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uncomplicated (compensated) liver
cirrhosis developing this each year.4

other common complications
include variceal bleeding, jaundice,
alcoholic hepatitis, hepatic
encephalopathy and sepsis and require
urgent hospital admission. Development
of any of these complications
significantly worsens prognosis and
these patients require referral for
assessment for liver transplantation.

MANAGEMENT 
Treatment of the underlying cause,
especially chronic hepatitis C virus
(HCV), may arrest or reverse cirrhosis. 
In particular, identification of the major
risk factors associated with liver disease,
alcohol misuse, obesity and a history of
intravenous drug abuse is very
important as it can lead to early
diagnosis of liver disease and prevent
the development of cirrhosis. 

In the absence of any specific
therapies that directly target fibrosis,
early diagnosis and modification of
associated risk factors remains the most
effective treatment for the majority of
people with liver disease. 

The highly effective oral antiviral
regimens against HCV have led to
campaigns to identify and treat all
patients with HCV.8 The WHo has set
targets for reducing the prevalence of
HCV by 80% and HCV related mortality
by 65% by 2030. NHS England aims to
achieve the WHo goals by 2025. 

It is never too late to abstain from
alcohol as even following hospital
admission with alcoholic hepatitis or
ascites, patients who stop drinking
alcohol may return to a good quality »

measurements of three fibrosis markers,
tissue inhibitor of metalloproteinase 1
(TIMP-1), amino terminal peptide of
type III procollagen (PIIINP) and
hyaluronic acid (HA), see box 1, right.6

The score shows a good correlation
with fibrosis stages in chronic liver
disease with values < 7.7 indicating none
to mild, 7.7- < 9.8 moderate, and  ≥9.8
severe. NICE suggests that the ELF test
should be considered in people who
have been diagnosed with non-
alcoholic fatty liver disease (NAFLD) to
test for advanced liver fibrosis. Routine
liver blood tests should not be used to
assess these patients for advanced liver
fibrosis. An ELF score ≥ 10.51 indicates
advanced liver fibrosis in the presence
of NAFLD. Retesting can be offered
every three years.7

Further assessment
Blood and urine tests that may help
determine the underlying cause of liver
cirrhosis are listed in table 2, opposite. 

Imaging is key in diagnostic
assessment. Ultrasound can demonstrate
changes in the size and the shape of the
liver. In established cirrhosis, there may
be marginal nodularity of the liver
surface and distortion of the arterial
vascular architecture. Splenomegaly 
(spleen > 12 cm) occurs with portal
hypertension. 

Transient elastography is increasingly
used. This radiological test quantifies
liver compliance or stiffness using a
probe that produces a shear ultrasound
wave that passes through the liver. 

The velocity of the wave moving
through liver tissue acts as a proxy for
fibrotic change. A measurement > 7 kPa is
indicative of significant fibrosis
(METAVIR grade F2-F4) and > 11-14 kPa
is consistent with cirrhosis. 

Technical limitations preclude its use
in patients with ascites or morbid
obesity, but it is suitable for most
patients. 

Arterial phase contrast-enhanced
scans are useful for detecting primary
hepatocellular carcinoma. Magnetic
resonance (MR) angiography can
demonstrate the vascular anatomy, and
MR cholangiography the biliary tree.

Endoscopy detects and can treat
gastro-oesophageal varices and portal
hypertensive gastropathy. 

Liver biopsy remains the gold
standard for confirmingthe type and
severity of liver disease. 

POTENTIAL COMPLICATIONS
Ascites is the most common complication
of cirrhosis or a decompensation event,
with 5-10% of patients with
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Liver disease causes 2 million deaths per year worldwide 
with incidence predicted to double in the UK within 20 years.
Around 60,000 people in the UK are estimated to have
cirrhosis. In contrast to other common diseases in the UK,
mortality rates have increased 400% since 1970 and
cirrhosis is now the third most common cause of
premature death. Liver disease is predicted to overtake
ischaemic heart disease in the next two years as the
leading cause of working life years lost in the UK.

Cirrhosis represents the final common pathway for liver
disease and is characterised by progressive fibrosis of
the liver parenchyma, which leads to portal hypertension
and deterioration of liver function. Decompensation
represents a watershed moment for patients with
cirrhosis, with the median survival falling from > 12 years
for compensated cirrhosis to approximately two years.
Decompensated cirrhosis is defined as an acute
deterioration in liver function in a patient with cirrhosis
and is characterised by jaundice, ascites, hepatic
encephalopathy, hepatorenal syndrome or variceal
haemorrhage.

Ascites is the most common complication of cirrhosis 
or a decompensation event, with 5-10% of uncomplicated
(compensated) liver cirrhosis patients per year developing
this. other common complications include variceal bleeding,
jaundice, alcoholic hepatitis, hepatic encephalopathy 
and sepsis and require urgent hospital admission.
Development of any of these complications significantly
worsens prognosis and these patients require referral for
assessment for liver transplantation.

Aspirin and NSAIDs, which may precipitate gastrointestinal 
bleeding or renal impairment, should be avoided. Patients
should undergo six-monthly ultrasound to screen for the
early development of primary hepatocellular carcinoma,
as all therapeutic strategies work best with small, single
tumours. Patients should also undergo an initial upper
gastrointestinal endoscopy to screen for varices.

Patients with compensated cirrhosis should be encouraged
to lead a normal life. Many will be able to work normally
and have an excellent quality of life and should not feel
restricted in terms of activity or travel. Decompensated
cirrhosis is associated with a very poor quality of life,
recurrent hospital admissions, high mortality and high cost.
Currently palliative care is used infrequently in these
patients and this is an area of increasing need. Potential
barriers to increased uptake include the possibility of a liver
transplant and the challenges of accurate prognostication.
However, a liver transplant, although life-saving, is only
actually appropriate in a small number of patients.

Box 1

Enhanced liver fibrosis (ELF) panel 6

ELF score calculation

ELF = 2.494 + 0.846 ln([HA]) + 0.735
ln([PIIINP]) + 0.391 ln([TIMP-1])

Cut-off values 
<7.7 = No fibrosis to mild fibrosis
7.7 to < 9.8  = Moderate fibrosis
≥9.8 = Severe fibrosis

*NB: In patients with NAFLD 
NICE guidelines suggest 
using a cutoff of 10.51 for further
investigation of cirrhosis13

HA = hyaluronic acid    PIIINP = procollagen III
amino terminal peptide
TIMP-1 = tissue inhibitor of metalloproteinase 1
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