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Case reports

Nitrous oxide triggered peripheral neuropathy: two cases report
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Figure 1 MRI findings of Case 1 Head axial T,-FLAIR
showed multiple filaments of hyperintensity in bilateral
frontoparietal lobes (Panel la). Cervical spine sagittal T,WI
showed  no abnormal

significant intensity  in  the

intramedullary (Panel 1b).
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Figure 2 EMG findings of Case 1

left tibial nerve (Panel 2c¢).
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Figure 3 EMG findings of Case 2 The frequency of the F-wave was decreased in the right median nerve (Panel 3a).
The F-wave was normal in the right ulnar nerve (Panel 3b). The F-wave was missed in the right tibial nerve (Panel 3c).
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The F-wave was delayed or missed in the left median nerve (Panel 2a). The
amplitudes of F-wave were declined in the left ulnar nerve (Panel 2b). The amplitudes of F-wave were declined in the
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sex-determining region of Y chromosome-related high
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experimental autoimmune encephalomyelitis(EAE)
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collapsin response mediator protein S(CRMP5)
BEZEPE carbohydrate antigen(CA)
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Src homology 2 domain containing protein tyrosine

phosphatase(SHP)
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sialic acid-binding immunoglobulin-type lectins(Siglecs)
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receptor for advanced glycation end product(RAGE)
WAEMIEE I microtubule-associated protein( MAP)
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cytotoxic T lymphocyte-associated antigen 4(CTLA-4)
M EETE T cytotoxic T lymphocyte( CTL)
£ i 1] 285 B 2351

intercelluar adhesion molecular-1(1ICAM-1)
MNEAN L extracellular vesicles(EVs)
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extracellular signal-regulated kinase( ERK)
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myelin basic protein(MBP)

systemic lupus erythematosus(SLE)

small artery occlusion(SAO)



