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SARS-CoV-2 associated Guillain-Barre 
syndrome after awaking on the ICU: consider 
differentials
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To the Editor,

With interest, we read the article by Koca et al. about a 70-year-
old male with severe COVID-19 requiring mechanical ventila-
tion being complicated by quadriplegia detected on hospital day 
17 (hd17) (1). Upon neurological work-up by cerebral CT scan, 
nerve conduction studies (NCSs), electromyography, and cere-
bro-spinal fluid (CSF) investigations, Guillain-Barre syndrome 
(GBS) subtype acute, inflammatory demyelinating polyneuropa-
thy (AIDP) was diagnosed (1). Plasmapheresis was ineffective so 
intravenous immunoglobulins (IVIG) were started (1). 
Unfortunately, the patient died suddenly from a presumed heart 
attack on hd50 (1). The study is appealing but raises comments 
and concerns.

The main limitation of the study is that differentials of GBS were 
not sufficiently excluded. The patient presented with quadruple-
gia after 15 days on the ICU. Thus, we should be told how criti-
cal ill neuropathy or critical ill myopathy was excluded. From 
lopinavir, it is known that it can cause neuropathy (2). Chloroquine 
is not only myotoxic but also neurotoxic (3). Bedding on the ICU 
can be complicated by compression neuropathy (4). 

A second limitation is that the diagnosis of AIDP remains unsup-
ported. According to Table 1, nerve conduction velocity was 
normal in the left ulnar and left median nerve, while compound 
muscle action potentials were severely reduced in these nerves 
and additionally the left peroneal and tibial nerves. Sensory 
nerve conduction velocity of the left median and ulnar nerve 
were >28m/s but amplitudes of sensory nerve potentials were 
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severely reduced. Thus, electrophysiolgical findings 
rather suggest acute, motor and sensory, axonal neu-
ropathy (AMSAN) than AIDP: 

A third limitation of the study is that cerebral imaging 
was carried out only by computed tomography. To 
rule out immune encephalitis or Bickerstaff’s brain-
stem encephalitis, a subtype of GBS, it is crucial to 
perform an MRI with contrast medium. 

A fourth limitation is that no autopsy was carried out 
for histological work-up of peripheral nerves, partic-
ularly nerve roots for axonal loss or demyelination. 
Histological work-up of the skeletal muscle for myo-
sitis, toxic myopathy, or critical ill myopathy should 
have been carried out. Since the patient was suspect-
ed to have died from heart attack, myocardial infarc-
tion, myocarditis, Takotsubo syndrome, and auto-
nomic neuropathy should have been ruled out as 
well. 

A fifth limitation is that the effect of IVIG was not 
described. In the majority of cases with SARS-CoV-2 
associated GBS, IVIG is at least partially beneficial.

We do not agree that neurological compromise start-
ed 10 days after onset of the infection. According to 
the case description sedation was reduced by hd15 
and quadruplegia was detected two days later. Thus, 
the maximal interval between onset of COVID-19 
and onset of neurological compromise was at maxi-
mum 17 days. 

Missing is the previous individual and drug history to 
rule out pre-existing neuropathy due to diabetes, 
renal insufficiency, vitamin-deficiency, paraneopla-
sia, or drugs. 

Overall, the interesting study has several limitations 
which challenge the results and their interpretation. 
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