» Recognize and evaluate atypical neurological
presentations by integrating environmental and
exposure history to identify potential causes, such
as venom-induced neuroinflammation.

 Diagnose and differentiate rare neurotoxic
complications of recluse spider envenomation,
Including transverse myelitis, from other
neurological conditions like Guillain-Barre
Syndrome or infectious meningitis through clinical
findings, cerebrospinal fluid (CSF) analysis, and
advanced Imaging techniques.

Introduction

Recluse spiders, primarily known for their
potentially severe toxicity, can induce a condition
termed Loxoscelism, marked by diverse clinical
manifestations.

In the southwestern United States, the Desert
Recluse predominates, bearing toxicity comparable
to the Brown Recluse. While the majority of bites
lead to minor irritation, only 10-20% result In
Necrosis.

Neurological complications are exceedingly rare,
but cases have been documented. A 2022 report
detailed facial nerve palsy following a Brown
Recluse bite to the neck, while another described
progressive lower extremity weakness after a bite
to the inguinal region.

Such cases highlight the underrecognized potential
for neurological sequelae from recluse spider
envenomation.
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Case Description

In 2024, a 74-year-old male presented to a VA Emergency Department (ED) with dizziness, presyncope,
malaise, and severe difficulty ambulating, despite consistent physical therapy. His symptoms traced back to a
recluse spider bite sustained during a 2022 hiking trip. The bite, located on his spine, was suspected to facilitate
venom entry into the CSF, triggering neuroinflammation and subsequent neurological decline.

Initially, he sought care in 2022 for acute leg weakness, fever, chills, neck stiffness, and malaise. Examination
revealed bilateral lower extremity weakness, diminished reflexes, and a wide-based antalgic gait. Vital signs
Included a temperature of 101.2°F, HR 94, BP 159/78, RR 16, and SpO2 95% on room air. Lab results showed
WBC 13.4, CRP 3.20, and lactic acid 3.7. Thoracic and lumbar MRIs were unremarkable, and lumbar puncture
ruled out infectious meningitis but showed albuminocytologic dissociation. Despite treatment with intravenous
fluids, steroids, and antibiotics, his deficits persisted. Electromyography (EMG) findings were normal, and
Lyme disease, syphilis, and vasculitis tests were negative.

Over the following years, the patient experienced persistent neurological symptoms, including progressive gait
Instability, malaise, and recurrent ED visits for worsening ataxia and dizziness. These symptoms resulted In
significant deconditioning, dependence on a walker, and reduced quality of life, underscoring the long-term
consequences of the envenomation.
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Discussion and Outcomes

Recluse spider envenomation rarely leads to severe
neurological complications. This case demonstrates
a scenario where venom infiltrated the CSF, causing
neuroinflammation. CSF analysis revealed yellow
discoloration and elevated protein levels, indicative
of inflammation. Although Guillain-Barre Syndrome
was Initially considered, normal EMG findings and
symptom progression suggested idiopathic
transverse myelitis. Despite treatment, the patient’s
deficits persisted, highlighting the complexity of
managing venom-induced neuropathology.

This case illustrates an unusual manifestation of
recluse spider envenomation with severe
neurological involvement. While most literature
focuses on local necrosis or systemic loxoscelism,
this case expands the clinical understanding of
neurotoxic potential. Persistent deficits despite
aggressive therapy underscore the importance of
multidisciplinary care and the need for further
research into targeted treatments for venom-induced
neurological conditions.

Acknowledgments

We would like to extend our deepest gratitude to
Dr. Robyn Chase for her exceptional support
throughout this process. We are also sincerely
grateful to Laura Gray for her invaluable
contributions in gathering further details and
Information on the case.

References

Stolzenberg L, Koch A, Huang A, Usman M, Subhedar S, Decker T, Quansah R. Spider Bite-
Induced Facial Nerve Palsy. Cureus. 2022 Dec 3;14(12):e32162. doi: 10.7759/cureus.32162.
PMID: 36601209; PMCID: PMC9806285.

Ciccone EJ, Christian RB, Lercher DM, McNeal-Trice K, Joyner BL. A 15-Year-Old Boy
with Progressive Weakness After a Spider Bite. Clinical Pediatrics. 2017;56(12):1173-1176.
doi:10.1177/0009922816672452

Ashurst J, Sexton J, Cook M. Approach and management of spider bites for the primary care
physician. Osteopath Fam Physician. 2011;3(4):149-153. doi:10.1016/j.0sfp.2010.12.004.
West TW, Hess C, Cree BAC. Acute transverse myelitis: demyelinating, inflammatory, and
Infectious myelopathies. Semin Neurol. 2012;32(2):97-113. doi:10.1055/s-0032-1322586.




	Slide 1

