
Sinapse®  |  Volume 19  |  N.º 1-2  |  January-March · April-June 2019

41

Informações/Informations:
Caso Clínico, publicado em 
Sinapse, Volume 19, Número 
1-2, janeiro-março · abril-junho 
2019. Versão eletrónica em 
www.sinapse.pt
Case Report, published in 
Sinapse, Volume 19, Number 
1-2, january-march · april-june 
2019. Electronic version in 
www.sinapse.pt
© Autor (es) (ou seu (s) 
empregador (es)) 2019. 
Reutilização permitida de 
acordo com CC BY-NC. 
Nenhuma reutilização 
comercial.
© Author(s) (or their 
employer(s)) 2019. Re-use 
permitted under CC BY-NC. 
No commercial re-use. 

Palavras-chave:
Carcinoma Hepatocelular/
complicações;
Invasão da Medula Espinal/
etiologia;
Neoplasias da Coluna Vertebral/ 
secundário;
Neoplasias do Fígado/
complicações;
Paraplegia/etiologia.

Keywords:
Hepatocellular Carcinoma/
complications;
Liver Neoplasms/complications
Paraplegia/etiology;
Spinal Cord Invasion/etiology;
Spinal Neoplasms/secondary.

*Autor Correspondente /
Corresponding Author:
Ivânia Alves
Serviço de Neurologia
Avenida do Hospital 
Padre Américo 210, 
4564-007 Guilhufe
73133@chts.min-saude.pt

Recebido / Received: 2019-01-23
Aceite / Accepted: 2019-04-27

Resumo

Introdução: O carcinoma hepatocelular é uma neoplasia maligna primária do fí-
gado que surge maioritariamente em doentes cirróticos. Atualmente é a terceira 
causa de morte por cancro em todo o mundo. A medula espinhal não é um local fre-
quente de metastização; é frequentemente comprimida por metástases epidurais, 
mas as lesões intramedulares são muito raras.

Caso Clínico: Aqui apresentamos o caso de um homem de 76 anos, com um qua-
dro de 2 meses de evolução de paraparésia e declínio cognitivo. A ressonância mag-
nética medular revelou uma lesão extensa entre T7 e L1, com captação de gadolínio. 
A investigação complementar para excluir causas sistémicas de lesões medulares 
revelou um carcinoma hepatocelular. 

Conclusão: Este caso ilustra uma apresentação muito rara de um carcinoma he-
patocelular. 

Abstract

Introduction: Hepatocellular carcinoma is a primary malignancy of the liver that 
arises mainly in patients with liver cirrhosis. Nowadays, it is the third leading cause of 
cancer deaths worldwide. The spinal cord is an uncommon location for metastasis. 
Usually, spinal cord is compressed by epidural metastasis but intramedullary lesions 
are very rare.

Case Report: We present a 76 year-old-man with a 2-month history of paraparesis 
and cognitive decline. Spine magnetic resonance imaging revealed an extensive le-
sion extending from T7 to L1, with gadolinium enhancement. Further investigation 
to exclude systemic causes of medullary lesions revealed a hepatocellular carcinoma.

Conclusion: This case illustrates a very rare presentation of hepatocellular carci-
noma. 
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Introduction
The majority of hepatocellular carcinomas arise in pa-

tients with liver cirrhosis,1 mostly in East-Asia and Sub-
Saharan African countries. The commonest locations of 
hepatocellular carcinomas metastasis are lung, adrenal 
glands, lymph nodes and bones (thoracic spine being the 
commonest site2,3). Spinal cord is frequently compressed 
by epidural metastasis but intramedullary lesions are very 
rare. Some authors advocate that hepatocellular carcino-
ma spreads through haematogenous route and Batson’s 
venous plexus.2,4 However, spinal metastasis of hepato-
cellular carcinomas are exceptional. The involvement of 
the spinal cord usually predicts a bad prognosis.3 In a re-
cent retrospective review, intramedullary spinal cord me-
tastasis were the presenting feature in 20% of patients.5

Case Report
A 76-year-old man, previously autonomous in his 

daily life, presented with a two-month history of pro-
gressive cognitive decline, paraparesis and urinary in-
continence. He denied trauma, febrile illnesses, weight 
loss or other systemic complaints. There was no contact 
with animals and no recent travels. 

His past medical history included hypertension, type 
2 diabetes, anticoagulation for atrial fibrillation and ex-
cessive alcohol intake.

Neurologic examination showed a difficulty in con-
centration, disorientation in time and place, disinhibi-
tion, manipulation of the environment, no major lan-
guage deficits. There were no cranial nerve deficits. 
He was paraplegic with a sensory level by T9; osteo-
tendinous reflexes were absent and cutaneous plantar 
response was indifferent. 

Brain magnetic resonance imaging (MRI) revealed an 
extensive leukoencephalopathy and global brain atrophy. 

Spine MRI evidenced a lesion extending from T7 to 
L1, with conus medullaris expansion and nodular en-
hancement with gadolinium (Figs. 1A and 1B), suggest-
ing a neoplastic lesion; no vascular voids, microbleeds or 
calcification were found.

A lumbar puncture was performed, showing: pleocy-
tosis of 77 cells/μL (40% being polymorphonuclears), 
no glucose consumption, proteinorrhaquia (90 mg/dL). 
Cultural exam of cerebrospinal fluid (CSF) was negative 
for bacteria, herpetic family virus, Borrelia species and 
mycobacteria. Oligoclonal bands were negative. CSF 
immunophenotypic and anatomopathological exams 
were negative.

Patient analysis showed a normocytic normochro-

mic anaemia, a mild hepatocellular dysfunction, a B12 

vitamin deficit and an elevated sedimentation rate and 

reactive C protein. Anti-aquaporin 4 antibodies were 

negative. Anti-neuronal antibodies were positive for 

anti-titin, negative for other antibodies.

The patient went through abdominal computed to-

Figure 1A. Spine MRI:T2 sequence.

Figure 1B. Spine MRI: T1 Gadolinium sequence.
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mography (CT), which evidenced a hepatic nodule. MRI 

showed a hypointense lesion on T1 and T2, with approxi-

mately 3x2.8 cm, with intense contrast enhancement in 

arterial phase and hypointense in venous phase, suggesting 

a neoformation due to the fast washout (Figs. 2A and 2B).

A biopsy of the lesion revealed a moderately differ-

entiated hepatocellular carcinoma. 

Concerning the hypothesis that the medullar lesion 

could be paraneoplastic in its nature, he went through 5 

days course of methylprednisolone, subsequently con-

verted to oral corticotherapy. There were no signs of 

clinical improvement, and his condition finally deterio-

rated, leading to death sixty days after admission. 

Discussion
This case illustrates a very rare presentation of hepa-

tocellular carcinoma. Usually, neurological involvement 

is secondary to compressive lesions affecting the verte-

brae. In this case, the lesion is primary intramedullary, 

which is exceptional. 
Lesion characteristics on abdominal MRI point to a 

neoplastic origin, but an inflammatory aetiology cannot 
be excluded, since a biopsy was not performed. Nev-
ertheless, there was no response to high dose cortico-
therapy, which disfavours the inflammatory hypothesis. 
Although an anatomopathological analysis of the medul-
lary lesion is missing, the probability that the lesion is 
related to the hepatocellular carcinoma is high.

This case is also remarkable for the positivity for anti-
titin antibodies. As far as we know, these antibodies are 
present in patients with myasthenia-associated thymo-
mas but its presence was also referred to be associated 
with paraneoplastic syndromes.6 
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Figure 2A. Abdominal MRI: T1 sequence - arterial phase.

Figure 2B. Abdominal MRI: T1 sequence - venous phase.


