
 

546 

  

Int. j. adv. multidisc. res. stud. 2026; 6(3):546-547 

 

 

In Order to Apply Specific Anti-Infective Treatment in Neonatal GBS, Identification 

of the Causative Pathogen is Essential 

Josef Finsterer 

Department of Neurology, Neurology & Neurophysiology Center, Vienna, Austria 

DOI: https://doi.org/10.62225/2583049X.2026.6.3.6311   Corresponding Author: Josef Finsterer

Letter to the Editor 

We read with interest the article by Pasawal et al. about a 24-day-old boy who developed floppy infant syndrome and 

respiratory failure on day 18 of life, which was attributed to demyelinating Guillain-Barré syndrome (GBS) [1]. The boy made a 

full recovery after administration of intravenous immunoglobulins (IVIG) [1]. The study is interesting but raises some 

questions. 

Firstly, the trigger for GBS could not be identified [1]. Triggers for GBS include infections, vaccinations, and surgery [1]. 

Infections can be caused by viruses, bacteria, or protozoa. The most common pathogens that cause GBS include 

Campylobacter jejuni, Haemophilus influenzae, Mycoplasma pneumoniae, HCV, HEV, HSV, VZV, SARS-CoV-2, dengue 

virus, Zika virus, CMV, HIV, HBV, EBV, Plasmodium falciparum, leptospirosis, Orientia tsutsugamushi, Treponema 

pallidum, and Mycobacterium tuberculosis [2]. Identifying the causative pathogen is crucial, as treating the infection is just as 

important as treating the neurological disorder. 

Second, the increase in IgG antibodies against the SARS-CoV-2 virus does not necessarily mean that the patient was recently 

infected with SARS-CoV-2. Since IgG antibodies can cross the placenta and be transferred from mother to fetus [3], it is 

conceivable that the elevated antibody titer in the index patient originated from the mother and not from the patient himself. 

Had the mother tested positive for SARS-CoV-2 before or during pregnancy? 

Third, it is unclear why a hereditary disease was initially suspected [1]. The patient developed normally during the first few 

days of life and only began to show a deterioration in motor function from day 18 onwards. Reports indicate that the patient 

was healthy until day 10, when he developed fever, cough, runny nose, and diarrhea [1]. This is a strong evidence that motor 

dysfunction developed after an infectious disease in an initially healthy individual, suggesting that the muscle weakness was 

acquired rather than congenital. 

The fourth point concerns the fetal stress that necessitated a cesarean section [1]. What specific complications occurred that 

made this procedure necessary? Was the mother a primiparous woman or had she given birth before? In this context, the Agpar 

score at birth is missing; was it normal or pathological? 

The fifth point concerns the enhancement of the cauda equina. However, since the patient developed tetraparesis and cranial 

nerve involvement, contrast enhancement of the cervical or cranial nerve roots is to be expected. 

The sixth point concerns the missing information on the motor, sensory, or mixed nerves examined. Knowledge of the detailed 

nerve conduction velocity test results is crucial to assess whether only motor or also sensory fibers were affected by the 

condition. 

Finally, the reference ranges for the blood tests were not provided. Ganglioside antibody titers are also missing. Among the 

missing cerebrospinal fluid parameters are interleukin-6 and IL-8. IL-18, MCP-1, TNF-alpha, chemokines, glial factors, 

neurofilament light chain, antibodies against SARS-CoV-2 and a panel for viral particle including SARS-CoV-2.  

 

 

 

 

 

 

 

 

 

 

 

 

 

Received: 26-04-2026 

Accepted: 06-05-2026 

 

Letter to the Editor 

https://doi.org/10.62225/2583049X.2026.6.3.6311


International Journal of Advanced Multidisciplinary Research and Studies   www.multiresearchjournal.com 

547 

Declarations 

Ethical Approval: Not applicable. 

 

Consent to Participation: Not applicable.  

 

Consent for Publication: Not applicable.  

 

Funding: None received. 

 

Availability of Data and Material: All data are available 

from the corresponding author. 

 

Completing Interests: 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. 

 

Author Contribution: JF was responsible for the design 

and conception, discussed available data with coauthors, 

wrote the first draft, and gave final approval. xx: contributed 

to literature search, discussion, correction, and final 

approval.  

 

Acknowledgements: None. 

 

Keywords: Guillain-Barre Syndrome, Neonate, Nerve 

Conduction Studies, SARS-CoV-2, Cranial Nerves 

References 

1. Paswal CM, Gupta N, Satpathy SK, Kumar H, 

Choudhary SK, Saini L, et al. COVID-19 and Neonatal 

Guillain-Barré Syndrome: Exploring a Possible Causal 

Link with Review of Literature. J Child Neurol, Feb 6, 

2026, 8830738251413670. Doi: 

10.1177/08830738251413670 

2. Finsterer J. Triggers of Guillain-Barré Syndrome: 

Campylobacter jejuni Predominates. Int J Mol Sci, Nov 

17, 2022; 23(22):14222. Doi: 10.3390/ijms232214222 

3. Yang Y, Xing H, Zhao Y. Transplacental transmission 

of SARS-CoV-2 immunoglobulin G antibody to infants 

from maternal COVID-19 vaccine immunization before 

pregnancy. J Med Virol, Jan 2023; 95(1):e28296. Doi: 

10.1002/jmv.28296 

http://www.multiresearchjournal.com/

