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INTRODUCTION 
Pain management is an essential component of medical care for the 

critically ill patient. The intensive care unit (ICU) is a unique care setting 

where critically ill patients receive expeditious and aggressive life-

sustaining interventions and where suffering is common. Thus, high-

quality pain management and optimal palliative therapy are part of the 

therapeutic targets for every patient. Pain assessment and management 

fall within the comprehensive scope of palliative care that should be 

provided concurrently with curative interventions and supportive care in 

the ICU.  Appropriate pain management begins with recognizing, 

evaluating, and monitoring pain. Achieving excellent pain management 

requires knowledge and skill in pharmacologic, behavioral, social, and 

communication strategies (Mularski et al., 2009). 

 Patients with liver disease represent an important population in the 

ICU because these patients experience a particularly high morbidity and 

mortality among the critically ill (Volk and Marrero, 2006). 

A number of factors complicate the management of pain in the 

hepatic patients as the clinical utility of most analgesic drugs is altered in 

the presence of impaired hepatic function. This is not simply because of 

variations in clearance of the parent drug, but also due to potential 

production and accumulation of toxic or therapeutically active 

metabolites. Some analgesic agents may also aggravate pre-existing 

hepatic disease ( Murphy, 2005). 

Fortunately, newer drugs and pain control modalities emerge to 

enhance our pain control armamentarium, such as acetaminophen, 

fentanyl, remifentanil, patient-controlled analgesia, epidural analgesia, 

paravertebral block, celiac ganglia block, acupuncture and  

transcutaneous electrical nerve stimulation (Mularski et al., 2009). 
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A proper understanding of pain patho-physiology together with 

Proper selection of analgesic drug or analgesic modality tailored to 

patient's specific condition will lead to best adequate and safe pain 

control (Erstad et al., 2009) 
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HEPATIC PATIENTS  

IN INTENSIVE CARE UNIT 
 

Hepatic patients are admitted to ICU due to acute liver failure 

(Stravitz et al, 2007) or advanced de-compensated, complicated chronic 

liver disease (Volk & Marrero, 2006). Also, they can be admitted for 

post-operative care (e.g. Post-liver transplant) (Humer et al, 2003) or for 

non hepatic causes (e.g. acute myocardial infarction and polytrauma). 

Moreover, non hepatic patients may suffer from liver dysfunction during 

their stay in ICU (e.g. shock liver and post- traumatic liver failure) 

(Strassburg, 2003 and Bechstein et al, 2002). 
 

I-UAcute Liver Failure: 
Acute liver failure, defined as the onset of hepatic encephalopathy 

and coagulopathy within 26 weeks of jaundice in a patient without 

preexisting liver disease (Stravitz et al., 2007). 

Once a patient is diagnosed with ALF, the patient should be 

stabilized and transferred to a liver transplant centre, as liver 

transplantation offers the best long-term survival in patient likely to die of 

this condition. The patient should be cared for in the ICU and supportive 

measures initiated, including close neurologic evaluation and glucose 

monitoring (Han and Hyzy, 2006). 

Although survival rates for patients with ALF improved since the 

availability of liver transplantation, ALF remains a very critical condition 

that can take a previously healthy individual to terminal illness in a matter 

of days. The most important indicator that ALF is progressive and may be 

life-threatening is the development of acute hepatic encephalopathy. This 

condition is the key element in the definition of the most serious forms of 
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ALF: fulminant hepatic failure (F.H.F) and sub-massive hepatic necrosis 

(S.H.N). Fulminant hepatic failure is defined as the development of acute 

hepatic encephalopathy within 8 weeks of the onset of symptomatic 

hepato-cellular disease in a previously healthy person. Sub-massive 

hepatic necrosis is defined as the development of acute hepatic 

encephalopathy within 9-24 weeks of the onset of symptomatic hepato-

cellular disease in a previously healthy person (Michael, 2001). 

Many different nomenclatures have been used to describe F.H.F 

O’Grady’s nomenclature is frequently used which divides patients into 

three groups: hyper-acute, acute and sub-acute (Table 1-1) (Laurence et 

al., 1997). 

Table 1-1: O’Grady’s nomenclature of F.H.F. 

Group Time from onset of 

jaundice to 

encephalopathy (in 

days) 

Frequency of 

cerebral odema 

(in percent) 

Frequency 

of ascites 

Hyperacute <8 days Frequent (69%) Rare 

Acute 8-28 days Frequent (56%) Rare 

Subacute >28 days Rare (14%) Frequent  

                                                                           Laurence et al., 1997 

 

Ostapowicz and his colleages (2002) reported that the most 

common causes of ALF in the United States are acetaminophen 

(paracetamol) toxicity (39%), idiosyncratic drug reaction (13%), hepatitis 

A and B (12%) and at times no etiology can be determined (17%). 

The hall mark features of F.H.F are Hepatic encephalopathy and 

co-agulopathy. Patients with F.H.F can rapidly progress from mild 

hepatic encephalopathy to deep coma (Table 1-2) (Marrero et al., 2003). 


