? frontiers ‘ Frontiers in Immunology

@ Check for updates

OPEN ACCESS

EDITED BY
Gian Marco Ghiggeri,
Giannina Gaslini Institute (IRCCS), Italy

REVIEWED BY
Lorna Galleguillos,
Clinica Alemana, Chile
Koike Haruki,

Saga University, Japan

*CORRESPONDENCE
Ling Zhu
3412771529@qg.com

"These authors have contributed
equally to this work and share
first authorship

RECEIVED 21 May 2024
ACCEPTED 12 March 2025
PUBLISHED 02 April 2025

CITATION
Luo L, Chen L, Li J, Deng Y, Chen C,

Cheng D, Liu Y, Zhang H and Zhu L (2025)
Case Report: Successful treatment of severe
Guillain-Barré syndrome with paralytic ileus
as a presenting symptom by intensive
immunotherapy.

Front. Immunol. 16:1435817.

doi: 10.3389/fimmu.2025.1435817

COPYRIGHT

© 2025 Luo, Chen, Li, Deng, Chen, Cheng, Liu,

Zhang and Zhu. This is an open-access article
distributed under the terms of the Creative
Commons Attribution License (CC BY). The
use, distribution or reproduction in other
forums is permitted, provided the original
author(s) and the copyright owner(s) are
credited and that the original publication in
this journal is cited, in accordance with
accepted academic practice. No use,
distribution or reproduction is permitted
which does not comply with these terms.

Frontiers in Immunology

TvpPE Case Report
PUBLISHED 02 April 2025
po110.3389/fimmu.2025.1435817

Case Report: Successful
treatment of severe Guillain-
Barré syndrome with paralytic
ileus as a presenting symptom by
Intensive immunotherapy
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Involvement of the intestinal autonomic nerves in Guillain-Barré syndrome (GBS)
can lead to paralytic ileus, a condition commonly observed in severe cases during
later stages of the disease. Cases with paralytic ileus as a presenting symptom are
very rare. We report a case of a 35-year-old male patient who was admitted to
the hospital with acute abdominal pain persisting for 12 hours. Abdominal CT
suggested small bowel obstruction, for which routine conventional
pharmacological treatment were ineffective. Subsequently, the patient
presented with multiple sets of cranial nerve paralysis, bilateral symmetrical
delayed paralysis, distal limb numbness, respiratory failure, urinary retention,
shock, and electrophysiology, suggesting axonal-type multifocal peripheral
nerve damage. Notably, blood antiganglioside tests showed IgG positivity for
anti-sulfatide antibodies, anti-GD1a antibodies, and anti-GTla antibodies. The
patient was administered plasma exchange combined with intravenous
immunoglobulin, and symptoms gradually improved. The patient resumed
independent ambulation within two months and returned to normal status at
one year, with no recurrence of symptoms. Given that paralytic ileus can precede
other neurological abnormalities in patients with GBS, early detection and
individualized treatment are critical to reduce the risk of death and promote
recovery. Here, we demonstrate that intensive immunotherapy is a viable
therapeutic approach that can be clinically adopted for such conditions.
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Introduction

Guillain-Barre syndrome (GBS) is an autoimmune peripheral
neuropathy characterized by acute flaccid paralysis. It affects
individuals of all age groups worldwide. Despite standard
immunotherapies, approximately 5% of those affected succumb to
the condition, and an additional 20% are unable to walk independently
one year after disease onset (1). Approximately 20% of people with
GBS experience respiratory failure requiring mechanical ventilation (2),
which poses a severe threat to human health.

Autonomic dysfunction has been reported in more than half of
patients with GBS, primarily affecting the cardiovascular system,
urinary tract, and intestines. Paralytic ileus is a rare occurrence
typically observed in severe cases during the later stages of the
disease (3). However, in rare circumstances, paralytic ileus can
manifest as the initial and sole presentation of GBS in the early
stages of the disease (4). Moreover, patients with GBS who have
comorbid autonomic dysfunction experience a higher mortality rate
and slower neurological recovery, requiring meticulous medical
attention (5, 6), and the treatment of such patients remains
challenging, especially in severe cases.

The pathophysiology of GBS is complex, with distinct
mechanisms potentially underlying the demyelinating and axonal
subtypes. Anti-ganglioside antibodies, particularly anti-GM1 and
anti-GD1a antibodies, are closely related to the pathogenesis of the
axonal form of GBS (acute motor axonal neuropathy, AMAN; acute
motor and sensory axonal neuropathy, AMSAN). Although the
pathological hallmark of the demyelinating form of GBS (acute
inflammatory demyelinating poly neuropathy, AIDP) is the
phagocytosis of myelin by macrophages, the relationship between
autoantibodies to AIDP has not been fully clarified (7, 8). Notably,
the pathophysiological mechanisms underlying GBS are still being
elucidated, with both T cells and B cells likely implicated in its
pathogenesis (9). The complexity of the mechanisms indicates that
there is room for improvement in therapeutic strategies.

10.3389/fimmu.2025.1435817

Case presentation

A 35-year-old man was admitted to the emergency department
with abdominal pain and distension for 12 hours without other
clinical manifestations. The patient was transferred to the general
surgery department, where abdominal CT suggested a small bowel
obstruction (Figure 1). Upon examination, he had a temperature of
36.7°C, heart rate of 85 bpm, blood pressure of 125/75 mmHg, and
respiratory rate of 12 breaths/min. The patient’s abdomen was
slightly distended, and pressure pain was noted around the
umbilicus, with no significant rebound pain, and diminished
bowel sounds. The electrocardiogram was normal, and no
significant abnormalities were found in arterial blood gas analysis,
complete blood count, coagulation profile, D-dimer, liver and
kidney function tests, electrolytes, cardiac enzymes, or tumor
markers, revealing no evidence of electrolyte imbalances,
inflammatory acute abdomen (such as appendicitis, cholecystitis,
or pancreatitis), intestinal mucosal ischemia or necrosis, or intra-
abdominal infections—common causes of ileus, and the patient’s
ileus showed no response to treatments such as paraffin oil enema
and catharsis, gastrointestinal decompression, antibiotics, proton
pump inhibitors, or somatostatin therapy. The patient denied a
history of antecedent infection, and the other medical histories were
unremarkable. On the third day of admission, the patient had
bilateral eyelid ptosis, hoarseness, limited tongue extension, neck
weakness, a Medical Research Council of the Extremities (MRC)
grade of 4/5, and a negative Babinski’s sign. No significant
abnormalities on the brain MRI scan were observed on day 3,
and the etiology of the patient’s symptoms remained undetermined.
On the fourth day of admission, the patient experienced the loss of
deep tendon reflection in all four limbs, with an MRC grade of 2/5,
accompanied by loss of tactile and pain sensation in the distal limbs,
respiratory failure requiring mechanical ventilation, shock
requiring pressurization, and urinary retention requiring
catheterization. After an urgent multidisciplinary consultation, the

FIGURE 1

Enhanced CT of the abdomen [(a) axial view; (b) coronal view] shows multiple small bowel and colon bowel dilatations, mild to moderate
enhancement of the bowel wall, and multiple air-liquid planes, with no evidence of obstruction points.
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patient was clinically diagnosed with GBS with an mEGOS score of
9 (10) and transferred to the Neuro ICU for plasma exchange (PE)
(40 ml/kg/qod). A lumbar puncture was performed on the same
day, revealing that the cerebrospinal fluid routine and biochemical
tests were within normal ranges.

The patient’s condition did not improve after receiving the
initial PE, and it continued to progress. On the sixth day of
admission, the patient became lethargic, was unable to open his
eyes, had fixation of both eyeballs, and had an MRC grade of 1/5 in
the extremities and a Hughes score of 5. Electromyography (EMG)
performed on day 6 suggested bilateral symmetrical axonal-type
motor-sensory poly peripheral neuropathy with a peroneal nerve-
sparing pattern, lack of F-waves, disappearance of bilateral blink
reflexes, and the EMG results supporting the diagnosis of GBS. The
patient then received three additional PEs (40 ml/kg/qod). After
four PE sessions, the patient regained alertness, eye movement
returned, and limb muscle strength was achieved with an MRC
grade of 3/5. However, he consistently had persistent poor
gastrointestinal emptying, respiratory weakness, and exposure to
life-threatening conditions. The patient was provided a course of
intravenous immunoglobulin (IVIG), as it is possible for individual
patients to benefit from intensive treatment early in the disease
before irreversible neurologic damage occurs.

A repeat lumbar puncture was performed on day 12 of
admission; the CSF routine and biochemical test findings were
still in the normal range. Notably, immunoblotting assays revealed
positive results for serum anti-sulfatide IgG, anti-GD1a IgG, and
anti-GT1a IgG, whereas cerebrospinal fluid tests were negative. On
day 16, the patient resumed urination, anal exhaust, and defecation,
and enteral nutrition was administered. Based on the patient’s
medical history, auxiliary examinations, and response to
treatment, we concluded that the paralytic ileus was of GBS
origin. However, the patient’s respiratory function improved
slowly and repeated weaning tests failed. On the 17th day of
admission, a tracheotomy was performed. By the 34th day, the
patient was successfully weaned off the ventilator, and a repeat EMG
examination was conducted, revealing that the amplitudes of the

10.3389/fimmu.2025.1435817

compound muscle action potential and sensory nerve action
potential were significantly higher than before. Moreover, the F-
wave latencies of the bilateral median, ulnar, and tibial nerves were
all within normal ranges, with an occurrence rate of 100%. The
blink reflex also returned to normal. The tracheostomy tube was
removed on the 41st day. He resumed independent walking on the
60th day but required assistance getting up from a squat, which he
could perform without assistance at the 8th month. After one year,
the patient could run, albeit not as well as before the onset of the
disease (Figure 2).

Discussion

Our patient initially presented with symptoms unsuggestive of
GBS, such as abdominal pain and distension (11). However, the
patient subsequently developed a typical cluster of GBS symptoms,
including symmetrical delayed paralysis, numbness of the
extremities at the ends, cranial nerve involvement, urinary
retention, shock, and respiratory failure. The diagnosis of GBS
was confirmed based on electrophysiological studies, the presence
of positive anti-ganglionic antibodies, the effectiveness of
immunotherapy, the absence of any other explanatory etiologies,
and a unidirectional course of the disease.

Tleus occurs in approximately 16% of patients with GBS (3, 12).
However, this figure may be overestimated owing to the lack of
uniform diagnostic criteria and difficulty distinguishing GBS-induced
ileus from confounding factors, such as critical illness, electrolyte
disturbances, immobility, and medications (e.g., anesthetics) (3, 13).
Paralytic ileus is thought to be caused by GBS damage to the
gastrointestinal autonomic nerves. Autopsy results confirm
autonomic demyelination is present in patients with GBS (14),
resulting from an immune response to the autonomic nerves (15).
Spectral analysis of heart rate variability revealed a marked shift in
sympathovagal balance to sympathetic dominance at the height of
GBS disease (16), and similar alterations have been observed in Miller
Fisher syndrome (17). Sympathetic dominance may also be present in
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FIGURE 2

Timeline showing the main relevant events in the case. MRI, magnetic resonance imaging; EMG, electromyogram; PE, plasma exchange; IVIG,

intravenous immunoglobulin.
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the autonomic nervous system of the gastrointestinal tract during the
acute phase of GBS, leading to slow gastrointestinal motility and
potentially ileus (13).

Gangliosides are widely present in tissue cells and are particularly
abundant in nerve cell myelin membranes, axon membranes,
neuromuscular junctions, and nodes of Ranvier. Antibody binding
to gangliosides in these regions may lead to disturbances in axon-glia
interactions, disorders in ion channel regulation, and trigger axonal
degeneration (18, 19). This process can destabilize cytoskeletal
structures and impede nerve conduction (8, 18). Antibodies against
gangliosides are occasionally associated with clinical signs suggestive
of selective nerve damage. Our patient tested positive for blood anti-
GT1la, anti-GDla, and anti-sulfatide antibodies. Anti-GTla
antibodies have been associated with somnolence, ataxia,
extraocular muscle paralysis, oropharyngeal involvement, medullary
paralysis, decreased tendon reflexes, and pharyngeal and cervical
brachial weakness (20, 21). Anti-GDla antibodies have been
implicated in the pathogenesis of AMAN and AMSAN and have
been associated with distal dominant weakness, neck weakness, and
cranial nerve injury (21). Neuropathic manifestations of anti-sulfatide
antibodies are highly heterogeneous and have previously been
reported to be associated with sensory axonal neuropathies with
small fibers, ataxia, and pain (22). Our patient’s clinical presentation
is consistent with those reported in previous studies.

The observation that our patient’s condition continued to
deteriorate after the initial PE is a commonly observed
phenomenon and is considered a natural progression of the disease.
At least 25% of patients experience a decline during or shortly after
treatment with IVIG or PE. This phenomenon is not attributed to
drug resistance, as the patient’s medical status would have continued
to worsen in the absence of treatment (23). Following a brief
exacerbation of symptoms, the patient gradually experienced recovery.

Although studies in Western countries have shown no
significant difference between PE combined with IVIG and PE
treatment alone, the sample size in these studies may not have been
large enough to rule out a small beneficial effect of combination
therapy (24). In addition, previous studies did not include a
sufficient number of participants with axonal GBS to determine
whether they responded differently to treatment compared to those
with AIDP (25). Geography appears to influence the GBS
electrophysiologic subtypes, with axonal subtypes being higher in
Asian countries than in Europe and the United States of America
(26). An observational study based in Japan found that intensive
immunotherapy was superior to a single course of Propecia in
serious patients (mEGOS > 7 points on admission) (27). However, a
randomized controlled trial conducted in the Netherlands
demonstrated the ineffectiveness of a second course of IVIG (28).
Differences in studies did not exclude correlations with different
electrophysiological characteristics, since pathogenic mechanisms
of axonal and demyelinating types could differ (7, 8). Moreover,
patients with GBS have high heterogeneity, and intensified
immunotherapy shows potential benefits for patients with
treatment-related fluctuations and severe cases (27, 29, 30).
Additionally, the mechanisms of PE and IVIG therapy are
distinct. PE functions by removing circulating autoantibodies,
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whereas IVIG therapy neutralizes autoantibodies, inhibits
complement activation, suppresses the formation of membrane
attack complexes, and acts by blocking antibody production.
According to preliminary evidence, PE combined with IVIG
shows significant efficacy in severe pediatric cases, indicating a
potential synergistic effect (30). Our patient was classified as
AMSAN according to the electrodiagnostic criteria summarized
by Uncini (31); his mEGOS score on day 4 of admission was 9. He
gradually improved after receiving intensive immunotherapy
without any significant side effects. Lee et al. reported a similarly
severe case of GBS that started with ileus, followed by severe delayed
paralysis and respiratory failure. The patient recovered his muscle
strength after one course of IVIG, but poor gastric emptying
persisted, and enteral nutritional support was unavailable. He
ultimately died from a severe infection (32). In contrast, relatively
mild cases of GBS presenting with ileus have been reported to
respond well to IVIG (4, 33, 34). Although we do not know the
outcome of PE or IVIG treatment alone in our patient, to our
knowledge, this is the only reported case of severe GBS starting with
paralytic ileus that has been successfully treated. More evidence and
trials are required to establish a treatment plan.

Conclusion

Clinical practitioners should consider the possibility of GBS
when encountering acute abdominal pain or paralytic ileus to avoid
misdiagnosis or underdiagnosis, especially during non-specialty
visits. Early diagnosis and timely individualized treatment are
essential to improve patient prognosis.

Data availability statement

The original contributions presented in the study are included
in the article/Supplementary Material. Further inquiries can be
directed to the corresponding author.

Ethics statement

Ethical approval was not required for the studies involving
humans because the authors confirmed that this study did not
require a review board. The studies were conducted in accordance
with the local legislation and institutional requirements. The
participants provided their written informed consent to
participate in this study. Written informed consent was obtained
from the individual(s) for the publication of any potentially
identifiable images or data included in this article.

Author contributions

LL: Conceptualization, Data curation, Formal Analysis,
Investigation, Methodology, Project administration, Resources,
Software, Supervision, Validation, Visualization, Writing — original

frontiersin.org


https://doi.org/10.3389/fimmu.2025.1435817
https://www.frontiersin.org/journals/immunology
https://www.frontiersin.org

Luo et al.

draft, Writing - review & editing. LC: Data curation, Formal Analysis,
Investigation, Methodology, Project administration, Software, Writing —
original draft, Writing — review & editing. JL: Data curation, Formal
Analysis, Investigation, Methodology, Project administration,
Supervision, Writing — original draft, Writing — review & editing. YD:
Data curation, Formal Analysis, Investigation, Methodology, Project
administration, Software, Writing — original draft, Writing — review &
editing. CC: Data curation, Formal Analysis, Funding acquisition,
Investigation, Methodology, Project administration, Writing — original
draft, Writing — review & editing. DC: Data curation, Formal Analysis,
Investigation, Methodology, Project administration, Supervision, Writing
— original draft, Writing — review & editing. YL: Data curation, Formal
Analysis, Investigation, Methodology, Project administration, Resources,
Supervision, Validation, Writing — original draft, Writing — review &
editing. HZ: Data curation, Formal Analysis, Investigation, Methodology,
Project administration, Resources, Supervision, Validation, Writing —
original draft, Writing — review & editing. LZ: Conceptualization, Data
curation, Formal Analysis, Investigation, Methodology, Project
administration, Resources, Software, Supervision, Validation,
Visualization, Writing — original draft, Writing — review & editing.

Funding

The author(s) declare that financial support was received for the
research and/or publication of this article. The present study was

References

1. Shahrizaila N, Lehmann HC, Kuwabara S. Guillain-barré syndrome. Lancet
(London England). (2021) 397:1214-28. doi: 10.1016/s0140-6736(21)00517-1

2. Leonhard SE, Mandarakas MR, Gondim FAA, Bateman K, Ferreira MLB,
Cornblath DR, et al. Diagnosis and management of Guillain-Barré syndrome in ten
steps. Nat Rev Neurol. (2019) 15:671-83. doi: 10.1038/s41582-019-0250-9

3. Zaeem Z, Siddiqi ZA, Zochodne DW. Autonomic involvement in Guillain-Barre
syndrome: an update. Clin Auton Res. (2019) 29:289-99. doi: 10.1007/s10286-018-0542-y

4. Nowe T, Hiittemann K, Engelhorn T, Schellinger PD, Kéhrmann M. Paralytic
ileus as a presenting symptom of Guillain-Barré syndrome. J Neurol. (2008) 255:756-7.
doi: 10.1007/s00415-008-0783-0

5. Chakraborty T, Kramer CL, Wijdicks EFM, Rabinstein AA. Dysautonomia in
guillain-barré Syndrome: prevalence, clinical spectrum, and outcomes. Neurocritical
Care. (2020) 32:113-20. doi: 10.1007/s12028-019-00781-w

6. Zochodne DW. Autonomic involvement in Guillain-Barre syndrome: a review.
Muscle Nerve. (1994) 17:1145-55. doi: 10.1002/mus.880171004

7. Koike H, Fukami Y, Nishi R, Kawagashira Y, Iijima M, Katsuno M, et al.
Ultrastructural mechanisms of macrophage-induced demyelination in Guillain-Barré
syndrome. ] Neurol Neurosurg Psychiatry. (2020) 91:650-9. doi: 10.1136/jnnp-2019-322479

8. Kuwabara S, Yuki N. Axonal Guillain-Barré syndrome: concepts and
controversies. Lancet Neurol. (2013) 12:1180-8. doi: 10.1016/s1474-4422(13)70215-1

9. Hughes RAC. Guillain-Barré syndrome: History, pathogenesis, treatment, and
future directions. Eur ] Neurol. (2024) 31:¢16346. doi: 10.1111/ene.16346

10. Walgaard C, Lingsma HF, Ruts L, van Doorn PA, Steyerberg EW, Jacobs BC.
Early recognition of poor prognosis in Guillain-Barre syndrome. Neurology. (2011)
76:968-75. doi: 10.1212/WNL.0b013e3182104407

11. van Doorn PA, Van den Bergh PYK, Hadden RDM, Avau B, Vankrunkelsven P,
Attarian S, et al. European Academy of Neurology/Peripheral Nerve Society Guideline
on diagnosis and treatment of Guillain-Barré syndrome. Eur ] Neurol. (2023) 30:3646—
74. doi: 10.1111/ene.16073

12. Bazan-Rodriguez L, Ruiz-Avalos JA, de Sarachaga AJ, Martinez-Jimenez E,
Lopez-Hernandez JC, Vargas-Cafias S. Dysautonomia and related outcomes in
Guillain-Barre syndrome. Autonomic Neuroscience: Basic Clin. (2023) 245:103070.
doi: 10.1016/j.autneu.2022.103070

Frontiers in Immunology

10.3389/fimmu.2025.1435817

supported by the Xiangtan Municipal Bureau of Science and
Technology (grant no. SF-ZDJH20231038).

Conflict of interest

The authors declare that the research was conducted in the
absence of any commercial or financial relationships that could be
construed as a potential conflict of interest.

Publisher’'s note

All claims expressed in this article are solely those of the authors
and do not necessarily represent those of their affiliated organizations,
or those of the publisher, the editors and the reviewers. Any product
that may be evaluated in this article, or claim that may be made by its
manufacturer, is not guaranteed or endorsed by the publisher.

Supplementary material

The Supplementary Material for this article can be found online
at: https://www.frontiersin.org/articles/10.3389/fimmu.2025.1435817/
full#supplementary-material

13. Burns TM, Lawn ND, Low PA, Camilleri M, Wijdicks EF. Adynamic ileus in
severe Guillain-Barré syndrome. Muscle Nerve. (2001) 24:963-5. doi: 10.1002/mus.1095

14. Asbury AK, Arnason BG, Adams RD. The inﬂammatory lesion in idiopathic
polyneuritis. Its role in pathogenesis. Medicine. (1969) 48:173-215. doi: 10.1097/
00005792-196905000-00001

15. Tuck RR, McLeod JG. Autonomic dysfunction in Guillain-Barré syndrome. J
Neurol Neurosurg Psychiatry. (1981) 44:983-90. doi: 10.1136/jnnp.44.11.983

16. Flachenecker P, Hartung HP, Reiners K. Power spectrum analysis of heart rate
variability in Guillain-Barré syndrome. A longitudinal study. Brain: ] Neurol. (1997)
120:1885-94. doi: 10.1093/brain/120.10.1885

17. Lyu RK, Tang LM, Hsu WC, Chen ST. Quantitative cardiovascular autonomic
function study in Fisher syndrome. ] Neurol Neurosurg Psychiatry. (2002) 73:333-5.
doi: 10.1136/jnnp.73.3.333

18. Lopez PHH, Baez BB. Gangliosides in axon stability and regeneration. Prog Mol
Biol Trans Sci. (2018) 156:383-412. doi: 10.1016/bs.pmbts.2018.03.001

19. Emilien D, Hugh W. Diagnostic utility of auto antibodies in inflammatory nerve
disorders. ] Neuromuscul Dis. (2015) 2:107-12. doi: 10.3233/jnd-150078

20. Malek E, Salameh J. Guillain-barre syndrome. Semin Neurol. (2019) 39:589-95.
doi: 10.1055/s-0039-1693005

21. Ariga T, Yu RK. Antiglycolipid antibodies in Guillain-Barré syndrome and
related diseases: review of clinical features and antibody specificities. ] Neurosci Res.
(2005) 80:1-17. doi: 10.1002/jnr.20395

22. Campagnolo M, Ferrari S, Dalla Torre C, Cabrini I, Cacciavillani M, Lucchetta
M, et al. Polyneuropathy with anti-sulfatide and anti-MAG antibodies: clinical,
neurophysiological, pathological features and response to treatment. J
Neuroimmunol. (2015) 281:1-4. doi: 10.1016/j.jneuroim.2015.02.009

23. Hughes RA, Swan AV, van Doorn PA. Intravenous immunoglobulin for
Guillain-Barré syndrome. Cochrane Database Syst Rev. (2014) 2014:Cd002063.
doi: 10.1002/14651858.CD002063.pub6

24. Plasma Exchange/Sandoglobulin Guillain-Barré Syndrome Trial Group.
Randomised trial of plasma exchange, intravenous immunoglobulin, and combined
treatments in Guillain-Barré syndrome. Lancet (London England). (1997) 349:225-30.
doi: 10.1016/S0140-6736(96)09095-2

frontiersin.org


https://www.frontiersin.org/articles/10.3389/fimmu.2025.1435817/full#supplementary-material
https://www.frontiersin.org/articles/10.3389/fimmu.2025.1435817/full#supplementary-material
https://doi.org/10.1016/s0140-6736(21)00517-1
https://doi.org/10.1038/s41582-019-0250-9
https://doi.org/10.1007/s10286-018-0542-y
https://doi.org/10.1007/s00415-008-0783-0
https://doi.org/10.1007/s12028-019-00781-w
https://doi.org/10.1002/mus.880171004
https://doi.org/10.1136/jnnp-2019-322479
https://doi.org/10.1016/s1474-4422(13)70215-1
https://doi.org/10.1111/ene.16346
https://doi.org/10.1212/WNL.0b013e3182104407
https://doi.org/10.1111/ene.16073
https://doi.org/10.1016/j.autneu.2022.103070
https://doi.org/10.1002/mus.1095
https://doi.org/10.1097/00005792-196905000-00001
https://doi.org/10.1097/00005792-196905000-00001
https://doi.org/10.1136/jnnp.44.11.983
https://doi.org/10.1093/brain/120.10.1885
https://doi.org/10.1136/jnnp.73.3.333
https://doi.org/10.1016/bs.pmbts.2018.03.001
https://doi.org/10.3233/jnd-150078
https://doi.org/10.1055/s-0039-1693005
https://doi.org/10.1002/jnr.20395
https://doi.org/10.1016/j.jneuroim.2015.02.009
https://doi.org/10.1002/14651858.CD002063.pub6
https://doi.org/10.1016/S0140-6736(96)09095-2
https://doi.org/10.3389/fimmu.2025.1435817
https://www.frontiersin.org/journals/immunology
https://www.frontiersin.org

Luo et al.

25. Hughes RA, Swan AV, Raphaél JC, Annane D, van Koningsveld R, van Doorn
PA. Immunotherapy for Guillain-Barré syndrome: a systematic review. Brain: ] Neurol.
(2007) 130:2245-57. doi: 10.1093/brain/awm004

26. Song Y, Zhang Y, Yuki N, Wakerley BR, Liu C, Song J, et al. Guillain-Barre
syndrome in Eastern China: A study of 595 patients. Eur ] Neurol. (2021) 28:2727-35.
doi: 10.1111/ene.14898

27. Yamagishi Y, Suzuki H, Sonoo M, Kuwabara S, Yokota T, Nomura K, et al.
Markers for Guillain-Barré syndrome with poor prognosis: a multi-center study. J
Peripher Nerv Syst: JPNS. (2017) 22:433-9. doi: 10.1111/jns.12234

28. Walgaard C, Jacobs BC, Lingsma HF, Steyerberg EW, van den Berg B, Doets AY,
et al. Second intravenous immunoglobulin dose in patients with Guillain-Barre
syndrome with poor prognosis (SID-GBS): a double-blind, randomised, placebo-
controlled trial. Lancet Neurol. (2021) 20:275-83. doi: 10.1016/s1474-4422(20)30494-4

29. Verboon C, Doets AY, Galassi G, Davidson A, Waheed W, Péréon Y, et al.
Current treatment practice of Guillain-Barré syndrome. Neurology. (2019) 93:e59-76.
doi: 10.1212/wnl.0000000000007719

Frontiers in Immunology

06

10.3389/fimmu.2025.1435817

30. Nikolaus M, Kiihne F, Tietze A, Thumfart J, Kempf C, Gratopp A, et al.
Modified zipper method, a promising treatment option in severe pediatric immune-
mediated neurologic disorders. J Child Neurol. (2022) 37:505-16. doi: 10.1177/
08830738221089476

31. Uncini A, Ippoliti L, Shahrizaila N, Sekiguchi Y, Kuwabara S. Optimizing the
electrodiagnostic accuracy in Guillain-Barré syndrome subtypes: Criteria sets and
sparse linear discriminant analysis. Clin neurophysiology: Off ] Int Fed Clin
Neurophysiol. (2017) 128:1176-83. doi: 10.1016/j.clinph.2017.03.048

32. Lee KH, Ho TH, Lee JT, Lin LF, Chang WC, Shih CC, et al. Paralytic ileus as the
presenting symptom for Guillain-Barré syndrome: a case report. ] Int Med Res. (2020)
48:300060519893169. doi: 10.1177/0300060519893169

33. Man BL, Fu YP. Intestinal pseudo-obstruction as a presenting symptom of
Guillain-Barré syndrome. BMJ Case Rep. (2014) 2014. doi: 10.1136/bcr-2014-205155

34. Liu X, Chen X, Zhou Y, Zhang X. Paralytic ileus as first symptom of Miller
Fisher syndrome: A case report. Medicine. (2022) 101:e30434. doi: 10.1097/
md.0000000000030434

frontiersin.org


https://doi.org/10.1093/brain/awm004
https://doi.org/10.1111/ene.14898
https://doi.org/10.1111/jns.12234
https://doi.org/10.1016/s1474-4422(20)30494-4
https://doi.org/10.1212/wnl.0000000000007719
https://doi.org/10.1177/08830738221089476
https://doi.org/10.1177/08830738221089476
https://doi.org/10.1016/j.clinph.2017.03.048
https://doi.org/10.1177/0300060519893169
https://doi.org/10.1136/bcr-2014-205155
https://doi.org/10.1097/md.0000000000030434
https://doi.org/10.1097/md.0000000000030434
https://doi.org/10.3389/fimmu.2025.1435817
https://www.frontiersin.org/journals/immunology
https://www.frontiersin.org

	Case Report: Successful treatment of severe Guillain-Barr&eacute; syndrome with paralytic ileus as a presenting symptom by intensive immunotherapy
	Introduction
	Case presentation
	Discussion
	Conclusion
	Data availability statement
	Ethics statement
	Author contributions
	Funding
	Conflict of interest
	Publisher’s note
	Supplementary material
	References


