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Abstract

Streszczenie

Guillain-Barré syndrome (GBS) is an acute, immune-mediated inflammatory polyradiculoneuropathy. Its most common
symptom is limb muscle weakness, which usually occurs symmetrically, typically involving the lower limbs. There is a weakening
or abolition of deep reflexes, and radicular pain, most often in the lumbar or intercostal regions. In half of patients, facial muscle
weakness can be observed. In most cases, especially at the onset of symptoms, there is paraesthesia involving the distal parts of
the lower extremities and, in rarer cases, also the distal parts of the upper extremities. The uncharacteristic and varied symptoms
mean that the diagnosis can present some difficulties. This review discusses the latest updates on the diagnosis and treatment
of Guillain-Barré syndrome based on the 2023 European Academy of Neurology/Peripheral Nerve Society (EAN/PNS) criteria.
The guidelines emphasise a systematic approach to clinical evaluation, diagnostic testing, and therapeutic strategies, using robust
evidence and best-practice recommendations. Key points include the role of preceding infections, particularly Campylobacter
jejuni, in the pathogenesis of the syndrome, and the identification of diagnostic subtypes, such as acute inflammatory
demyelinating polyradiculoneuropathy, acute motor axonal neuropathy, and Miller Fisher syndrome. Electrodiagnostic tests
have been recognised by the EAN/PNS as essential tools for diagnosing Guillain-Barré syndrome, while plasmapheresis and
intravenous immunoglobulin remain the pillars of treatment. The article highlights the importance of early intervention and
differentiation of Guillain-Barré syndrome from chronic neuropathies for optimal outcomes.
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Zespot Guillaina-Barrégo (GBS) jest ostra, zapalng poliradikuloneuropatig o podiozu immunologicznym. Jego najczestszym
objawem jest ostabienie miesni koriczyn, ktére wystepuje zwykle symetrycznie, czesciej obejmujac koficzyny dolne. Dochodzi
do ostabienia lub zniesienia odruchéw glebokich. Wystepuja béle o charakterze radikulopatii, najcze$ciej w okolicy ledzwiowej
lub miedzytopatkowej. U polowy pacjentéw mozna zaobserwowac ostabienie migéni twarzy. U wigkszosci chorych, szczegolnie
na poczatku wystgpowania objawdw, pojawiaja si¢ parestezje, ktore obejmuja dystalne czesci koniczyn dolnych, w rzadszych
przypadkach réwniez dystalne czesci konczyn gornych. Niecharakterystyczne i zréznicowane objawy sprawiaja, ze diagnostyka
tej jednostki chorobowej moze nastrecza¢ pewnych trudnosci. W niniejszym przegladzie oméwiono najnowsze aktualizacje
diagnostyki i leczenia zespolu Guillaina-Barrégo w oparciu o kryteria Europejskiej Akademii Neurologii/Towarzystwa Nerwow
Obwodowych (EAN/PNS), ktdre zostaly opracowane w 2023 roku. Wytyczne kladg nacisk na systematyczne podejécie do oceny
klinicznej, testéw diagnostycznych i strategii terapeutycznych, wykorzystujac solidne dowody i zalecenia dotyczace dobrych
praktyk. Kluczowe ustalenia obejmuja role poprzedzajacych infekcji, w szczegdlnosci zakazen Campylobacter jejuni,
w patogenezie tego zespolu oraz identyfikacj¢ podtypéw diagnostycznych, takich jak ostra zapalna poliradikuloneuropatia
demielinizacyjna, ostra ruchowa neuropatia aksonalna i zespot Millera Fishera. Badania elektrodiagnostyczne zostaly uznane
przez EAN/PNS za niezbedne narzedzia rozpoznania zespotu Guillaina-Barrégo, podczas gdy plazmafereza i dozylna
immunoglobulina pozostaja podstawg leczenia. Artykul podkresla znaczenie wczesnej interwencji i réznicowania zespotu
Guillaina-Barrégo z przewleklymi neuropatiami dla uzyskania optymalnych wynikéw.

Stowa kluczowe: zesp6t Guillaina-Barrégo, EAN/PNS, zesp6t Millera Fishera
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Guillain—Barré syndrome — diagnosis and treatment based on the 2023 EAN/PNS criteria

INTRODUCTION

uillain-Barré syndrome (GBS) is an acute, immune-
Gmediated inflammatory polyradiculoneuropathy

characterised by inflammatory lesions simultane-
ously affecting both nerve roots and trunks. Following the
introduction of mandatory vaccination and the eradication of
acute anterior poliomyelitis in Poland in the 1950s, GBS has
become the most frequent cause of peripheral muscle paresis.
The syndrome results from an aberrant autoimmune re-
sponse to prior immune stimulation, leading to damage of
the myelin sheaths or axons of peripheral nerves. This mech-
anism is driven by molecular mimicry between neuronal
gangliosides and lipooligosaccharides on the membranes of
infectious agents, triggering a pathological immune response
and subsequent autoimmune reactions.
Approximately half of patients with GBS report an upper
respiratory tract infection or episode of food poisoning
preceding the onset of neurological symptoms. Numerous
pathogens have been identified as contributors to GBS,
including viruses such as human immunodeficiency vi-
rus (HIV), influenza virus, cytomegalovirus, herpes sim-
plex virus, and Epstein-Barr virus, as well as bacteria
like Campylobacter jejuni, Haemophilus influenzae, and
Mycoplasma pneumoniae. Among these, Campylobacter
jejuni is most strongly associated with the syndrome. This
bacterium accounts for one-third of upper respiratory tract
infections or food poisoning episodes preceding GBS symp-
toms. In the classic form of GBS, 29% of patients exhib-
it positive antibody titres against Campylobacter jejuni,
while this figure rises to 67% in cases of acute motor axonal
neuropathy (van Doorn et al., 2023; Leonhard et al., 2022;
Shahrizaila, 2021).
The role of Campylobacter jejuni in GBS is particularly sig-
nificant due to its ability to induce cross-reactive antibodies.
These antibodies bind to gangliosides GM1 or GM1a locat-
ed at the nodes of Ranvier or motor neuron terminals. This
interaction activates complement pathways, disrupts sodi-
um channel function, and interferes with astroglial connec-
tions, ultimately resulting in impaired nerve conduction.
These processes underline the pathogenic link between
Campylobacter jejuni infections and the development of
GBS (van Doorn et al., 2023; Finsterer, 2022).
GBS is a rare disorder, with an incidence of approximately
1-2 cases per 100,000 person-years, affecting about 100,000
individuals globally each year. It occurs across all age
groups, including children, but the incidence increases with
age, peaking in the 6% to 8" decades of life (Langille, 2023).
Men are approximately 1.5 times more likely to develop
GBS than women. Among individuals under 18 years of
age, GBS represents the most common cause of flaccid pa-
resis. Reports of outbreaks and seasonal variations in GBS
incidence linked to infections remain limited in the litera-
ture (van Doorn et al., 2023; Leonhard et al., 2019).
GBS belongs to the category of primary inflammato-
ry neuropathies and is characterised by both clinical and
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pathological heterogeneity, with several recognised variants
and subtypes. These subtypes differ in their immune-me-
diated pathomechanisms. The primary pathogenetic sub-
types of GBS include:
« acute inflammatory demyelinating polyradiculopathy
(AIDP);
« acute motor axonal neuropathy (AMAN);
« acute motor-sensory axonal neuropathy (AMSAN);
o Miller Fisher syndrome (MES);
« other variants with sensory or functional features.
The diagnosis of GBS is primarily clinical, supported by
electrodiagnostic studies and laboratory investigations.
In 2023, the European Academy of Neurology (EAN)
and the Peripheral Nerve Society (PNS) published up-
dated guidelines for the diagnosis and treatment of GBS.
Developed by an expert panel, these guidelines aim to
standardise the assessment of clinical presentation, aux-
iliary diagnostic tests, differential diagnoses, and ther-
apeutic approaches. Using the GRADE (Grading of
Recommendations, Assessment, Development, and
Evaluation) methodology, the document provides recom-
mendations based on robust clinical evidence. Additionally,
they include good practice points (GPP) for clinical applica-
tion and address key clinical questions in the PICO (popu-
lation, intervention, comparison, outcome) format to facil-
itate evidence-based decision-making.

SYMPTOMS AND CLINICAL DIAGNOSTIC
CRITERIA OF GBS

The presenting symptoms and their severity in GBS exhib-
it significant variation among patients. Diagnostic criteria
widely recognised in clinical practice include the National
Institute of Neurological Disorders and Stroke (NINDS) re-
vised criteria by Asbury and Cornblath (1990), the Brighton
Collaboration criteria (2011) (Korinthenberg and Sejvar,
2020), Wakerley and Yuki (2015), and the EAN/PNS con-
sensus guidelines, as outlined by Leonhard et al. (2019).
These diagnostic frameworks categorise the requirements
for diagnosing the motor or motor-sensory variants of GBS
into mandatory criteria, supportive clinical features, and
confirmatory laboratory findings.

Mandatory criteria for the diagnosis include progressive
weakness in the arms and legs, absence or reduction of deep
tendon reflexes in the affected limbs, and symptom progres-
sion not exceeding four weeks. These core criteria form the
basis for establishing the diagnosis.

Supportive symptoms indicative of the motor or senso-
ry forms of GBS include a relatively symmetrical onset of
symptoms, minimal or absent sensory disturbances, crani-
al nerve involvement — most notably bilateral facial nerve
palsy — autonomic dysfunction, respiratory failure due
to muscle weakness, and myalgia or radicular pain local-
ised to the affected limbs or spine. Additional support-
ive factors include a history of infection, vaccination, sur-
gery, or exposure to biologic agents within the preceding
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six weeks, pregnancy or organ transplantation within the
past six months, and the use of immunomodulatory drugs
within the last 12 months. Confirmatory findings include
an elevated protein concentration in the cerebrospinal flu-
id (CSE), although a normal CSF protein level does not ex-
clude the diagnosis. The presence of anti-GQ1b antibodies
in serum is a hallmark of MFS, while abnormalities con-
sistent with polyneuropathy on nerve conduction studies
provide further diagnostic validation. These criteria collec-
tively enable a comprehensive approach to diagnosing GBS,
accommodating its clinical heterogeneity.

Electroneuromyography (ENMG) may initially fail to re-
veal abnormalities in GBS, necessitating a repeat assess-
ment after 10-14 days if the initial findings are inconclusive.
Characteristic ENMG findings in GBS include prolonged
F-wave and distal wave latencies and dispersion of motor
potentials. Certain clinical features reduce the likelihood
of GBS, such as pronounced and persistent asymmetrical
weakness, severe respiratory dysfunction accompanied by
only mild limb weakness at onset, predominant sensory
symptoms (e.g. paraesthesia) with minimal weakness, fe-
ver, abdominal pain or vomiting, nystagmus, and impaired
consciousness at disease onset. Other findings, such as hy-
perreflexia or bladder and bowel dysfunction, while less
common in GBS, do not completely exclude the diagnosis.
Elevated cell counts in CSF exceeding 50 x 10%/L (mono-
nuclear or multinuclear cells) strongly suggest alternative
diagnoses. Additionally, absence of clinical deterioration
within 24 hours, slow symptom progression, or continu-
ous evolution beyond four weeks also lowers the probabili-
ty of GBS. The criterion of symptom progression limited to
four weeks is supported by large studies, which have dem-
onstrated that most patients experience progression for no
longer than two weeks, with almost all stabilising by four
weeks. This time frame is critical for distinguishing GBS
from chronic neuropathies. Chronic inflammatory demye-
linating polyneuropathy (CIDP) is a particularly important
differential diagnosis. Although it may present with simi-
lar symptoms, the progression of symptoms extends over
at least eight weeks, in contrast to the acute course of GBS.
Differentiating between GBS and CIDP is essential for ac-
curate diagnosis and effective treatment (van den Bergh
et al, 2021; van Doorn et al., 2023; Rajabally et al., 2015a).
GBS presents in various variants and pathogenetic subtypes.
The variants, often referred to as “regional variants’, are de-
fined by the specific anatomical regions they affect. These
include Guillain-Barré pharyngolaryngeal syndrome, char-
acterised by weakness in the pharyngeal and laryngeal re-
gions; the variant with bilateral facial weakness and limb
paraesthesia without accompanying limb weakness; and
a variant associated with paraparesis, in which weakness
begins in the lower extremities and may progress to tetra-
paresis. Additionally, a rare sensory variant of GBS has been
reported in a subset of patients, characterised by numbness
or tingling, diminished or absent reflexes, and ataxia with-
out any muscle weakness. The progression of symptoms in
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this variant mirrors that of classic GBS. Electroneurography
in such cases may show evidence of demyelination in sen-
sory or motor nerves, providing diagnostic confirmation.
The pathogenetic subtypes of GBS include MFS, which is
marked by ophthalmoplegia, ataxia, and areflexia, as well
as AIDP, AMAN, and AMSAN. These subtypes represent
distinct immune-mediated mechanisms and clinical phe-
notypes within the spectrum of GBS.

MEFS is a mild variant of GBS, accounting for approximate-
ly 5% of all cases. It is clinically characterised by a triad of
ophthalmoplegia, ataxia, and areflexia. Additional features
often observed in MFS include bilateral facial or sublingual
nerve palsy, and pad syndrome. Notably, muscle strength
in the extremities is typically preserved. Among patients
with MFS, GBS/MFS overlap syndrome frequently occurs,
characterised by the presence of motor-sensory symptoms
alongside the classic features of MFS. Some individuals may
present with incomplete forms of MFS, where the full tri-
ad of symptoms is not evident. A rare variant of MFS is
Bickerstaff’s brainstem encephalitis (BBE), which is marked
by ophthalmoplegia, ataxia, pyramidal signs, and impaired
consciousness. Magnetic resonance imaging (MRI) in BBE
may reveal white matter lesions. Both MFS and BBE are as-
sociated with the presence of anti-GQ1b ganglioside anti-
bodies, which serve as a diagnostic biomarker (Alessandro
et al., 2018; van Doorn et al., 2023).

AMAN represents a purely motor variant of GBS and is
pathophysiologically driven by two distinct mechanisms.
The first involves reversible conduction failure caused by
conduction block at the nodes of Ranvier or motor nerve
terminals, without axonal degeneration, resulting in rap-
id recovery. The second mechanism involves extensive ax-
onal degeneration, leading to a worse prognosis. AMAN
is strongly associated with preceding infections, particu-
larly with Campylobacter jejuni. Patients with confirmed
Campylobacter jejuni infection tend to have less favourable
outcomes. This variant is more commonly observed in Asia
compared to Europe and North America (Doets et al., 2018;
van Doorn et al., 2023).

Approximately 5% of patients initially diagnosed with GBS
are subsequently found to have acute-onset chronic inflam-
matory demyelinating polyradiculoneuropathy (A-CIDP).
These individuals require treatment strategies similar to
those used for CIDP. Pain is a common and often signifi-
cant symptom of GBS, occurring at any stage of the disease.
It can be severe, sometimes preceding the onset of muscle
weakness and persisting even after motor symptoms have
resolved. Effective pain management is, therefore, an essen-
tial component of the comprehensive treatment approach
for GBS (van den Bergh et al., 2021; van Doorn et al., 2023).
GBS shares clinical features with a variety of other conditions,
making thorough differential diagnosis an essential step
before confirming the diagnosis and initiating treatment.
The 2023 EAN/PNS criteria recommend a systematic ap-
proach, categorising potential mimics into disorders affect-
ing the central nervous system, anterior horn cells, nerve

AKTUALN NEUROL 2025, 25 (2), p. 7076




Guillain—Barré syndrome — diagnosis and treatment based on the 2023 EAN/PNS criteria

roots, peripheral nerves, neuromuscular junctions, mus-
cles, and functional or conversion disorders. Central ner-
vous system (CNS) conditions that should be considered
include inflammatory or infectious processes involving the
brainstem or spinal cord. Examples include Sjégren’s syn-
drome, sarcoidosis, acute transverse myelitis, optic neuri-
tis with concurrent spinal cord inflammation, and disor-
ders associated with antibodies to myelin oligodendrocyte
glycoprotein (MOG). Malignancies such as neurolympho-
matosis or meningeal metastases also warrant consideration
due to their potential to mimic GBS. Comprehensive evalu-
ation of these conditions is crucial to ensure accurate diag-
nosis and appropriate management.

Other CNS conditions requiring exclusion in the differen-
tial diagnosis of GBS include hematomas, abscesses, her-
niated discs, and tumours that may cause compression of
the brainstem or spinal cord. Additionally, stroke, vitamin
B, deficiency, and copper deficiency should be considered,
as they can result in subacute degeneration of the spinal
cord and present with symptoms similar to GBS. Among
anterior horn cell disorders, acute flaccid myelitis war-
rants differentiation from GBS. This condition can be trig-
gered by infections with poliovirus, enterovirus, West Nile
virus, Japanese encephalitis virus, rabies virus, or Borrelia
burgdorferi (causing Lyme disease). Infections affecting the
nerve roots can also mimic GBS. Common pathogens in-
clude cytomegalovirus, HIV, Epstein-Barr virus, varicel-
la-zoster virus, and Borrelia burgdorferi. A comprehensive
evaluation of these conditions is crucial for accurate diag-
nosis and effective management (van Doorn et al., 2023;
Leonhard et al., 2022).

According to the 2023 EAN/PNS criteria, several peripheral
nerve disorders must be considered in the differential diag-
nosis of GBS. These include CIDP and its acute-onset variant
(A-CIDP). Metabolic and electrolyte imbalances should
also be evaluated, including glycaemic disorders such as hy-
poglycaemia, endocrine disorders like hypothyroidism and
porphyria, as well as copper deficiency. GBS-like presenta-
tions can also occur following exposure to neurotoxic sub-
stances. Potential toxins include nitrous oxide, drugs, al-
cohol, vitamin By, lead, thallium, arsenic, organophosphate
compounds, glycol, methanol, n-hexane, and certain adhe-
sives. Additional considerations in the differential diagno-
sis include vitamin B, and B, deficiencies, weakness arising
after prolonged intensive care unit (ICU) stays, neuralgic
amyotrophy, and vasculitis. Infectious causes such as HIV,
Lyme disease, or Corynebacterium diphtheriae should also
be included in the diagnostic evaluation. A thorough as-
sessment of these possibilities is essential to accurately dis-
tinguish GBS from other conditions with similar presen-
tations. Disorders affecting the neuromuscular junction
constitute another category of conditions that may mim-
ic GBS. These include myasthenia gravis, Lambert-Eaton
myasthenic syndrome, organophosphate poisoning, and
conditions caused by neurotoxins such as botulism, teta-
nus, tick paralysis, and snake venom, among other toxins.
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Additionally, muscular disorders are emphasised in the
2023 EAN/PNS criteria as potential differential diagnoses
for GBS. Metabolic or electrolyte imbalances, including hy-
pokalaemia, periodic paralysis, hypomagnesaemia, and hy-
pophosphataemia, should also be considered when evalu-
ating patients with suspected GBS. Accurate identification
of these alternative disorders is critical to ensure timely and
appropriate treatment.

DIAGNOSTIC SUPPORT TESTS FOR GBS

The 2023 EAN/PNS criteria identify four key categories
of diagnostic tests for GBS: CSF analysis, antibody testing,
electrodiagnostic studies, and imaging studies including
MRI or ultrasound of the nerves.

CSF analysis is a recommended component of the diagnos-
tic process, particularly in cases when the diagnosis is un-
certain, or other conditions need to be excluded. The hall-
mark finding in GBS is an elevated protein concentration
in the CSE with a normal or slightly increased white blood
cell count, typically <5 cells/pL. However, in rare cases, the
cell count may be higher. When the white blood cell count
exceeds 50 cells/pL, alternative diagnoses should be inves-
tigated. It is important to note that during the first week of
the disease, CSF protein levels may remain within normal
limits, and a diagnosis of GBS should not be excluded based
on this finding alone. Additionally, normal reference values
for CSF protein concentrations are higher in older adults,
a factor that should be considered during evaluation. These
nuances highlight the importance of integrating CSF find-
ings with other diagnostic modalities and clinical observa-
tions to accurately diagnose GBS (Breiner et al., 2019; van
Doorn et al., 2023; Leonhard et al., 2019).

A characteristic immunological feature of GBS is the pres-
ence of serum antibodies targeting gangliosides and other
antigens. These antibodies are most commonly associated
with the motor variants of GBS and certain cases of carpal
tunnel syndrome. However, antibody testing is not univer-
sally recommended for all forms of GBS. In sensorimotor
variants, the diagnostic sensitivity of antibody testing is low
to moderate, and routine testing in these cases is not ad-
vised. For specific subtypes, such as suspected MFS, testing
for anti-GQ1b antibodies is recommended due to its high
diagnostic specificity. Additionally, in patients demonstrat-
ing poor response to treatment, worsening of symptoms, or
recurrence after initial improvement, the possibility of au-
toimmune nodopathy should be considered in the differ-
ential diagnosis, warranting testing for antibodies against
nodal antigens.

Electrodiagnostic studies remain a cornerstone in confirm-
ing GBS, particularly when clinical symptoms strongly sug-
gest the condition. These tests provide additional diagnos-
tic certainty and are integral to the evaluation of suspected
GBS cases.

The classification of electrodiagnostic subtypes — AIDP,
AMAN, AMSAN - is not pivotal in the early diagnosis
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of GBS and does not currently influence management or
treatment strategies. In patients with suspected GBS who
are evaluated within the first week of symptom onset, cer-
tain electrodiagnostic findings may provide supportive evi-
dence for the diagnosis. However, due to their high sensitiv-
ity but low specificity, these features cannot reliably exclude
other conditions that mimic GBS. Key supportive electrodi-
agnostic findings include:

« evidence of polyneuropathy with motor and/or sensory
conduction abnormalities;

« absence of H reflexes;

« prolonged distal motor latency or reduced amplitude of
the compound muscle action potential (CMAP) in direct
responses of the facial nerve;

« absence of the blink response or prolonged ipsilateral R1
and R2 responses, as well as contralateral R2 responses
(van den Bergh et al, 2018; van Doorn et al., 2023;
Rajabally et al., 2015b; Rath et al., 2021; Veltsista et al.,
2023).

The diagnosis of GBS can be supported by specific electro-

diagnostic findings, which, despite their low to moderate

sensitivity, demonstrate high specificity. These abnormal-
ities include:

o calf muscle-sparing pattern — characterised by abnormal
sensory nerve action potentials (SNAPs) in the median or
ulnar nerves, with preserved normal sural nerve SNAP; it
is essential to exclude carpal tunnel syndrome as an alter-
native cause before attributing this pattern to GBS;

« indirect discharges resembling A-waves — often multiple
and differing from F-waves, providing a distinct electro-
diagnostic feature;

« prolongation of distal CMAP duration - defined as a du-
ration exceeding 8.5 ms, measured from the onset of the
first negative deviation to the return to baseline of the
last negative deviation, using a filter bandwidth of 2 Hz-
10 kHz (Chanson and Echaniz-Laguna, 2014; Derksen
etal,, 2014; van Doorn et al., 2023; Umapathi et al., 2015,
2019).

The presence of H reflexes reduces the likelihood of a GBS

diagnosis. However, normal electrodiagnostic results within

the first week of symptom onset do not rule out the condition.

Repeat electrodiagnostic testing is often recommended, as

abnormalities may take several weeks to manifest. In pa-

tients suspected of having Marley syndrome, the diagnosis
can be confirmed by identifying two key electrodiagnos-
tic abnormalities: a calf nerve-sparing pattern and sensory
and motor conduction changes consistent with polyneurop-
athy. These findings provide supportive evidence for diag-

nosis when clinical suspicion is high (Berciano et al., 2019;

van Doorn et al., 2023; Scarpino et al., 2016).

According to the 2023 EAN/PNS criteria, MRI and nerve

ultrasound are not recommended as routine diagnostic

tools for GBS in patients presenting with typical symptoms.

Although nerve root enhancement on MRI may support

a GBS diagnosis, it is not specific to the condition and does

not exclude other causes of polyradiculopathy.
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In cases where the disease course suggests A-CIDP, find-
ings such as extensive nerve enlargement on ultrasound or
MRI may support this diagnosis. However, these findings
are not exclusive to A-CIDP and should be interpreted cau-
tiously. A complete spinal MRI with contrast can be valu-
able for ruling out alternative diagnoses, including spinal
cord compression, transverse myelitis, spinal cord tumours,
or other conditions that may mimic GBS. This approach en-
sures a thorough evaluation in cases with atypical features
or diagnostic uncertainty (van Doorn et al., 2023; Grimm
etal., 2019).

TREATMENT OF GBS

GBS can present with rapidly progressive muscle weakness,
potentially leading to respiratory failure within hours or
days. Failure to recognise impending respiratory compro-
mise early may result in severe hypoxia, leading to death
or permanent disability. Proactive transfer of patients with
GBS to an ICU allows for early identification of respirato-
ry deterioration, enabling timely initiation of ventilatory
support and intubation if necessary. This approach reduces
the risk of unexpected emergencies and has been shown to
improve patient outcomes and prognosis.

Systematic Cochrane reviews have evaluated the efficacy
of treatments for GBS, including plasma exchange, intra-
venous immunoglobulin (IVIG), corticosteroids, and other
therapeutic interventions. Most randomised clinical trials
included in these reviews focused on patients with signifi-
cant functional impairment, defined as those unable to walk
without assistance, corresponding to grade 3 or higher on
the GBS Disability Scale (GBS-DS). These studies provide
critical insights into the management of severe GBS cas-
es, although evidence for less severe forms remains limit-
ed (Chevret et al., 2017; Doets et al., 2022; van Doorn et al.,
2023; Vanhoutte et al., 2015).

The 2023 EAN/PNS criteria strongly recommend initiat-
ing plasmapheresis as soon as possible in patients with GBS
who are unable to walk without assistance, provided thera-
py begins within the first four weeks of symptom onset. For
patients with severe disability, it is advised to perform four
to five plasmapheresis sessions over a period of 1-2 weeks,
with a total plasma exchange volume of 12-15 L. For pa-
tients with GBS who are still able to walk independently but
cannot run (GBS-DS grade 2), a weaker recommendation is
made for two plasmapheresis sessions within the first two
weeks after the onset of weakness. These guidelines high-
light the importance of early intervention and the need to
tailor the intensity of therapy to the severity of the disease.
Plasmapheresis involving four to five exchanges over
1-2 weeks is recommended for patients with GBS who are
ambulatory but show signs of rapid clinical deterioration,
risk of requiring ventilatory support, difficulty swallowing,
or other adverse prognostic factors. These individuals are
at high risk of further worsening, which early plasmapher-
esis may help prevent. In contrast, plasmapheresis is not

AKTUALN NEUROL 2025, 25 (2), p. 7076




Guillain—Barré syndrome — diagnosis and treatment based on the 2023 EAN/PNS criteria

recommended for patients with very mild disease (GBS-DS
grade 1) whose condition remains stable within the first
two weeks after symptom onset. Similarly, patients with
mild disease (GBS-DS grades 1 or 2) who remain stable be-
tween two and four weeks after onset are unlikely to expe-
rience significant further deterioration, and plasmaphere-
sis is not advised. There have been no randomised clinical
trials comparing intravenous immunoglobulin (IVIg) with
placebo in patients with GBS. Research has primarily fo-
cused on comparing the efficacy of IVIg with plasmaphere-
sis, which was already established as an effective treatment
at the time IVIg was studied. It is strongly recommended
to initiate IVIg therapy as early as possible in patients who
cannot walk without assistance (GBS-DS grade 3 or higher),
provided treatment begins within two weeks of symptom
onset. The standard IVIg regimen of 0.4 g/kg/day for five
days is recommended over alternative schedules, such as
low-dose therapy (0.4 g/kg/day for three days), high-dose
therapy (0.4 g/kg/day for six days), or a two-day regimen
(1 g/kg/day). For patients with a poor prognosis a single
standard IVIg course (0.4 g/kg/day for five days) is advised
rather than repeating the regimen. The guidelines do not
express a preference between IVIg and plasmapheresis; the
choice should rely on clinical judgment, patient-specific fac-
tors, and local availability. Transitioning from intravenous
immunoglobulin to subcutaneous immunoglobulin (SCIG)
has been shown to reduce the incidence of adverse effects
associated with immunoglobulin therapy (van Doorn et al.,
2023; Guo et al., 2018; Walgaard et al., 2021).
Immunoadsorption, a technique designed to remove po-
tentially pathogenic antibodies, is not recommended for the
treatment of GBS.

As GBS is considered an immune-mediated disease, corti-
costeroids have been investigated as a potential therapeutic
option. However, studies evaluating both oral and intrave-
nous corticosteroids have shown limited efficacy. The use of
oral corticosteroids is strongly discouraged in the treatment
of GBS. Similarly, intravenous methylprednisolone (IVMP)
is strongly discouraged, whether administered as mono-
therapy or in combination with intravenous immunoglob-
ulin (IVIg). These recommendations reflect the lack of evi-
dence supporting corticosteroids in GBS management and
the availability of more effective treatment options (Doets
et al., 2020; van Doorn et al., 2023; Pritchard et al., 2016).

CONCLUSION

The 2023 EAN/PNS criteria represent a significant ad-
vancement in the diagnosis and treatment of GBS, provid-
ing a standardised approach that improves diagnostic pre-
cision and optimises therapeutic outcomes. Key updates
emphasise the importance of early identification, differenti-
ation from chronic neuropathies, and evidence-based inter-
ventions such as plasmapheresis and intravenous immuno-
globulin (IVIg). Despite these advances, further research is
needed to optimise management for atypical presentations
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and to address gaps in understanding GBS variants and
long-term prognosis. Overall, these guidelines underscore
the critical need for timely intervention and individualised
care for improved patient outcomes.
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