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5 DANGERS

of Self-Medication.

5 shocking Dangers of Self Medication you must know




@@ @Management of ALF

guidelines

1 Introduction to the Revised American Association for the
Study of Liver Diseases Position Paper on Acute Liver
Failure 2011

1 William M. Lee AASLD Position Paper:
n The Management of Acute Liver
1 R. Todd Stravitz, and Falte Undal 20T 1

1 Anne M. Larson

William M. Lee
Anne M. Larson
R. Todd Stravitz

Table 1. Quality of Evidence on Which a Recommendation Is
Based®

Definitdon

Handomized controlled tnals

Controlled trials without randomization
Cohort or case-control analytic studies
Multiple time senes, dramatic uncontrolied expenments
Opinions of respected authorities, descriptive epidemiology




@@ @ EASL guidelines

EASL Clinical Practical Guidelines on the management
of acute (fulminant) liver failure™

European Association for the Study of the Liver*

J. Hepatology 2017 66:1947-1081

Grade of evidence

Randomized, controlled trials

Controlled trials without randomization

Cohort or case-control analytical studies

Multiple time series, dramatic uncontrolled experiments
Opinions of respected authorities, descriptive epidemiology

Grade of recommendation

1 Strong recommendation: Factors influencing the strength of the recommendation
included the quality of the evidence, presumed patient-important outcomes, and cost

Weaker recommendation: Variability in preferences and values, or more uncertainty:
more likely a weak recommendation is warranted
Recommendation is made with less certainty: higher cost or resource consumption

EASL
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BM) Best Practice
@@ @ Acute liver failure

Acute liver failure (ALF) is a rare syndrome defined by a
rapid decline in hepatic function characterised by
jaundice, coagulopathy (INR >1.5), and hepatic
encephalopathy in patients with no evidence of prior liver
disease. The interval from the onset of jaundice to the
development of encephalopathy occurs within 24 to 26
weeks and may further classify ALF into categories based
on hyperacute, acute, or subacute presentations.
Although clinical jaundice is considered a defining feature
of ALF, it may not always be present, particularly in
hyperacute presentations. The term acute liver failure is
preferred over fulminant hepatic failure or acute hepatic
necrosis, although these terms have been used historically
to classify hepatic failure.



Guidelines 1

1. acute liver failure -~
L HEBVEGRN - xIFEEA ICU.

1. Patients with ALF should be hospitalized ana
monitored frequently, preterably in an ICU (l11).

ICU
Coma Unit
Liver ICU
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2. Contact with a transplant center
3. precise etiology of ALF

1 2. Contact with a transplant center and plans to
transfer appropriate patients with ALF should be initiated
early in the evaluation process (lll).

1 3. The precise etiology of ALF should be sought to guide
further management decisions (ll1).

Assessment and management at presentation MM‘

* Immediate measures
— Determine aetiology to guide treatment, especially LTx

Primary or secondary causes of ALF and need for transplantation

alaria

ALF Budd-Chiari
HBV reactivation

No indication for emergency LTx



2.Contact with a liver
transplantation center

NYU Langone Transplant
Institute

NYU Langone Health Manhattan Campus.

hospital.




3. PrECISE etlivlogy it ALE

Differential diagnosis based on clinical features

Aetiology Clinical features

Paracetamol Very high levels of aminotransferases and low level of bilirubin. Rapidly progressive
disease, acidosis and renal impairment. Low phosphate may be seen as a good
prognostic marker but replacement is required

Non-paracetamol Subacute clinical course can mimic cirrhosis, clinically and radiographically

Acute Budd—Chiari Abdominal pain, ascites and hepatomegaly; loss of hepatic venous signal and reverse
syndrome flow in portal vein on ultrasound

Wilson disease Young patient with Coombs (DAT)-negative haemolytic anaemia with a high bilirubin to
ALP ratio; Kayser—Fleischer ring; low serum uric acid level; markedly increased urinary
copper

Mushroom poisoning | Severe gastrointestinal symptoms after ingestion; development of early AKI

Autoimmune Usually subacute presentation — may have positive autoantibodies, elevated globulin and
characteristic lymphocyte pattern when compared to viral and seronegative aetiologies

Malignant infiltration History of cancer, massive hepatomegaly; elevated ALP or other tumour markers

Acute ischaemic Marked elevation of aminotransferases, increased lactic dehydrogenase and creatinine,
injury which normalize soon after stabilization of haemodynamic instability. Patients with
severe congestive heart disease or respiratory disease

Possible indication for emergenc No indication for emergency |

Malignant infiltration of the liver and acute ischaemic injury
are not indications for LTx (EASL)



4. acetaminophen

overdose
14. For patients with known or suspected

acetaminophen overdose within 4 hours
of presentation, give activated charcoal
just prior to starting NAC dosing (l).

* Drug-induced liver injury is the most frequent cause of severe
ALl and ALF

— Especially paracetamol overdose

Recommendations B Grade of evidence [l Grade of recommendation

At admission, a toxicology screen and determination of paracetamol
level are necessary in every patient, although levels will frequently be
negative. If the patient already has coagulopathy and increased serum
aminotransferases, N-acetyl cysteine therapy should be given

Prognosis is worse in patients with staggered ingestion of
paracetamol. These cases are more likely to develop multiple organ failure 11-3
when compared to those with a single ingestion point

ALF caused by non-paracetamol drug-induced hepatotoxicity is a diagnosis EASL
of exclusion




o. NAC, IV

15. . Begin NAC promptly in all patients
where the quantity of acetaminophen
Ingested, serum drug level or rising
aminotransferases indicate impending or

evolving liver injury (I1-1).
1 NAC: N-ACETYL CYSTEINE -\

1 OTHER NAME(S): Acetyl Cysteine, Acétyl Cystéine, Acetylcysteine, ACETYRORTEINE Sownon_
1 Acétylcysteine, Chlorhydrate de Cystéine, Cysteine, Cystéine, -

Cysteine Hydrochloride..
1 N-acetyl cysteine is used to counteract acetaminophen (Tylenol)

and carbon monoxide poisoning
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https://www.webmd.com/drugs/drug-362-acetaminophen+oral.aspx

6. acetaminophen
, NAC

1 6. NAC may be used In cases of acute
liver failure in which acetaminophen
Ingestion Is possible or when knowledge of
circumstances surrounding admission Is
Inadequate but aminotransferases suggest
acetaminophen poisoning (I11).



/.mushroom poisoning
Penicillin and NAC,

17/.In ALF patients with known or
suspected mushroom poisoning, consider
administration of penicillin G and N-
acetylcysteine (lll)

1 8. Patients with acute liver failure
secondary to mushroom poisoning should
be listed for transplantation, as this
procedure Is often the only lifesaving
option (I11).



8. Initial lab.
Analysis in ALF

Table 2. Initial Laboratory Analysis

Prothrombin time/INR

Chemistries
sodium, potassium, chloride, bicarbonate, calcium, magnesium, phosphate
glucose
AST, ALT, alkaline phosphatase, GGI, total bilirubin, albumin creatinine, blood
urea nitrogen

Arterial blood gas

Arterial lactate

Complete blood count

Blood type and screen

Acetaminophen level

Toxicology screen

Viral hepatitis serlogies
anti-HAV 1gM, HBsAg, anti-HBc IgM, anti-HEVS, anti-HCV, HCV RNA*, HSV1
lgM, V2V

Ceruloplasmin level™

Pregnancy test (females)

Ammonia (arteral if possible)

Autoimmune Markers
ANA, ASMA, Immunoglobulin levels

HIV-1, HIV-2%

Amylase and lipase

CBC
LFT:
Prothrombin time
Acetaminophen level
Viral markers
Anti i HAV IgM
Anti HBV, Ig M
Anti HCV and HCV RNA
HSV1 IgM
VzZV
Ceruloplasmin level
Pregnancy test
Blood Ammonia



(41 )

1 9. Obtain details (including onset of ingestion, amount
and timing of last dose) concerning all prescription and
non-prescription drugs, herbs and dietary supplements
taken over the past year (lll).--Medication history

1 10. Determine ingredients of non-prescription medications
whenever possible (l11).

1 11. In the setting of acute liver failure due to possible drug
hepatotoxicity, discontinue all but essential medications

(111)
1122 N-acetyl cysteline may be Dbence
failure due to drug-induced liver injury (1).



10. (A,B,C,E),

1 13. Viral hepatitis A- (and E-) related acute
liver failure must be treated with
supportive careasnovirus-s pe cl y c
treatment has proven to be effective (lll).

Hepatitis A S" T:::es Jaundice

S in diameter, non-enveloped sphaerical particle
I t_ HAV Genome: +ssRNA (positive sense, single stranded RNA)
gM Virus igstool /
@
) .
; C RN
-h ‘

012 3456 7 8 9 10 1112
Weeks post exposure




11. B , B
(Nucleostide)

1 14. Nucleos(t)ide analogues should be
considered for hepatitis B-associated
acute liver failure and for prevention of
post-transplant recurrence.(lll)

illness




12. (ceruloplasmin and
Cu) Wilson disease

116. To exclude Wilson disease one should
obtain ceruloplasmin, serum and urinary
copper levels, slit lamp examination for

Kayser-Fleischer rings, hepatic copper

evels when liver biopsy Is feasible, and total

nilirubin/alkaline phosphatase ratio (Il ).




