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Shah N et al, Clin Gastroenterol Hepatol 2019 



EARLY ALD IS THE MOST 
OVERLOOKED PHENOTYPE IN 

CLINICAL HEPATOLOGY

CAMPAIGNS AIMED AT 
DETECTING SILENT 

FORMS OF ALD WITH 
ADANCED FIBROSIS ARE 
URGENTLY NEEDED AT A 

GLOBAL LEVEL

Pancreatitis 

Neuropathy ?

Myocardiopathy ?

Nephropathy ?



HOW CAN WE REVEAL ALCOHOL USE UDERREPORTING ?

- Suspect alcohol as a factor or co-factor of liver disease: physical 
exam, labs (AST, GGT), exclusion other causes.

- Build trust in your relationship with your patient before asking. 

- Be sensitive to the stigma (gender, background, religion, legal). 

- Ask family members.

- Overshooting (“ask in a relaxed way if the last drink was this 
morning or last night”).

- Alcohol or metabolites detection in urine or blood. 

- Liver biopsy in severe cases with uncertain alcohol assessment ?



ALCOHOL BIOMARKERS

Cabezas, Lucey & Bataller. Clin Liver Dis 2017



~ fibrosis

~ steatosis

Stiffnes
s

FIBROSCAN IN PATIENTS WITH  ASYMPTOMATIC ALD

Melin et al. Alcohol Addicto 2005
Nahon et al. J Hepatol 2008
N’Guyen-Khac et al. Alimen Pharmacol Therap 2008
Mueller S. W J Gastroenterol 2010

F01 vs F234: varies from 0.89 to 0.96
F0123 vs F4: varies from 0.90 to 0.94

PRIMARY CARE CENTERS ADDICTION CENTERS



MANAGEMENT OF PATIENTS WITH COMPENSATED-SILENT ALD

Clinical-analytical picture

Biopsy  (diagnostic uncertainty)

Motivational therapy
Vitamin B + folic acid
Antioxidants (?)

ALD

PHARMACOTHERAPY AUD
(Disulfiram, Baclofen, Acamprosate) 

ANTIFIBROTIC DRUGS
(i.e. angiotensdin blockers)

AST>ALT, GGT, VCM, other affected organs
Physical exam

Self-report (AUDIT), family,
Rule out other causes: 

ANA, ferritin, HCV, HBV 

vsNon-invasive assessment
(ECO, Fibroscan, MR) 



NATURAL HISTORY OF ALD

Steatosis

Fibrosis

Cirrhosis

Normal liver

20-40%   

8-20%   

HCC

3-10%   

80-90%   

Decompensation (+ infections)

20-40%   

Alcoholic 
steatohepatitis

Alc Hep





ALCOHOLIC HEPATITIS

IS THERE ANYTHING NEW IN THE 
DIAGNOSIS OR MANAGEMENT ?



Can we establish a 
definitive diagnosis of 

alcoholic hepatitis based 
on clinical/analytical 

parameters ? 



Are there confounding factors ?

What is the certainty of the 
diagnosis without a liver biopsy ?



Gastroenterology 2016;150:785–790

TJB

All negative Any positive

Biopsy-
proven AH

Clinically 
diagnosed AH

CLINICAL FEATURES OF ALCOHOLIC HEPATITIS

 Suspicion ischemic hepatitis (hypotension, cocaine)
 Atypical labs (i.e. GOT or GPT more 500, similar GOT - GPT, etc).
 Sepsis at admission
 Uncertain alcohol assessment
 Use of any potential hepatotoxic substance in the last month

PROBABLE
AH

Confounding factors

DEFINITIVE
AH

Other
diagnoses

Not possible
Uncertain 

AH

POSSIBLE
AH

DIAGNOSIS OF AH



How can we assess the 
severity of the episode and 

the need for specific 
therapy ?



Model Bilirubin PT/IN
R

Creatinine Urea Age Leucocytes

Maddrey DF* ✓ ✓

MELD ✓ ✓ ✓

GAHS* ✓ ✓ ✓ ✓ ✓

ABIC* ✓ ✓ ✓ ✓

PROGNOSTIC MODELS FOR ALC HEP

Modified from EASL CPG: Management of Alcoholic Liver Disease. J Hepatol 2012.

21

32

9

Severe vs non-severe







None/mild vs severe PMN infiltration

Patient #1 Patient #2

4-times more chances to survive



• Patients start w/supportive measures
• Enteral nutrition (2,000 kcal/day)
• Infection screening

– Urine culture negative 
– Blood culture negative
– Chest X ray no signs of infection
– Ascitic fluid not infected.

• Prophylaxis bacterial infections
• A short-intervention for the alcohol misuse was 

started by an addiction therapist

General measures



Does alcohol relapse 
influence long-term 

survival ?

How I can help the patient ?



Altamirano et al, Hepatology 2017

60% relapse

IMPACT ALCOHOL RELAPSE ON SURVIVAL



TREATING AUD IN A PATIENT-CENTERED MANNER

COMMON ASSOCIATED 
CONDITIONS

Isolation
Stigma
Transportation
Insurance

SOCIAOECONOMIC
FACTORS

PTSD
Sexual abuse
Depression
Anxiety
Sleep
Pain

Family history
Genetic risk
Other addictions

GENETIC-ENVIRONMENTAL
FACTORS

• Specialized nurse
• Addiction therapist
• Social worker
• Financial counselor
• Hepatologist

MULTIDISCIPLINARY ALD CLINIC





6 PRACTICAL ADVISE TO MANAGE PATIENS WITH ALD

1. Start talking about alcohol in every single visit even if the patient 
is abstinent.

2. Be motivational and not confrontational. 

3. First counseling session in the first visit / hospitalization by an 
addiction specialist (or by the liver GI specialist).

4. Remember that some patients need in-house detox !!

5. Early visit after patient’s discharge (free slots in a specialized 
clinic).

6. Fight for them ! They sense if you care. If you succeed, it is very 
rewarding.



Rogal S et al, Hepatology 2020

IMPACT OF TREATMENT OF AUD IN ALCOHOLIC CIRRHOSIS



WITHDRAWAL SYNDROME IN PATIENTS WITH AlcHep

1. Timing: 12h – few days after alcohol cessation
2. Symptoms: agitation, confusion, coma, sweating, hypertension, 

animal hallucinations (ants)
3. Differential diagnosis

• Encephalopathy: flapping, high ammonia levels
• Chronic cognitive impairment (previous history, atrophy CT scan)
• Delirium not related to alcohol in hospitalized patient (ICU, hypoxia, sepsis)
• Stroke: neurological signs, CT/MRI
• Status epilepticus: EEG, previous episodes, can be a manifestation WDS.
• Wernicke-Korsakoff: deficit vit B1, ophthalmoplegia, fabulation, malnourished patient, iv glucose
• Meningitis: fever, signs physical exam, LP results
• Encephalitis: clinical symptoms viral serology, MRI results, LP results

4. Prophylaxis: chlordiazepoxide, flunitrazepam-clonidine, 
chlormethiazole, baclofen. 

5. Therapy: CIWA-based diazepam: risk coma, aspirative
pneumonia. 



• At day 3, serum creatinine increased from 0.8 mg/dl 
to 2.0 mg/dl

AKIN CRITERIA of AKI: 
Increase in serum creatinine of ≥ 0.3 mg/dl
Increase in serum creatinine of ≥50%

Altamirano et al, Clin Gastroenterol Hepatol 2012

CASE PRESENTATION



What are the specific 
therapeutic options for this 

patient ?

Pentoxifylline or Prednisolone ?? 



20151971



THERAPEUTIC WINDOW FOR THE BENEFIT OF STEROIDS

Arab JP et al, AASLD 2020



Is there any effective therapy for 
patients non-responding to 

prednisolone ?



- Offered to highly 
selected patient with 
corticosteroid-resistant 
Alc Hep (< 2% admitted 
patients).

- Very low relapse rate: 3 
out of 26 patients.



• Retrospective study of 
12 centers in 8 UNOS 
Regions

• 147 LT for severe AH
• Median MELD 39
• 3-year survival:

– 100% in non-relapsers
– 75% in relapsers

(p=0.03)
– 84% overall survival 

Gastroenterol 2018; 155:422-430

US STUDY: ACCELERATE
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