 10 elements/mm
3
. In 

addition, the following disease entities were formally 

excluded on the basis of clinical and sometimes biological 

criteria: porphyria, botulism, myasthenia gravis, acute anterior 

poliomyelitis, toxic neuropathies, diphtheria, pure sensory 

peripheral neurogenic syndromes without motor impairment, 

periodic dyskalemic paralysis. Data were collected from 

clinical records of patients, emergency department 

hospitalization records, neurology, multi-purpose 

resuscitation, available computer databases. The data were 

collected on a standardised collection form for all patients, 

which allowed the study of the following parameters: 

sociodemographic, climatic, clinical, paraclinical, therapeutic 

and evolutionary. The following variables were studied: 

socio-demographic and climatic variables (distribution 

according to age, sex, university hospital, month, year, 

season), clinical variables (admission time, mode of 

installation, severity and distribution of motor deficit, 

chronology of the different phases of the disease, 

dysautonomic symptoms), paraclinical variables (cytorachy, 

proteinachy, albumino-cytological dissociation (ACD), 

ENMG data), therapeutic and evolutionary variables (specific 

immunotherapy, treatment of complications, length of 

hospitalisation, intra-hospital intercurrent complications, 

intra-hospital death, becoming functional at the end of 

hospitalisation). 

The data were processed by the Epi-info software in its 

version 7.2.1.0. 

In order to identify the factors influencing the intra-hospital 

mortality of GBS, a bivariate analysis between independent 

(sociodemographic, climatic, clinical, paraclinical, 

therapeutic and evolutionary) and dependent 

(deceased/survivors) variables was performed, using 

chi-square or Fischer exact tests. The values from p≤0.05 were 

considered statistically significant. 

The study was carried out after authorization by the Burkina 

Faso Bioethics Committee and the authorization of the 

administrations of the various university hospitals. Patient 

anonymity was respected. 

3. Results 

A total of 49 cases of GBS were hospitalized in 

Ouagadougou's university hospitals over a period of 16 years, 

from March 2003 to May 2018, corresponding to an annual 

hospitalization frequency of 3.1 cases per year. Figure 1 

shows the annual distribution of hospitalized GBS cases. 

 

Figure 1. Distribution of Patients by Year of Hospitalization (n=49). 
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The mean age of the patients was 36 +/- 16.4 years (range 

15 - 79 years); the age range 15 - 45 years with 38 patients 

(77.5%) was the most representative. There were 25 females 

(51%) and 24 males (49%), giving a sex ratio of 0.96. The 

average age of the patients was 36 years +/- 16.4 years 

(extremes 15 - 79 years); the age range 15 - 45 years with 38 

patients (77.5%) was the most representative. The cumulative 

monthly frequency of hospitalized GBS cases showed three 

peaks, in January, May and November with frequencies of 

12.2%, 18.4% and 16.3% respectively. Figure 2 shows the 

cumulative monthly frequency of GBS hospitalized cases over 

16 years. 

 

Figure 2. Distribution of patients according to cumulative monthly GBS frequencies over 16 years (n=49). 

The seasonal distribution of hospitalized GBS cases 

according to the 3 seasons of the year, the cold dry season or 

harmattan (November-February), the hot dry season 

(March-May), and the rainy season (June-October), showed 

that GBS occurs throughout the year with a higher frequency 

of cases during the harmattan (40.8%). Figure 3 shows the 

seasonal distribution of GBS. 

 

Figure 3. Distribution of GBS patients by season of the year. 

The average length of stay in hospital was 16.2 days +/- 7.6 

days (range 4 - 32 days). The majority of patients (36.7%) 

were hospitalized in neurology between the 8th and 14th day 

and only 12.2% of patients were hospitalized during the first 

week, following the onset of neurological signs. Table 3 

below presents the distribution of patients according to the 

length of hospital stay. 

Table 3. Distribution of patients by length of stay in hospital. 

Consultation period (days) Number Percentage (%) 

≤ 7 6 12,2 

[8-14] 18 36.7 

[15-21] 10 20.4 

≥ 22 15 30.6 

Total 49 100.0 

Of the 49 patients in our series, 24 (49%) had a history of a 

recent infectious episode in the two to three weeks prior to the 

onset of neurological signs. The main infectious events were 

gastroenteritis with 10 cases (41.7%) and pneumopathy with 6 

cases (25%). 

Figure 4 below shows the distribution of patients according 

to infectious events preceding GBS. 

 

Figure 4. Distribution of patients according to precesive infectious events 
(n=24). 
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Pregnancy or postpartum were found as circumstances of 

discovery in 9 cases (18.4%) and 3 cases (6.1%) respectively. 

On admission, all 49 patients (100%) presented with motor 

deficit of all 4 limbs; tetraparesis, with 22 cases (44.9%), 

lower limb plegia associated with upper limb paresis with 20 

cases (40.8%) and tetraplegia with 7 cases (14.3%) were the 

main motor deficit profiles of the limbs represented. Cranial 

nerve damage was noted in 21 patients (42.8%), i e. facial 

damage with 14 cases (28.5%), bulbar damage with 12 cases 

(24.5%) and oculomotor damage with 4 cases (8.2%), isolated 

or associated. 

Osteotendinous reflexes were attenuated or abolished in all 

our patients, an abolition of osteotendinous reflexes in 46 

patients (91.8%) and attenuation in 3 patients (8.2%). 

Respiratory distress was present on admission in 9 patients 

(18.4%). 

Dysautonomic disorders were observed in 15 patients 

(30.6%), mainly represented by a flare-up of hypertension in 8 

patients (32.6%), stubborn constipation in 3 patients (18.4%) 

and cardiac disorders in 6 patients (16.3%). Table 4 below 

shows the distribution of patients according to dysautonomic 

disorders. 

Table 4. Distribution of Patients by Dysautonomic Disorders (n=15). 

Type of dysautonomy Numbers (n) Frequency (%) 

Pushes of Arterial blood pressure 7 46.7 

Cardiac arrhythmia 4 26.6 

Hypotension 1 6.7 

Persistent constipation 3 20 

Type of dysautonomy Numbers (n) Frequency (%) 

Urine retention 2 13.3 

Hypersudation 1 6.7 

The mean durations of the extension and plateau phases 

were 10 days +/- 5.7 (extremes 1 and 21 days) and 19 days +/- 

5.9 (extremes 11 and 44 days), respectively. 

Lumbar puncture (LP) was performed in all our patients 

(100%), mostly after the second week (81.6% of cases). 

Cerebrospinal fluid (CSF) was clear in 46 patients (93.9%). 

Cytorachy averaged 6 white blood cells (WBCs)/ml (extremes 

0 and 42 elements/ml); it was normal (≤ 10 WBCs/ml) in 45 

patients (91.8%); it was elevated (between 11 and 42 

WBCs/ml) in 4 patients (8.2%). Proteinachy averaged 1.9g/l 

+/- 1.6g/l (extremes 0.3 and 6.3g/l); albuminocytological 

dissociation (ACD) was observed in 46 patients (93.9%). 

Electroneuromyogrphy was performed in only 7 patients 

(14.3%), demonstrating axonal and demyelinating forms in 5 

patients (71.4%) and 2 patients (28.6%), respectively. 

Specific treatment with polyvalent intravenous 

immunigloglobulins was administered in only 3 patients 

(6.1%). No patients received plasmapheresis. 

Pulmonary infection with 18 cases (36.7%), an 

exacerbation of hypertension with 16 cases (32.6%) and 

electrolyte disorders with 11 cases (23%) were the most 

frequently encountered intra-hospital complications. Table 5 

below summarizes the different intra-hospital complications 

observed. 

Table 5. Distribution of patients according to intra-hospital complications (n=49). 

Complications Numbers (n) Frequency (%) 

Cardiovascular complications   

HTA 16 32.6 

Hypotension 6 12.2 

Tachycardia 4 8.2 

Bradycardia 3 6.1 

Cardiac arrhythmia 2 4.1 

Infectious complications 33 67.3 

Lung infections 18 36.7 

Urinary tract infections 6 12.2 

Other infections 2 4.1 

Respiratory distress 13 26.5 

Electrolytic disorders 11 23.0 

Undernutrition 5 10.2 

Escarres 1 2.1 

 

Of all hospitalized patients, 15 cases (30.6%) were 

transferred to multi-purpose intensive care unit. The main 

reasons for transfer to intensive care were respiratory distress 

in 13 cases (26.5%) and severe dysautonomia in 2 cases 

(4.1%). Among the patients admitted to resuscitation, 5 

patients (33.3%) benefited from mechanical ventilation, 3 

patients (20%) from tracheotomy + mechanical ventilation; 

the 7 other patients (42.7%) only benefited from monitoring. 

The average length of hospitalisation was 24 days +/- 19.5 

(extremes 5 and 105 days). At the end of hospitalisation, 9 

patients died, i.e. an intra-hospital mortality rate of 18.4%. 

The immediate causes of death were fatal respiratory distress 

in 3 cases, respiratory infection and/or septic shock in 4 cases, 

cardiac arrest of dysautonomic origin in 1 case, and death of 

undetermined cause in 1 case. According to the GBDS 

(Guillain-Barré Disability Scale), of all hospitalized patients, 

11 patients (22.4%) were able to walk unaided (scores 1 and 2), 

17 patients (34.7%) were able to walk with assistance (score 

3), 11 patients (22.4%) were confined to bed or chair (score 4) 

and only one patient (2%) was on respiratory assistance (score 

5). Considering only the 40 surviving patients, 27.5% had a 

GBDS score of 1 & 2; 42.5% had a GBDS score of 3; 27.5% 

had a GBDS score of 4; and 2.5% had a GBDS score of 5. 

Figure 5 below summarises the clinical outcome of patients at 

the end of hospitalisation according to GBDS scores (in 

grades). 
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Figure 5. Clinical outcome of patients at the end of hospitalization according to Hughes score (in grade) (n=49). 

After univariate analysis, intra-hospital infectious 

complications (p=0.04), exposure to mechanical ventilation 

(p=0.05) and serious clinical presentations on admission 

(p=0.005) were the variables significantly influencing 

intra-hospital mortality. The results of the univariate analysis 

of the variables influencing in-hospital mortality of GBS 

inpatients are presented in Table 6 below. 

Table 6. Results of univariate analysis of variables influencing in-hospital mortality of GBS inpatients. 

Factors Dead Alive P-value 

Rapidly progressive installation 7 (77.8%) 21 (52.5%) p=0.31 
Axial injury at EMG 3 (100.0%) 2 (50.0%) p=0.22 
Mechanical ventilation 3 (33.3%) 2 (5.0%) p=0.05 
Length of hospital stay ≤ 21 days 6 (66.7%) 20 (50.0%) p=0.59 
Age ≤ 25 years old 4 (44.4%) 11 (27.5%) p=0.40 
Duration of the extension phase ≤ 14 days 9 (100.0%) 17 (42.5%) p=0.005 
Intra-hospital infectious complications 8 (88.9%) 18 (45.0%) p=0.04 
Intra-hospital cardiac complications 7 (77.8%) 18 (45.0%) p=0.15 

 

4. Discussion 

We recorded a total of 49 hospitalized GBS cases over a 

16-year period, with an average annual frequency of 3.1 cases 

per year, whereas most epidemiological studies find an 

average annual incidence of 1.3 to 1.5 cases/100,000 

population/year [3]. This indicates a probable underestimation 

of GBS cases in our context. Indeed, the hospitalized nature of 

our series did not allow us to take into account 

non-hospitalized cases and cases treated in private clinics in 

particular. 

Our study, with 77.5% of patients under 45 years old and an 

average age of 36 years, confirms the young age of GBS 

patients in Africa, already reported in previous studies [10, 11, 

13, 14]. In contrast to the African series, patients in the 

European series, with an average age ranging from 54 to 77 

years, are significantly older [2, 15, 16]. 

A slight peak in frequency observed in older adolescents 

and young adults corresponding to the age groups from 15 

years to under 40 years, and the elderly. An increased risk of 

cytomegalovirus (CMV) and Campylobacter jejuni infections 

in young people, and an increased susceptibility of the elderly 

to autoimmune diseases such as GBS due to decreased 

immunosuppressive mechanisms, may explain these 

observations [4, 17]. 

While male predominance seems to be the rule [9, 14], we 

paradoxically found a slight female predominance in our 

series. This can be explained by the 24.5% of GBS cases that 

occurred in the context of pregnancy and/or childbirth, which 

are also recognized as triggering factors for the disease [18, 

19]. 

We have noted a significant seasonal variation in GBS, 

marked by an upsurge of the disease during the harmattan 

from November to February and the hot dry season from 

March to May. Almost similar findings have been made in 

Sweden [20], France [4], Brazil [5] and China [6]. In these 

series, a higher incidence of GBS cases was observed mainly 

in winter and spring. The seasonality of GBS revealed by our 

study could be explained by the increase in respiratory 

infections due to cold, dry harmattan winds and gastroenteritis 

during the dry season due to the shortage of drinking water 

and the ecosystem. These gastroenteritis and respiratory tract 

infections were the frequent predecessors of GBS in our series. 

Indeed, in our series, 49% presented an infectious event in the 

2 to 3 weeks prior to the installation of GBS. Previous 

infectious events, similar to ours, have been reported in India 

[9] and Ethiopia [10] respectively. However, higher 



 Clinical Neurology and Neuroscience 2023; 7(3): 56-64  62 

 

frequencies of history of infectious events have been observed 

in other series [6, 15, 21], ranging from 65.8% to 80% of cases. 

We also observed that among the infectious episodes 

preceding GBS, gastroenteritis (41.7%) was the main 

infectious event, followed by pneumopathy (25%). Our results 

are quite similar to those reported in Bangladesh [8, 22] where 

diarrhoea was found to be the main infectious event in 50% of 

the cases. The preponderance of gastroenteritis among the 

precesive infectious episodes in our series could be explained 

by inadequate hygiene and sanitation in our context. 

Electrophysiological studies conducted in Asia, mainly 

China [23] and Japan [24], and in South and Central America 

[3, 8, 25] have shown that axonal forms of GBS constituted 

30-47% of cases, while in Europe and North America, the 

demyelinating form (Acute Inflammatory Demyelinating 

Polyneuropathy), with 69-90% of cases, was predominant [3, 

26]. In In sub-Saharan Africa (SSA), in a recent Ethiopian 

study, the demyelinating form was predominant with 55.3% of 

cases [10], while in our series, where ENMG was performed 

in only 14.3%, the axonal form was largely predominant with 

71.4% of cases. The predominance of the axonal form was 

also observed in Bangladesh [8], where it accounted for 86% 

of cases. In the African context, due to the scarcity of studies 

on GBS in general and electrophysiological examinations in 

particular, data on the distribution of the different 

electroclinical forms of GBS are still insufficient. 

Progressively, acute respiratory distress (ARD) and 

dysautonomic disorders are the most severe forms of the 

disease, as are bulbar damage and decubitus complications [1, 

3, 25]. ARD complicates the progression of GBS in 10 to 30% 

of cases [1, 28] the 26.5% ARD rate reported in our series is 

part of this framework. However, higher rates of 32.5% have 

been reported in India [9]. 

The use of artificial ventilation for ARD is reported on 

average in 25% of cases in hospital series in developed 

countries [3, 15, 25], whereas it is reported at lower rates, of 

the order of 10 to 20%, in series from low-income countries [8, 

14], such as ours. This low rate of use of mechanical 

ventilation, in contrast to the fairly frequent use of ARD in 

low-income country series such as ours, could be explained by 

the low accessibility and/or availability of beds for medical 

resuscitation or neurological intensive care, particularly for 

GBS patients, at the onset of signs predictive of ARD or 

life-threatening dysautonomic complications. Factors 

predictive of ARD during GBS include rapidly progressing 

clinical forms, bulbar or upper extremity paralysis, and 

dysautonomia [1, 27]. For example, early transfer to an 

intensive care or resuscitation unit for prophylactic intubation 

is indicated at the onset of signs predictive of mechanical 

ventilation in developed countries [2, 3], whereas in 

low-income countries, transfer to an ICU or resuscitation is 

most often delayed at the onset of ARD or irreversible 

dysautonomia [28]. 

In the literature, dysautonomic disorders are found in 70% 

of cases and mainly include urine retention, paralytic ileus, 

sinus tachycardia, labile arterial hypertension, cardiac 

arrhythmia, orthostatic hypotension [1, 3]. In the series of 

low-income countries, particularly in SSA [10.], India [29] 

and Brazil [5], lower rates of the order of 30 to 34% are 

reported, as in our series. Even lower rates of dysautonomy, 

however, of 8-25% have been reported among children in 

Bangladesh [8], Aman [30] and Taiwan [31]. The low 

incidence of dysautonomy reported in these different studies 

from low income countries may be related to the lack of 

bedside cardio-pressure and respiratory monitoring of patients 

most often hospitalized in general neurology wards. 

The GBS early mortality rate of 18.4% reported in our 

series and those of 15.3% and 25.9% reported in SSA, 

Tanzania [11] and Ethiopia [10], respectively, remain very 

high compared to mortality rates reported in high-income 

countries and even some low-income countries. Thus, in 

Bangladesh, 6-month mortality rates of 12% [21] and 14% 

[32] respectively were recorded. In India, highly variable 

3-month mortality rates of 3.5% [33], 8.2% [29], and up to 

20% [9] have been reported. In Brazil [5], a mortality rate 

of 10% has been reported. In high-income countries, the 

lethality of GBS patients is lower [34]: in the USA, an 

in-hospital mortality rate of 2.5% has been found [34]; an 

average 6-month mortality rate of 6% (0-13%) has been 

recorded in Asia, i.e. 2%, 3% and 13%, respectively in 

Singapore, Japan and Hong Kong [16], and 6- and 

12-month mortality rates of 2.8% and 3.9% respectively 

have been recorded in the Netherlands [35]. This 

favourable development of GBS in these high-income 

countries is explained by the greater availability of 

adequate and well-equipped intensive care units, early 

access of patients at the onset of signs predictive of 

complications, including ARD, early detection of severe 

dysautonomic complications by cardiorespiratory 

monitoring, and the availability of specific therapies of 

proven efficacy such as Polyvalent intravenous 

immunoglobulins and plasma exchange [35]. Conversely, 

in low-income countries such as ours, the still high 

GBS-related mortality seems to be associated with the 

non-availability and inaccessibility of neurological 

intensive care or medical resuscitation units, and the lack of 

intensive surveillance in general neurology inpatient units 

[16]. The high intra-hospital mortality rate in our context 

could also be explained by the non-availability of specific 

therapies of proven efficacy such as Polyvalent intravenous 

immunoglobulins or Plasma Exchanges, the high frequency 

of infectious complications, especially respiratory 

infections. Indeed, in our context, only 6.1% of patients 

were able to benefit from polyvalent intravenous 

immunoglobulins, sometimes at a late stage, due to the 

expensive nature and under-availability of this drug in our 

country. Plasma exchanges are not yet available in our 

country. 

The occurrence of infectious complications during 

hospitalisation (p=0.04), exposure to mechanical ventilation 

(p=0.05) and a serious clinical presentation on admission 

(p=0.005) were the variables significantly associated with 

intra-hospital mortality. 

The use of mechanical ventilation had already been 
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identified as a risk factor for death in GBS patients in several 

series worldwide [28, 30, 36]. More recently, other series [16, 

21, 35] have confirmed that mortality increases significantly 

with mechanical ventilation. Infectious complications related 

to ventilation procedures and the severity of ARD may explain 

the increased mortality. The Asian series of Wong AH et al, 

like us, also identified respiratory infections as a factor in the 

death of GBS patients [16]. 

Similarly, we identified severe clinical presentations on 

admission (tetraplegia + ARD) as a factor associated with 

death in our patients. This factor has also been reported in 

other series [34, 35]. 

However, other factors associated with frequently reported 

GBS deaths such as advanced age, a long phase of disease 

extension (> 7 days) [16, 34, 35, 37, 38], dysautonomy [34, 37] 

were not identified in our study. 

Concerning the functional prognosis of GBS, globally 35% 

of patients recovered completely, 35% had minimal residual 

motor signs and 30% had moderate to severe residual paresis. 

[37]. Six months after the onset of the disease, about 80% of 

the patients are independent for walking at 6 months [8]. In 

our study, at the end of hospitalisation, although 72.5% of 

patients were still dependent (able to walk with assistance, 

bedridden or intubated), their functional prognosis was 

nevertheless likely to improve within 6 months to a year. 

5. Limitations of Our Study 

Due to the retrospective nature of our study, potential biases 

could be introduced, including missing or biased data. 

Due to the hospital-based nature of our study, potential 

biases in the selection of serious cases and/or cases treated 

in tertiary hospitals of the public health system could be 

introduced. It is therefore possible that less serious cases 

hospitalised in private clinics or followed up on an 

outpatient basis could have been excluded from the scope 

of our study. 

Our study also suffered from the small number of patients 

who were able to complete the ENMG and the fact that data 

from post-hospital follow-up were not available. 

6. Conclusion 

GBS is a relatively common condition in our context, 

affecting more often young patients with a predominance of 

females, occurring more frequently during the cold or hot dry 

season. It is most often preceded by an infectious episode of 

acute gastroenteritis. It is characterized by late admission to 

the tetraparesis phase, fairly frequent dysautonomy, 

complications such as respiratory distress and pulmonary 

infection, respectively in ¼ and 1/3 of cases, and axonal 

damage in about ¾ of cases. The low or late use of mechanical 

ventilation, the unavailability of Polyvalent intravenous 

immunoglobulins and Plasma exhanges, are responsible for a 

rather heavy early mortality and a poor early functional 

prognosis. Early admission of patients, early use of quality 

intensive care units, availability of Polyvalent intravenous 

immunoglobulins and Plasma exchanges, will significantly 

improve the prognosis of GBS in Burkina Faso and SSA. 
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