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Abstract

A 73-AIDS year-old man presented an acute distal sensitive motor deficiency. Electromyogram showed a Guillain-Barre 
Syndrome. Diagnosis work-up revealed an acute hepatitis C with detectable viral load in cerebrospinal fluid and serum. The 
patient was treated with HCV direct anti-viral agents and immunomodulatory therapies and fully recovered from neuro-
logic symptoms.
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Letter to the Editor
 Hepatitis C virus (HCV) is a known trigger of dys 
immune disease such as cryoglobulinemia. When these two 
diseases are associated, peripheral neurological manifestation 
could appear. Without this association, the role of HCV as 
a cause of neurological manifestation is still unclear [1]. We 
report a case of Guillain-Barré Syndrome (GBS) associated 
with acute HCV infection.

 A 73-year-old man was hospitalized for sudden 
weakness of the lower limbs. He had a medical history of 
acquired human immunodeficiency virus (AIDS) infection 
treated and controlled (undetectable viral load, 0.320 G/L 
CD4 cells) with Prezista, Norvir, Emtricitabine, Tenofovir 
therapy and a sclerosing cholangitis by cytomegalovirus. 
Physical examination revealed a motor weakness on lower 
limbs and absence of patellar deep tendon reflexes. Sensory 

testing showed a hypoesthesia on lower limbs, associated with 
a sensitive ataxia. Laboratory tests performed on admission 
showed elevated liver tests (conjugated bilirubin 17 µmol/L 
(N <30), aspartate-amino transferase 187 UI/L (N < 37), 
alanine amino transferase 259 UI/L (N <78), gamma-glutamyl 
transpeptidase 381 UI/L (N < 246), alkaline phosphatase 115 
UI/L (N<126)) associated with a lymphopenia (lymphocyte 
0.8 G/L with 0.320 G/L CD4). Test results were within 
reference ranges for calcium, creatinine, albumin, glycemia, 
C- reactive protein, prothrombin time, thyroid-stimulating 
hormone, B9 -, B12- vitamins, hepatitis B virus, Epstein Barr 
virus, human T-lymphotropic viruses 1 and 2, Treponema 
pallidum, Borrelia burgdorferi, Toxoplasma gondii. 

 Serologic testing for cytomegalovirus showed 
previous exposure. Serum samples were positive for HCV 
IgG (index 7.6 MONOLISA kit, 8 ARCHITECT), while it 
was negative five months before. HCV RNA was detected 
in serum samples at 1.57 logs by using HCV polymerase 
chain reaction (PCR) on COBAS Ampliprep/Taqman system 
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(Roche Diagnostics, Mannheim, Germany). Sequencing 
studies showed that the HCV strain belonged to genotype 1a. 
Cerebrospinal fluid (CSF) analysis showed an elevated protein 
concentration (238 mg/dl) without cellular response and HCV 
viral load at 1,57 log (using HCV PCR on COBAS Ampliprep/
Taqman system). HIV viral load on CSF was negative.

 Nerve conduction studies showed findings 
compatible with GBS. Test for anti-gangliosides antibodies 
(GM1, GM2, GD1A, GD1B, GT1A, GT1B (using Ganglio 
Combi ELISA test (Bühlmann, Schönenbuch, Switzerland)) 
were negative. Given this association of HCV infection and 
GBS, research for cryoglobulinemia was performed but 
was negative. A diagnosis of GBS with HCV was done, and 
intravenous immunoglobulin (IVIg) treatment (2 g/kg) was 
administered associated with antiviral HCV therapy including 
Sofosbuvir 400 mg/d and Daclastavir 60 mg/d for 12 weeks. 
With this treatment he fully recovered from neurologic 
symptoms (which is frequent in GBS), ALT and AST levels 
returned to normal and HCV RNA became negative in serum. 
The patient achieved a sustained virological response, with 
HCV RNA not detectable neither in serum nor in CSF 12 
weeks after the end of antiviral treatment. We described here a 
case of acute HCV infection associated with GBS with positive 
HCV CSF viral load occurring in an HIV-infected patient. 

 Neurotropism of HCV was described shortly after 
the discovery of this virus in 1989 [2]. Few cases of peripheral 
chronic neuropathy including sensorimotor, small fibber 
sensory- or motor-polyneuropathy and autonomic neuropathy 
secondary to chronic HCV have been described [3]. These 
cases were often associated with cryoglobulinemia [4], and 
in some cases, with anti-MAG antibodies [4]. However acute 
neuropathy was infrequent. In fact, only 2 cases of GBS have 
been previously described associated with HCV infection [5, 
6]. We also presented the third case which was here associated 
with acute HCV infection. In one of the described cases [5], 
HCV- infection was likely to be acute because of the rapidly 
and consistent normalization of liver enzymes after an episode 
of increment. However, HCV serology was not performed 
before which could not permit draw definitive conclusion. 

 According to the neurotropism of this virus, its 
potential role as a trigger is suspected. Even though the 
presence of the virus in central nervous system is described 
[7, 8] in central neurological disorders, it is not exact for 
peripheral neurological syndromes. Indeed, in spite of a 
few cases of HCV infection associated with neuropathy, his 

potential role as a trigger has always been debated when it is 
not associated with mixed cryoglobulinemia because of the 
absence of the HCV virus on nerve biopsy. HCV RNA has 
rarely been searched on CSF, however, one reported case with 
HCV viral load on CSF [7]. The role of cryoglobulinemia is 
less debated because of its association with neuropathy in 
other diseases like myeloma [9] and the presence of neurons 
damage in cryoglobulinic patient’s [1, 10]. 

Conclusion

 The presence of positive HCV RNA in CSF of our 
patient without immunodepression, cryoglobulin nor other 
viral neurological coinfection could give an argument of role 
of HCV as a trigger in GBS. However, a causal relationship 
between HCV and peripheral neuropathy could not be 
completely ascertained. The research in peripheral neuropathy 
of HCV RNA in CSF could be interesting to study to prove this 
association. 
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