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Guillain-Barré syndrome (GBS) is an acute inflammatory polyneuropathy 
characterized by frequent rapid progressive, ascending, symmetric weakness and 
areflexia. We aimed to evaluate the etiology, clinical and electrophysiological 
findings with treatment and prognosis of the patients with GBS in our clinic. 
Patients who were diagnosed with GBS in our clinic between 2009 and 2017 
were evaluated retrospectively. The study included 20 female and 25 male 
patients. The most frequent symptom was the absence of walking (95.5%). 
All of the patients had muscle weakness on examination; in addition to that 
hyperesthesia (31%), autonomic symptoms (13.3%), sensory loss (11.1%), 
ataxia (11.1%), bilateral facial nerve palsy (6.6%), oculomotor nerve palsy 
(2.2%), and multiple cranial nerve involvement (2.2%) were the other 
detected findings. Ventilation support was required in 6 cases (13.3%). 
Acute motor axonal neuropathy (AMAN) was found in 20 patients (44.5%), 
acute inflammatory demyelinating polyradiculoneuropathy (AIDP) was found 
in 24 patients (53.3%), and acute motor and sensory axonal neuropathy 
(AMSAN) was only present in 1 patient (2.2%). Intravenous immunoglobulin 
(IVIG) was administered to 33 of the patients (73.3%). The mean hospital 
stay was 8.4±3.5 (2-17 days), and the relationship between the duration of 
hospital stay and the treatment given was statistically significant (p = 0.001). 
Complete remission was observed in 37 patients (82.3%) and the remaining 
5 children (11.1%) experienced incomplete recovery. Three patients (6.7%) 
died of treatment-resistant hypotension, arrhythmia and severe pulmonary 
infection. The short duration of neurological deficit following infection, clinical 
stage of application, need for mechanical ventilation, dysautonomia, cranial 
nerve involvement, and current subtype were the negative prognostic factors. 
Although GBS is a self-limiting disease, early diagnosis and treatment are 
very important to reduce hospital stay with morbidity and mortality. Patients 
expected to be at high risk should be monitored closely.
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Guil la in-Barré Syndrome (GBS) is  an 
acute ,  monophas ic  immune-mediated 
polyradiculoneuropathy caused by acute 
demyelination or axonal damage in the spinal 
roots and peripheral nerve. It is characterized 
by common sensory, motor and autonomic 
symptoms, usually accompanied by progressive 
flask paralysis and deep tendon reflex 
diminution.1 On average, 40-70% of GBS 
patients develop the disease approximately 1-3 

weeks after acute gastroenteritis or respiratory 
tract infection. Rare cases occur in the course of 
surgery or the course of other diseases.2 GBS is 
thought to be an autoimmune disease resulting 
in the production of antibodies against antigenic 
proteins of peripheral nerves that result in T 
cell activation. Production of antibodies can 
be stimulated by infectious agents such as 
Ebstein-Barr virus, Cytomegalovirus, Mycoplasma 
pneumoniae and Campylobacter jejuni, vaccines or 
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surgical interventions. As well as antibodies 
targeting myelin proteins, in some situations, 
axonal structures are the primary target 
of immune-modulated damage. Therefore, 
although GBS is known as acute inflammatory 
demyelinating polyneuropathy, in some clinical 
variants the primary pathological process is 
axonal damage.1 

Several clinical subtypes of the syndrome have 
been described.3,4 GBS has been reclassified 
in recent years according to clinical and 
electrophysiological properties.3,5 According 
to that, the large spectrum varies from 
classic acute inflammatory demyelinating 
polyneuropathy (AIDP) and the axonal forms; 
which include acute motor and sensory axonal 
neuropathy (AMSAN) and acute motor axonal 
neuropathy (AMAN) to several atypical clinical 
types (i.e., Miller Fisher syndrome, Bickerstaff 
brainstem encephalitis, pharyngo-cervical-
brachial variant, polyneuritiscranialis, acute 
sensory neuropathy and pandysautonomia).3,5 
GBS usually has a good prognosis. 90% of 
patients recover completely or with mild 
neurological deficit within one year.6 In some 
studies, axonal involvement and duration 
of mechanical ventilation are shown to be 
predictors of poor prognosis in GBS.7,8 

Our aim in this study was to evaluate patients 
diagnosed with GBS in our clinic together 
with laboratory and electrodiagnostic findings 
concerning treatment and prognostic factors.

Material and Methods

In  th i s  s tudy,  e t io logy,  c l in i ca l  and 
electrophysiological prediction of the outcome, 
treatment, and findings were evaluated 
retrospectively in children who were diagnosed 
with GBS in our clinic between 2009-2016. 
Healthy children under 18 years of age who 
were diagnosed with GBS were included in 
the study. Patients with acute neuropathy 
causing chronic inflammatory demyelinating 
polyneuropathy (CIDP), patients with comorbid 
diseases and underlying diseases such as an 
autoimmune disease, neurological deficit or 
progressive disorder in history were excluded. 

Data was collected for the study such as 
demographic data’s (age and gender), previous 
infections (especially upper respiratory 
tract infection and gastrointestinal system 
infections), amount of time between the onset 

of the disease and admission, clinical features, 
cranial nerve involvement, need for mechanical 
ventilation, cerebrospinal fluid (CSF) protein 
and cell examination, electrophysiological 
data, type and results of the treatment and 
complications of the performed procedures, 
length of hospital stay and prognosis. 

Serological tests for Cytomegalovirus (CMV), 
Herpes simplex virus (HSV), Epstein-Barr virus 
(EBV), Varicella zoster (VZV), Mycoplasma 
pneumoniae, Hepatitis B and C, and Haemophilus 
influenzae were performed. Stool samples were 
obtained for Campylobacter jejuni isolation. 
Serologic test for Campylobacter jejuni could 
not be performed for financial reasons. CSF 
examination was performed in the first week 
of hospitalization in all patients. Only in one 
patient who had cranial nerve involvement, an 
enzyme-linked immunosorbent assay was used 
to measure serum IgG antibodies that were 
produced against gangliosides GM1, GM1b, 
GD1a, GalNAc–GD1a, GD1b, GT1a, and GQ1b. 
These tests were not performed in all patients 
since they were expensive and their impact 
on the diagnosis or management was limited.

Plasma exchange treatment was considered with 
immunoadsorption technique over 4 to 6 cycles 
on a daily or alternate day basis. Intravenous 
immunoglobulin (IVIG) was administered as 
0.4 g/kg daily for five consecutive days.

The electrophysiological examination was 
performed in the first week of hospitalization 
in all patients. Also, needle EMG examination 
was performed. At least one motor and one 
sensory nerve were tested on the upper and 
lower limbs. Sensory nerve studies were 
performed on the median and sural nerves. F 
response of all the extremities was recorded. 
Additionally, routine motor conduction studies 
were performed on the median, ulnar and tibial 
nerves using conventional procedures. The 
amplitude of the negative phase was measured 
for compound muscle action potentials and 
sensory nerve action potentials. In our study, 
the patients were classified into AIDP or AMAN 
based on the existing electrodiagnostic criteria.9 
AMSAN was defined as the presence of AMAN 
pattern in motor nerve studies with sensory 
nerve action potential amplitude reduction 
more than 50% of the normal in two or more 
sensory nerves. Patients with a significant 
decrease or loss of deep tendon reflexes with 
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acute progressive muscle weakness and typical 
electrophysiological findings and no apparent 
sensory level were included in the study. 

Functional outcomes were listed according to 
GBS disability score and MRC (the Medical 
Research Council) total score. GBS disability 
scores were as following10; 0: healthy state 
score, 1: minor symptoms and capable of 
running, 2: able to walk 10 m or more without 
assistance but unable to run; 3: able to walk 10 
m across an open space with help, 4: bedridden 
or chair bound, 5: requiring assisted ventilation 
for at least part of the day, 6: dead.

The Medical Research Council (MRC) total 
score includes the scores of six different muscle 
groups; shoulder abduction on both sides, 
elbow fibers, ankle extensors, hip joints, knee 
extensors and foot dorsiflexors, scores range 
between 60 (normal) to 0 (quadriplegia).10 All 
patients’ GBS disability scores and MRC scores 
at the time of hospitalization and discharge 
were evaluated. In our outpatient clinic, GBS 
disability scores were recorded for the six 
months of follow-up.

For the statistical analysis, SPSS for Windows 
version 20.0 program was used. The findings 
and percentages were presented for the 
descriptive statistics. As a statistical method, 
parametric tests were used for comparison, and 
nonparametric tests were used for comparison 
of abnormal distribution data. Spearman test 
was used for correlation analysis. Values below 
p<0.05 were considered statistically significant.

Results 

The study included 45 children, 25 males 
and 20 females with GBS. In the study, 
male/female ratio was found to be 1.25. The 
average age was 6.7±3.9 (range: 1.5-15 years). 
There were 32 (71.1%) cases of infection. 
Thirteen patients (26.6%) had no infection 
observed up to 4 weeks before the onset of 
GBS symptoms. The mean time from onset 
of disease to nadir in 32 patients was 7.28 
days (range: 1-20 days). Of these antecedent 
illnesses, respiratory tract infection was found 
in 22 cases (48.8%), diarrhea in eight cases 
(17.7%), hepatitis A in one child (2.2%), 
and chickenpox infection in one child (2.2%). 
Also, there was one case of immunization 
with influenza vaccine one month before the 
illness. Respiratory tract infection was common 

in patients with the AIDP subtype while 
gastroenteritis was common in patients with 
AMAN; correlations were statistically significant 
(p=0.03). Bacterial isolation could not be 
achieved in the stool samples for Campylobacter 
jejuni. The demographic characteristics of the 
patients and the predisposing disease factors 
are given in Table I.

When the development of GBS by season 
is examined, twenty patients were found to 
have GBS in the spring (March to May), 11 
in summer (June to August), seven in autumn 
(September to November) and seven in winter 
(December to February). 

The most frequent symptom was the inability 
to walk (95.5%). The most common finding 
on physical examination was muscle weakness, 
and in only one case there was the onset of 
upper extremity weakness (Table II). Other 
examinations included hyperesthesia (14/45; 
31.1%), autonomic symptoms (6/45; 13.3%), 
sensory loss (5/45; 11.1%), ataxia (5/45; 
11.1%), bilateral facial nerve palsy (4/45; 
8.8%), bilateral ptosis (1/45; 2.2%), and 
multiple cranial nerve involvement (1/45; 
2.2%). One patient who had multiple 
cranial nerve involvement showed bilateral 
cranial nerve III, IV, V, VI, VII, VIII, IX, X, 
XI, and XII involvements, but no signs of 
cerebellar involvement, including ataxia or 
other symptoms, show signs of autonomic 
or sphincter dysfunction. During the hospital 
stay transient hypertension, hypotension, 
tachycardia was noted as autonomic symptoms 
in six cases (13.3%). Six (13.3%) children 
required assisted ventilation due to respiratory 
insufficiency. Functional outcomes according to 
GBS disability score at nadir were stage 2 in 
16 patients, stage 3 in 24 patients, and stage 
4 in five patients. Examination findings are 
given in Table II.

According to the cerebrospinal fluid analysis, 
the mean CSF protein was 80.6±58.5 mg/
dl (range: 15-255 mg/dl), with a total cell 
count of 0-3 cells/mm3. In the CSF amination, 
albuminocytological dissociation (i.e., an 
increased protein concentration without 
pleocytosis) occurred in 36 patients (80%). 
We studied only one patient’s serum anti-
ganglioside antibody who had multiple cranial 
nerve involvement and found IgG reactivity 
against GQ1b.
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When classified according to electroneuromyography 
(ENMG), the number of acute inflammatory 
demyelinating polyradiculoneuropathy (AIDP) 
cases also called the classical form (24/45; 
53.3%) were found to be similar with the 
number of acute motor axonal neuropathy 
(AMAN) cases (20/45; 44.5%), and acute motor 
and sensory axonal neuropathy (AMSAN) cases 
(1/45; 2.2%) (Table II). There was no significant 
difference between AIDP and AMAN / AMSAN 
regarding ENMG examination time (p=0.152). 
All cases with cranial nerve involvement, 
which were most notable according to clinical 
features, were of the AMAN type and required 
mechanical ventilation.

Duration of the onset of the symptoms 
after the infection was shorter in the axonal 
form (AMAN and AMSAN) compared to 
the demyelinating form (AIDP), however; 
this finding was statistically not significant 
(p=0.067). 

Functional outcomes according to GBS disability 
score at nadir was lower in AMAN than AIDP 
(3.0 vs. 2.4, p=0.001); also the nadir MRC 
was lower in AMAN than AIDP (35.2±14.0 
vs. 44.7±75.0, p=0.014) indicating that motor 
impairment was more severe in AMAN.

In our study we performed spinal cord 
imaging on 33 patients with gadolinium 
magnetic resonance, we found contrast material 
enhancement on cauda equina level in 19 
patients. We obtained negative findings in 14 
patients. There was no significant difference 
between axonal and demyelinating groups 
(p=0.259). 

IVIG was administered to 33 (73.3%) of the 
patients, nine patients received both plasma 

Table I. Demographic Characteristics of Patients 
and Predisposing Infectious Agents.

Characteristics N (%)
Gender
  Male 
  Female

25 (55.6)
20 (44.4)

Age
  <3 years
  3-6 years
  7-10 years
  >10 years

7 (15.5)
22 (48.8)
7 (15.5)
9 (20.0)

Predisposing infectious agents
  Cytomegalovirus
  Mycoplasma pneumoniae
  Herpes simplex virus
  Measles
  Epstein-Barr virus
  Human rhinovirus
  Parvovirus 
  Hepatitis A
  Brucellosis
  Pseudomonas aeruginosa
  Microorganisms not shown

3 (6.6)
2 (4.4)
2 (4.4)
1 (2.2)
1 (2.2)
1 (2.2)
1 (2.2)
1 (2.2)
1 (2.2)
1 (2.2)

31 (68.8)

Table II. Clinical Characteristics, 
Electrophysiological Findings, Treatment and 

Prognosis of Patients.

N (%)

Clinical
  Muscle weakness
  Hyperestesia
  Autonomic symptoms
  Ataxia
  Sensory loss
  Bilateral facial nerve paralysis
  Shortness of breath
    Multiple cranial nerve involvement 

GBS disability score at nadir
  2  
  3     
  4
  
MRC sum score at nadir
60-51    
50-41   
40-31 
30-21 
20-0  

 45 (100.0)
 14 (31.1)
 6 (13.3)
 5 (11.1)
 5 (11.1)
 4 (8.8)
 3 (6.6)
 1 (2.2)

 16 (35.5)
 24 (53.3)
 5 (11.1)

 5 (11.1)
 20 (44.4)
 13 (28.8)
 3 (6.7)
 4 (8.8)

Electrophysiological findings
  AIDP
  AMAN
  AMSAN

 24 (53.3)
 19 (42.2)
  2 (4.4)

Treatment
  IVIG
  IVIG with plasmapheresis
  Plasmapheresis

 33 (73.3)
 9 (20.0)
 3 (6.6)

Prognosis
  Full recovery
  Incomplete recovery 

 37 (82.3)
 7 (17.7) 

AIDP: acute inflammatory demyelinating polyneuropathy, 
AMAN: acute motor axonal neuropathy, AMSAN: acute 
motor-sensory neuropathy, GBS: Guillain-Barré syndrome, 
IVIG: Intravenous immunoglobulin, MRC: The Medical 
Research Council
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exchange and IVIG (20%), and plasma exchange 
was administered to three (6.6%) of the 
patients. Plasma exchange consisted mainly 
of AMAN, AMSAN cases with GBS disability 
scores of 4 and 5, and also some patients 
were in need of mechanical ventilation in the 
first week. In the early period, physiotherapy 
program started with passive exercises. There 
was no statistically significant difference 
between the treatment groups in terms of 
complications in our study. The mean hospital 
stay was 9.4±4.1 days (range: 5-17 days) 
which was significantly longer in patients 
who were treated with combined plasma and 
IVIG (p=0.001). During the first six months, 
complete recovery was observed in 37 (82.2%) 
patients, and the remaining five (11.1%) 
patients experienced incomplete recovery. 
These cases were mostly AMAN subtype (4/5). 
Three patients (6.7%) died due to pulmonary 
infection and treatment-resistant cardiovascular 
complication. Axonal involvement was present 
in all of these cases, and bilateral facial paralysis 
was present only in one patient.  

GBS disability score at six months was stage 
0 in 33 patients, stage 1 in 3 patients, stage 2 
in 4 patients, and stage 3 in 2 patients. When 
we compared GBS disability scores we found 
that higher scores in the onset of disease, also 
meant higher scores in the 6th month (p<0.001 
[95% CI 1.5–2.2]). No association was found 
between GBS disability score at 6th month 
and gender (p=0.37), age (p=0.91), cranial 
nerve involvement (p=0.45), sensory deficits 
(p=0.64) , having previous infections (p=0.89). 
In multivariate analysis, as GBS disability score 
at 6th month, GBS disability score at nadir 
(p<0.001; 95% CI 1.4–2.2), AMAN subtype, 
(p=0.02; 95% CI 0.1–1.1), the mean time from 
onset of the disease to nadir (p=0.01; 95% CI 
5.3–9.1), mechanical ventilation requirement 
(p=0.01 95% CI 1.1–1.3), and presence of 
autonomic manifestation (p<0.001; 95% CI 
0.1–1.1) were found as poor prognostic factors.

Discussion

GBS is one of the most important reasons 
for acute flask paralysis. The frequency of the 
disease was found to be 0.25-1.5/100.000 under 
the age of 16 in community-based studies. 11 
Although some studies have reported that there 
is no gender difference in GBS, it is reported 

that the incidence is higher in males which is 
similar with our study (M/F=1.25).12,13 GBS 
can appear at any age. It is most common 
between the ages of 4-9.14 In our study, the 
mean age was 6.7±3.9 years (1.5-15 years). 
The cases were mostly between 3-6 years old.

Although GBS was thought to be sporadic 
without seasonal activity, similar to previous 
studies, in our study it was found that GBS was 
more likely to appear in the spring (44.4%), 
and in the summer (24.4%).7,15,16

Previous studies have reported a preliminary 
infectious rate of 40-70%.17 In our study, 
predominant infection was present in 71.1% 
of the patients, mostly seen were respiratory 
tract infection and gastroenteritis. There 
are also studies reporting that there may 
be preliminary facts for GBS in vaccination, 
surgical procedures, and stress events. 18 In 
studies conducted there is a hypothesis offering 
that the vaccine may be associated with GBS 
because of possible effects on the immune 
system. However, it has been emphasized 
that the benefits of vaccines should not be 
underestimated in the prevention and reduction 
of morbidity and mortality.19 In our study, one 
of our cases had a vaccine story approximately 
a month before the onset of the symptoms.

Affected children often have weakness, fatigue, 
with difficulty to start walking or stair climbing, 
typically starting from the lower extremities 
and advancing towards the upper extremities in 
days to weeks. In some of the cases (15-20%) 
weakness is primarily proximal.20 In our cases, 
the most frequent symptom was the inability 
to walk (95.5%) and weakness (100%). Only 
one patient had an upper extremities onset 
weakness, and the others had onset lower 
extremities.

Physical examination usually reveals symmetrical 
weakness and loss of deep tendon reflexes 
which progress upwards starting from the 
lower extremities. In childhood, GBS cranial 
nerve involvement is more frequent than 
in adults. Sensory loss is rarely seen but 
can be detected in 40% of the cases with a 
detailed physical examination.12 Autonomic 
dysfunctions such as irregular blood pressure, 
sinus tachycardia, pupillary anomalies and 
sweating disorders are seen in 12.5-25% of 
children with GBS.20 Although extremely rare, 
GBS initially can present as isolated ptosis 
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subsequent to descending paralysis. In a study, 
authors describe a patient with GBS who 
presented initially with isolated ptosis without 
ophthalmoplegia, and then he developed 
descending paralysis subsequently.21 Similarly, 
in our study, bilateral ptosis was observed in 
one patient as the first complaint which was 
followed by descending paralysis.

GBS presenting with only multiple cranial nerve 
dysfunction occurs very rarely.22 Pure cranial 
nerve involvement may occur, bilateral cranial 
neuropathy syndrome may develop without limb 
weakness.23 In our study group, one patient 
had multiple cranial nerve involvement, but the 
other physical and neurological manifestations 
were ordinary on first application.

Characteristic laboratory findings supporting 
GBS diagnosis are the absence of significant 
inflammatory findings (mononuclear cell count 
<10/mm3), albuminocytological dissociation 
or disproportionate increase in CSF protein.5 
Although protein levels may be normal during 
the first week of the illness, the majority of 
patients will experience an increase in protein 
levels if measured 2 or 3 weeks later. Previous 
studies have found that abnormal CSF protein 
elevation in GBS may be due to disorders that 
cause breakdowns in the blood-CSF barrier 
or the inflammatory reaction of the choroid 
plexus.24 In our cases, CSF protein elevation 
was detected in 36 (80%) cases and mean CSF 
protein was 80.6±58.5 mg/dl. In our study, 
there was no significant difference in protein 
levels between AIDP and AMAN / AMSAN 
subtypes (p=0.138).

Pe r i p h e r a l  n e r v e  d e m y e l i n a t i o n  i n 
neurophysiological studies is manifested by 
slowing in nerve conduction. Both heavy 
demyelination and axonal damage cause a 
reduction in motor and sensory response 
amplitude. Most of the pediatric patients in the 
study by Pi-Lien et al. 25 belonged to the AIDP 
group. The frequency of GBS in different clinical 
subtypes varies according to geographical 
area. The most common type of GBS in 
Europe is acute inflammatory demyelinating 
polyneuropathy (AIDP). It accounts for about 
90% of all GBS patients.26 In a study in Japan, 
the proportion of children with AIDP (35%) 
was similar to that of children with AMAN 
(48%), and recovery was generally favorable 
in both subtypes.27 In our study axonal forms 

(AMAN, AMSAN) and AIDP were found to 
be at approximate rate (53.3% and 46.7%, 
respectively). In the conducted studies, the 
AMAN pattern was found in 65-86% in China, 
28,29 30% in Argentina30 and 35% in Turkey.31 
These findings suggest that the incidence of 
AMAN in childhood GBS varies considerably 
among countries. Although the etiology is 
unclear, preceding infectious agents and host 
factors are thought to be responsible.27 

Nerve involvement in GBS may depend on 
the infectious agent. Campylobacter jejuni is 
commonly in association with AMAN, and 
anti-GMI and anti-GDIa IgG antibodies have 
been reported in 30%–40% of AMAN patients.32 
Acute gastroenteritis caused by Campylobacter 
spp. is in the top three ranks along with 
Salmonella spp. and Shigella spp. in many 
parts of the world. The definitive diagnosis 
of Campylobacter infections is based on the 
microbiological examination and culture is 
the “gold standard” diagnostic method, but 
culture and isolation can be quite difficult.33 

In our country, in 2012, it was observed that 
only 3.2% of clinical microbiology laboratories 
(n=530) were able to isolate Campylobacter 
spp. according to the results of a study which 
was subjecting the current state of national 
microbiology laboratory capacity.34 In our 
patients, Campylobacter jejuni could not be 
isolated in stool cultures as well. Serologic 
test for Campylobacter jejuni and anti-ganglioside 
antibodies could not be performed in all 
patients for financial reasons. Ogawara et 
al.35 has reported the correlation between 
diarrhea secondary to Campylobacter jejuni 
and the GBS subtype AMAN. In our study, 
although Campylobacter jejuni could not be 
isolated, the history of gastroenteritis was 
significantly higher in patients with AMAN 
subtype (p=0.03). 

The primary goal in the treatment of GBS is 
life support with intensive care treatment in 
the cases of respiratory insufficiency, prevention 
of secondary complications and intensive 
physical therapy, and the other goal is to try 
to stop the autoimmune process causing the 
demyelination of peripheral nerves by early 
immunomodulatory therapy. Immunomodulator 
treatments shorten the duration of the disease 
but do not significantly affect mortality.36 
Intravenous immunoglobulin is generally 

Volume 61 • Number 2 Guillain-Barre Syndrome in Childhood  205



preferred because of its ease of administration.6 
Plasma exchange is a reliable and effective 
treatment for children over 10 kilograms. 
In studies conducted, plasmapheresis has 
been shown to be particularly useful when 
administered within the first seven days after 
the onset of symptoms.6 In a multicenter 
study involving mostly adults, it was shown 
that the efficacy of plasma exchange and 
intravenous immunoglobulin was similar and 
that the combination of both treatments was 
not superior to treatment alone.37

In our study IVIG was administered to 33 
(73.3%) patients, plasmapheresis and IVIG 
together was administered in nine (20%), 
and plasmapheresis was administered to three 
(6.7%) patients. Even though there are reports 
of increased risk of hypotension and spread 
of infection in plasmapheresis group;38 in our 
study, we did not observe any difference in 
terms of complications in different treatments.

The mean hospital stay was significantly longer 
in patients treated with combined plasma 
exchange and IVIG treatment (p=0.001). This 
result may be due to our preference for plasma 
exchange and IVIG in patients with poor 
health. Especially, plasma exchange preferred 
mainly in the axonal forms with high GBS 
disability scores. In some previous studies, it 
is reported that plasma exchange is better than 
IVIG in children with GBS due to mechanical 
ventilation.39 

GBS usually has a good prognosis, most 
patients completely recover with very slight 
motor loss. It has been reported that 62% to 
92% of GBS patients develop fully functional 
healing in various studies.8,10,40 In our study, 
82.2% of the patients could walk without 
support at six months. Approximately 15-
20% of patients require ventilation support, 
but respiratory failure does not persist.6,20 
Autonomic dysfunction in pediatric patients is 
an important and independent risk factor for 
mechanical ventilation.41,42 In our study, six 
(13.3%) patients required ventilation support. 
Autonomic dysfunction was seen in all of 
these patients, and bilateral facial paralysis was 
present in four patients (all of the bilateral facial 
paralysis patients). Although AIDP subtype has 
been reported in cranial nerve involvement, in 
our patients AMAN subtype was found more 
dominantly, and those patients had mechanical 

ventilation requirement. 

Tekgül et al.31 have reported that during the 
first 12 months the recovery was slower in the 
AMAN group compared to the AIDP group, 
and after this duration, the recovery rates 
evened out. In our patients, GBS disability 
score at sixth months was significantly lower 
in AMAN subtype compared to AIDP subtype. 
In addition according to the GBS disability 
score, the mean time from onset of the disease 
to nadir, mechanical ventilation requirement, 
and presence of autonomic manifestation were 
found as poor prognostic factors.

Mortality rates vary between 3-13% in studies 
conducted so far.43 The most frequently 
described cause of death in GBS are respiratory 
failure. The estimated fatality rates of the 
cases which required mechanical ventilation for 
respiratory failure were 15–30%.7  Autonomic 
instability is a potential initiating factor for 
fatal cardiac arrhythmias. Pulmonary infections 
have also been a cause of death during the 
recovery phase.43 Three of our cases (6.7%) 
died due to unresponsive autonomic instability 
and respiratory infections.

Several studies have evaluated the factors that 
affect the prognosis in GBS, the reported factors 
include advanced age, premature infections, 
disease severity, axonal involvement, and 
mechanical ventilation, but these factors have 
not been confirmed with large prospective 
studies.1,10,24 In our study, the poor outcome 
on the sixth month was found to be associated 
with the short time interval between onset and 
admission, GBS disability score at nadir, AMAN 
subtype, the mean time from onset of illness 
to nadir, mechanical ventilation requirement, 
dysautonomia, and ventilator requirement.

GBS should be kept in mind in cases of acute 
ascending muscle weakness. Despite the fact 
that it is a self-limiting disease, the early 
detection and early treatment will reduce the 
length of stay in hospital, reduce morbidity 
and mortality. Although our cases had a 
greater degree of axonal form, full recovery 
was observed in the majority of patients. 
Plasma exchange and IVIG supportive care 
in selected cases should be the preferred 
treatment modality. In our study, the short 
duration of neurological deficit following 
infection, clinical stage of application, need 
for mechanical ventilation, dysautonomia, and 
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current subtype were the negative prognostic 
factors. We concluded that dysautonomia and 
cranial nerve involvement which was associated 
with axonal involvement should be carefully 
monitored for ventilation needs.
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