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Letter to the Editor 

We read with interest the article by Weng et al. regarding a 43-year-old female patient with systemic lupus erythematosus 

(SLE) who developed Guillain-Barré syndrome (GBS), subtype acute inflammatory demyelinating polyneuropathy (AIDP), 

complicated by trigeminal neuropathy [1]. While the study is noteworthy, several points warrant discussion. 

First, the diagnosis of GBS appears questionable [1]. Given that SLE can be associated with demyelinating polyneuropathy [2], it 

is crucial to know whether nerve conduction velocity (NCV) studies had been performed prior to the patient's current 

deterioration and whether a demyelinating polyneuropathy had previously been diagnosed. The reported NCV findings can 

also occur in cases of demyelinating polyneuropathy. Cerebrospinal fluid (CSF) protein levels can also be elevated in SLE if 

there is cerebral involvement [3]. Furthermore, elevated CSF protein concentration can result from severe hyponatremia. 

Additionally, magnetic resonance imaging (MRI) did not document any swelling or contrast enhancement of the cervical and 

lumbar nerve roots. 

Second, the cause of the hyponatremia was not elucidated [1]. Although it is mentioned that the hyponatremia was attributable 

to the syndrome of inappropriate antidiuretic hormone secretion (SIADH), the underlying cause of the SIADH was not 

specified. Common causes of SIADH include ADH-producing malignancies (e.g., small-cell lung carcinoma), stroke, 

traumatic brain injury, brain tumors, meningitis, neurosurgical procedures, pneumonia, tuberculosis, other pulmonary 

infections, medications (e.g., mood stabilizers, anticonvulsants, anesthetics), severe pain, nausea, and stress [4]. Were all these 

causes thoroughly ruled out in the patient in question? Were serum ADH levels elevated or low? Was the SIADH attributable 

to SLE? 

The third point is that it is questionable whether the patient actually met all the criteria for SIADH [1]. Diagnostic criteria for 

SIADH include: serum sodium <135 mmol/L; serum osmolality <275 mOsm/kg; urine osmolality >100 mOsm/kg; urine 

sodium >30 mEq/L despite normal salt and water intake; no signs of dehydration or fluid overload; and normal cardiac, renal, 

hepatic, adrenal, and thyroid function. Did the patient actually meet all these diagnostic criteria? 

The fourth point is that no information regarding the cerebral vessels was provided [1]. Since SLE can be associated with 

cerebral vasculitis [5], performing magnetic resonance angiography, computed tomography angiography, or digital subtraction 

angiography would have been essential. 

The fifth point is that the patient's current maintenance medication was not specified [1]. Since diuretics can cause 

hyponatremia, it is essential to know the medications the patient was taking regularly.  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Received: 24-09-2026 

Accepted: 04-10-2026 

 

Letter to the Editor 



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

1333 

Declarations 

Funding: No funding was received. 

 

Availability of Data and Material: All data are available 

from the corresponding author. 

 

Ethics Approval and Consent to Participate: Not 

applicable. 

 

Consent for Publication: Not applicable. 

 

Author Contribution: xx: design, literature search, 

discussion, first draft, critical comments, final approval. 

 

Disclosures: The author declares that the research was 

conducted in the absence of any commercial or financial 

relationships that could be construed as a potential conflict 

of interest. 

 

Compliance with Ethics Guidelines: This article is based 

on previously conducted studies and does not contain any 

new studies with human participants or animals performed 

by any of the authors. 

 

Acknowledgements: None. 

 

Keywords: Guillain-Barre Syndrome, Systemic Lupus 

Erythematodes, Hyponatriemia, SIADH, Glucocorticoids 

References 

1. Weng CT, Chen TR, Zheng JF, Wang CR. Guillain-

Barré syndrome complicated by bilateral trigeminal 

neuropathy in a systemic lupus erythematosus patient. J 

Formos Med Assoc, Aug 22, 2026, S0929-

6646(26)00827-2. Doi: 10.1016/j.jfma.2026.08.038 

2. Sastre Martínez AD, Tróchez Ortiz MJ, Zuluaga Gómez 

LV, Messu Llano CD. Chronic Inflammatory 

Demyelinating Polyneuropathy as the Initial 

Presentation of Systemic Lupus Erythematosus 

Successfully Treated with Cyclophosphamide. Cureus, 

Jan 4, 2024; 16(1):e51648. Doi: 10.7759/cureus.51648 

3. Ernerudh J, Olsson T, Lindström F, Skogh T. 

Cerebrospinal fluid immunoglobulin abnormalities in 

systemic lupus erythematosus. J Neurol Neurosurg 

Psychiatry, Aug 1985; 48(8):807-813. Doi: 

10.1136/jnnp.48.8.807 

4. Yasir M, Mechanic OJ. Syndrome of Inappropriate 

Antidiuretic Hormone Secretion. [Updated 2023 Mar 

6]. In: StatPearls [Internet]. Treasure Island (FL): 

StatPearls Publishing, Jan 2026. Available from: 

https://www.ncbi.nlm.nih.gov/books/NBK507777/ 

5. Nishigaichi A, Oiwa H, Hosokawa Y, Hayashi M, Mine 

N, Nomura E, et al. A case of systemic lupus 

erythematosus associated with cerebral arteritis: A case 

report and case-based literature review. Nagoya J Med 

Sci, Nov 2020; 82(4):807-814. Doi: 

10.18999/nagjms.82.4.807 

http://www.multiresearchjournal.com/

