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ABSTRACT

Hepatic Encephalopathy usually presents with sleep disturbances, drowsiness and personality changes. Focal
neurological loss (hemiplegia) is a very rare presentation of hepatic encephalopathy. A 55-year-old gentleman
presented with irritability, drowsiness, right sided body weakness and constipation for 3 days. He was a diagnosed
patient of Hepatitis C positive Chronic liver disease for 3 years. On examination, the patient was drowsy but arousable
having GCS of 12/15. Power of grade 4/5 was noted in both left upper and lower limb with an extensor left plantar
reflex. Flapping tremors and bilateral pitting pedal edema were noted. Abdomen was mildly distended with positive
shifting dullness. CT scan (Brain) was done to rule out intracranial bleeding and the patient was admitted on lines of
ischemic stroke and hepatic encephalopathy. He had thrombocytopenia, deranged LFTs and high serum ammonia. MRI
Scan (Brain) showed foci of diffusion restriction in the left periventricular region and basal ganglia and T2WI/FLAIR
hyperintense signals in the periventricular region, basal ganglia and deep white matter, however MR angiography
demonstrated normal cerebral vessels. He was diagnosed with hepatic encephalopathy mimicking stroke. After
initiating lactulose and Rifaximin, he passed stools leading to resolution of symptoms. His repeat serum ammonia was
normal.

Keywords: Hepatic Encephalopathy, Liver Cirrhosis, Stroke, Serum ammonia.

How to cite this article: Ghoauri MSA, Butt NI, Qaisar F, Javed MU, Ali AY, Ashfaq F. Hepatic Encephalopathy
Mimicking Stroke in A Patient with Chronic Liver Disease. Pak Postgrad Med J 2024;35(1):41-43

This is an Open Access article distributed under the terms of the Creative Commons Attribution License
(http://creativecommons.org/licenses/by/3.0), which permits unrestricted use, distribution, and reproduction in any
medium, provided the original work is properly cited.

DOI: https://doi.org/10.51642/ppmj.v35i01.625

Correspondence to: Nauman Ismat Butt,
Azra Naheed Medical College, Superior University
Lahore Pakistan

Email: nauman_ib@yahoo.com

INTRODUCTION

Affecting up to 5 million patients yearly,' liver
cirrhosis has a significant mortality burden causing up
to 40,000 deaths per annum in the United States.?
Liver cirrhosis also accounts to a high morbidity and
disease burden especially in a developing country
with limited resources such as Pakistan. In Pakistan,
liver cirrhosis is the 5th most common cause of death
and 11th most common cause of disability.> The
complications of liver cirrhosis are numerous and

multi-system including ascites, spontaneous bacterial
peritonitis, fluid overload, portal hypertension,
hepato-renal syndrome, esophageal and gastric
varices, electrolyte imbalances especially sodium,
pulmonary hypertension and hepatic
encephalopathy.*>® Hepatic Encephalopathy is a
potentially  reversible life-threatening  neuro-
psychiatric complication of liver cirrhosis thought to
be caused by deposition of ammonia and other toxins
in brain astrocyte cells leading to brain edema and
dysregulation of neurotransmitters.” It generally
presents  with sleep  disturbances, asterixis,
drowsiness, delirium, coma and personality changes.
However, focal neurological loss in form of
hemiplegia is a very rare presentation of liver
dysfunction and hepatic encephalopathy.®®
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Herein, we present the case of a liver cirrhosis patient
who presented with left sided hemiplegia which is a
very rare presentation of hepatic encephalopathy.

CASE PRESENTATION

We report the case of a 55-year-old gentleman who
presented with gradual onset of altered consciousness
(irritability, drowsiness but arousable), right sided body
weakness and constipation for last 3 days. There was
no history of fever, abdominal distension, bleeding,
vomiting, abdominal pain, cough, sputum, fits, joint
pains or trauma. He was diagnosed with Hepatitis C
positive Chronic liver disease 3 years ago. He had
completed a 24-week course of oral anti-viral therapy
(sofosbuvir 400mg and daclatasvir 60mg) and
remained PCR negative since then. He was married
with 3 children and worked as a tailor. He was a non-
smoker, non-alcoholic and did not use illicit drugs. On
examination, the patient was drowsy but arousable
having a GCS of 12/15 (E3, V4, M5) and normal vital
signs. Power of grade 4/5 was noted in both left upper
and lower limb with an extensor left plantar reflex.
There was no focal sensory, cerebellar or cranial nerve
involvement. Flapping tremors were preset and
bilateral mild pitting pedal edema was noted. There
was no jaundice, pallor, clubbing, distended veins,
gynecomastia or spider telangiectasia. Abdomen was
soft, non-tender, mildly distended with positive shifting
dullness, however no viscera were palpable. Cardiac
and respiratory examination were unremarkable.

On basis of clinical findings of left sided hemiplegia, a
CT scan (Brain) was done to rule out intracranial
bleeding and the patient was admitted on lines of
ischemic stroke and hepatic encephalopathy. On
investigation, CBC revealed thrombocytopenia with
platelet count 113 x 10%/L but normal hemoglobin and
TLC. LFTs revealed hemoglobin 1.8 mg/dl, ALT 434
IU, AST 486 IU and albumin 2.6 mg/dl. Serum
ammonia levels were markedly raised at 1211 umol/I.
Serum electrolytes, PT/APTT, RFTs and urinalysis
were normal. USG abdomen revealed coarse shrunken
liver and mild abdomin-pelvic ascites. MRI Scan
(Brain) was done to show foci of diffusion restriction
in the left periventricular region and basal ganglia and
T2WI/FLAIR  hyperintense  signals  in  the
periventricular region, basal ganglia and deep white
matter as shown in Figure 1. It was followed by MR
angiography which demonstrated normal cerebral
vessels which helped to rule out thrombo-embolism.
His ECG, echocardiography and chest X-ray were
within normal parameters. Based on clinical and
radiographic findings, he was diagnosed as having
hepatic  encephalopathy mimicking stroke and
underlying liver cirrhosis Child-Pugh Class B (patient
score 9). Furthermore, after being prescribed lactulose

and Rifaximin during hospital stay, the patient passed
stools which resulted in improvement in consciousness
and resolution of the left sided body weakness. His
repeat serum ammonia was within normal limits and
the patient was asymptomatic by day 3 and discharged.

Figure 1: MRI Brain showing foci of diffusion restriction in the
left periventricular region and basal ganglia and T2WI/FLAIR
hyperintense signals in the periventricular region, basal ganglia
and deep white matter

DISCUSSION

It is uncommon for hepatic encephalopathy and liver
cirrhosis to produce focal neurological findings. Pearce
et al.™® reported focal neurological signs in 3% patients
with  liver  decompensation  having  hepatic
encephalopathy. Cadranel et al.** demonstrated focal
neurological signs in 17.4% patients of hepatic
encephalopathy but MRI changes were not present in
any patient. Moreover, the symptoms resolved with
treatment of hepatic encephalopathy. Younes et al.*?
reported a patient of hepatic encephalopathy presenting
with features of middle cerebral artery infarct.
However, there were no findings suggestive of infarct
on MR angiography. The focal weakness was
attributed to hepatic encephalopathy and resolved with
treatment of hepatic encephalopathy.’> Our patient
presented with focal neurological signs characterized
by left sided hemiparesis in addition to drowsiness and
constipation. MR angiography was normal helping to
rule out thrombo-embolism as a cause of hemiparesis
in our patient. Subsequently his symptoms improved
with treatment of hepatic encephalopathy and were
completely resolved as the encephalopathy reversed.
The management of hepatic encephalopathy is based
on the severity of encephalopathy, its causative agents,
its complications and exclusion of other factors which
may be contributing to altered conscious level such as
stroke.”™** Lactulose (beta-galactosidofructose) and
lactilol  (beta-galactosidosorbitol) are two non-
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absorbable disaccharides which are routinely used in
treatment of hepatic encephalopathy. Lactulose and
lactilol are degraded by the intestinal bacteria into
lactic acid and other organic acids which appear to
reduce intestinal production of ammonia.® A non-
absorbable derivative of rifampin, rifaximin acts by
reducing the population of gut microbiota as well as
their metabolic function and has been shown to be as
effective as lactulose or lactitol at improving hepatic
encephalopathy symptoms.”°Other oral antibiotics
that have been used include neomycin, metronidazole,
paromomycin and vancomycin. Treatments that
increase ammonia clearance include L-ornithine L-
aspartate (LOLA), zinc, Sodium benzoate, glycerol
phenylbutyrate, sodium  phenylacetate, sodium
phenylbutyrate and L-carnitine.”’ Patients with end-
stage liver cirrhosis may require liver transplantation.

Consent: Detailed informed consent was obtained
from the patient and their attendant prior to data
collection and manuscript writing.
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