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Liver Disease

* Acute Alcoholic
Hepatitis

* ACLF

Nicolae Grigorescu

Two Drinkers



Definitions

* Alcohol Use Disorde

Definition: A problematic pattern of alcohol use leading to clinically significant impairment or
distress, as manifested by at least two of the following, occurring within a 12-month period:

1. Alcohol is often taken in larger amounts or over a longer period than was intended.

2. There is a persistent desire or unsuccessful efforts to cut down or control alcohol use.

3. A great deal of time is spent in activities necessary to obtain alcohol, use alcohol, or recover from its effects.
4. Craving, or a strong desire or urge to use alcohol.

5. Recurrent alcohol use resulting in a failure to fulfil major role obligations at work, school, or home.

6. Continued alcohol use despite having persistent or recurrent social or interpersonal problems caused or
exacerbated by the effects of alcohol.

7. Important social, occupational, or recreational activities are given up or reduced because of alcohol use.

8. Recurrent alcohol use in situations in which it is physically hazardous.

9. Alcohol use is continued despite knowledge of having a persistent or recurrent physical or psychological
problem that is likely to have been caused or exacerbated by alcohol.

10. Tolerance, as defined by either of the following:a.A need for markedly increased amounts of alcohol to
achieve intoxication or desired effect.b.A markedly diminished effect with continued use of the same
amount of alcohol.

11. Withdrawal, as manifested by either of the following:

a. The characteristic withdrawal syndrome for alcohol.

b. Alcohol (or a closely related substance, such as a benzodiazepine) is taken to relieve or avoid
withdrawal symptoms.

The presence of at least 2 of these criteria indicates an AUD. The severity of the AUD is defined as:
Mild: The presence of 2 to 3 criteria
Moderate: The presence of 4 to 5 criteria
Severe: The presence of 6 or more criteria
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Definitions

* Alcohol Assoclated

Spectrum of Disease

Liver Disease

Complications include Acute Alcohol

Hepatitis and ACLF

Normal liver

Normal liver Steatosis

Steatosis

W Alcohol use
_’

Alcoholic hepatitis
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Moderate alcoholic Cirrhosis
hepatitis £ fibrosis

Risk factors:
Gender

Amount alcohol
Obesity

PNPLA3 variations
Smoking, coffee
Viral hepatitis




Definitions

* Alcohol Associated Liver Disease

ACLF
Cirrhosis +M —+ 1 Mortali
Chronic HBV — ODS —1 ity
Chronic HCV v — .
Autoimmune “— { Acute injury event » T Biliubin ‘.
NASH ' EtOH, infection, hypotension or other T Pro-inflammatory
Alcohol 1 Cytokines --
Other
+MODS — t Mortality + MODS — 1 Mortality
Bilirubin 1 Bilirubin / o
;ro-inﬁammatory t Pro4nflammatory
t Cytokines T Cytokines

Severe alcoholic A Severe alcoholic
hepatitis hepatitis
? ?\ No cirrhosis 10 grarhosis
_—

Normal liver Steatosis Moderate alcoholic Cirrhosis
hepatitis £ fibrosis

Alcohol use

—honise o

Szabo, G Journal of Hepatology 2018 vol. 69 | 269-271



South Africa and Alcohol

Heavy drinking and contextual risk factors among
adults in South Africa: findings from the International

Alcohol Control study
* 47% Regular drinkers

Pamela J. Trangenstein, Neo K. Morojele, Carl Lombard, David H. Jernigan & Charles D. H. Parry &

Substance Abuse Treatment, Prevention, and Policy 13, Article number: 43 (2018) | Cite this article

* 53% Heavy drinkers
* 3.5% Increase In Alcohol use over the last 30 years

* Global Burden of Disease Study 2020 reported 1.78 million deaths attributed
to alcohol consumption



Medications for Alcohol Use Disorder (MAUD) Improve Survival in

AI CO h O I US e D| SO rd er an d Alcohol Related Cirrhosis
m an ag e m e n t Study Population Intervention Outcome

 Diagnosis of cirrhosis

°* Few patients get help

* 22% of patients with AUD were

. Rabiee, et al. Hepatol Commun. 2023. HEPATOLOGY
offered Intervention
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Table 2. Odds Ratios for the Development of Alcohol-Associated Liver Disease After Medical Addiction Therapy
Medical addiction therapy Adjusted odds ratio (95% Cl) P value B Mean time to decompensation in untreated growp vs treated group
Any pharmacotherapy 0.37(0.31-0.43) <,001 10+
Gabapentin 0.36(0.30-0.43) <.001
Topiramate 0.47 {0.32-0.66) <, 001 2
o Baclofen 0.57 (0.36-0.88) 01 =
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JAMA Netw Open. 2022;5(5):€2213014



AUD Pathway

Alcohol
Scoring:

Questions

How aften do you have a drink containing
alcohal?

How many units of alcohol 0o you drink on a
typical day when you are drinking?

How often have you had 6 or more units
female, or 8 or more if male, on a single
OCCAson in the |ast year?

Questions

How often during the last year have you found
that you were not able to stop drinking once you
had started?

How aftan during the last year have you failed to
00 what was normaily expected from you
because of your drinking?

How often during the fast year have you needed
an alcoholic drink in the moming to get yourses
Q0ing after a heavy drinking sessicn?

How often during the fast year have you had a
feehing of guilt or remorse after drinking?

How often during the last year have you been
unable to remember what happened the night
befare because you had been drinking?

Have you or samebody @lse been injured as a
result of your drinking?

Has a relative or friend, doctor or other health
worker been concerned about your drinking ar
suggested that you cut down?

Scoring: 0 - 7 Lower risk, 8§ - 18 Increasing nsk,
16 =~ 19 higher risk, 20+ possible dependence

A tolal of 5+ indicates mcreasing or higher risk drinking
An averall total score of S or above is AUDIT-C positive.

Never

Nevar

Nevar

Novar

Never

Never

1 2 3
2-4 2+3
Morehly  times  Gmes
or less per per
manth  week
3-4 586 7-9
Less
than  Morthly Weekly
manthly
Scoring system
1 2 3
Less
than  Moethly  Wesldy
manthly
Less
than  Morthly  Weekly
maonthly
Less
thars  Morehly  Weekly
monthly
Less
than  Morthly  Weskly
monthly
Less
than  Morthly Weekly
monthly
Yes,
but not
In the
last
year
Yes,
but not
Inthe
last
yoar
PTO

during

Your
score

-

/ \
Patient presentation with nonspecific symptoms
or abnormal liver function test results

v

A\

N\
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ascites, hepatic encephalopathy, or variceal bleeding)

[Patient presentation with liver symptoms (eg, iaundice]

AUDIT score <8

» AUDIT-C screening for alcohol use disorder (AUD) if 23 alcoholic drinks/d in men
or 22 alcoholic drinks/d in women and other liver disease excluded’

» Full AUDIT screening for AUD if AUDIT-C 24 in men or 23 in women

......................................................................................................

AUDIT score 8-20

AUDIT score >20

([ Noawp |

( migavp )

( Severe AUD ]

« Brief intervention with
feedback on alcohol use
and its associated harm

« Addiction treatment

Perform liver ultrasound

» Noninvasive serum marker tests for advanced fibrosis

...................................................................

ELF score <10.5 or ELF score 210.5 or
Fibrotest <0.58 or Fibrotest 20.58 or
FIB-4 <3.25 FIB-4 =23.25

\J

» Monitor every 3-5 y with
clinical evaluation and
noninvasive assessment

'
» Transient elastography for risk of advanced fibrosis

-------------------------------------------------------------------

LSM <15 kPa LSM 215 kPa

High risk

« Perform liver biopsy after

Low-intermediate risk

« Perform liver biopsy after

reviewing risks and reviewing risks and
benefits or for research benefits or for research

* Monitor every 1 y with * Screen for HCC every 6 mo
clinical evaluation and with ultrasonography

noninvasive assessment ¢ Perform UGIE to screen

for variceal bleeding®

| Accelerated referral to liver specialist

J

Referral to liver specialist

» Manage cirrhosis complications (eg, ascites, hepatic
encephalopathy, or variceal bleeding)

« Screen for hepatocellular carcinoma (HCC)
with ultrasonography

« Perform upper gastrointestinal endoscopy (UGIE)
to screen for variceal bleeding

« Vaccinate for hepatitis A and hepatitis B

« Evaluate for liver transplant if Model for End-stage
Liver Disease (MELD) score >17 despite abstinence

.

» Work up for alcoholic hepatitis if jaundice (see Figure 3)

F




Severe Acute Alcohol Hepatitis

Abrupt onset of liver
fallure

Sudden onset of Jaundice
INn an individual with
recent active alcohol use

It Is defined by set
clinical, biochemical and
histological criteria

Probable AH

Clinically diagnosed without
potential confounding factors

Definite AH

Clinically diagnosed

Histologic
diagnosis

Clinical
diagnosis

Possible AH

and biopsy proven
Clinically diagnosed with
potential confounding factors

o il

Biopsy needed for confirmation of AH

Clinical diagnosis of AH
*  Onset of jaundice within prior 8 weeks

*  Ongoing consumption of >40 (female) or 60 (male) g alcohol/day for 26 months, with <60 days of abstinence
before the onset of jaundice

« AST >50, AST/ALT >1.5, and both values <400 IU/L

«  Serum total bilirubin >3.0 mg/dL

Potential confounding factors
» Possible ischemic hepatitis (e.g., severe upper gastrointestinal bleed, hypotension, or cocaine use within 7 days)
or metabolic liver disease (Wilson disease, alpha 1 antitrypsin deficiency)
* Possible drug-induced liver disease (suspect drug within 30 days of onset of jaundice)
* Uncertain alcohol use assessment (e.g., patient denies excessive alcohol use)
* Presence of atypical laboratory tests (e.g., AST <50 or >400 IU/L, AST/ALT <1.5), ANA >1:160 or SMA >1:80.

1 Bilirubin e~
Pro-inflammatory .";:,,

t Cytokines i -
Severe alcoholic
hepatitis
? 7\ No cirrhosis
Alcohol use Alcohol use

Alcohol use

i
g

Normal liver Steatosis Moderate alcoholic Cirrhosis
hepatitis £ fibrosis

Szabo, G Journal of Hepatology 2018 vol. 69 | 269-271
Hepatology71(1):306-333, January 2020.



Severe Acute Alcohol Hepatitis

Initial Evaluation
- - Clinical presentation:
r I t e r I a Prolonged alcohol intake (>60 g/day for men or >40 g/day
for women) until <8 wk before presentation, recent-onset
jaundice, malaise, ascites or edema, fever (in 30-50%

of patients), tender hepatomegaly, confusion, and asterixis
(in 50%)

* Onset of jaundice within the previous 8 weeks gt i sl biirubin (-3 g/, ASTSALT

(>2x ULN), AST <400 IU/liter, GGT >100 U/liter, albumin
<3.0 g/liter, INR >1.5, platelet count <150,000/mm?3;
in some cases, nonimmune hemolytic anemia

* Ongoing consumption of more than 3 drinks |
(apprOXImater 40 g) per da.y for Women and 4 Rule Out Other Reasons for Jaundice
drinks (approximately 50 to 60 g) per day for men " HCE, by sbsmaton, or Budd-Chisr syndrome

Perform Doppler abdominal ultrasonography and,
for 6 months or more if indicated, CT or MRI-MRCP
Drug-induced liver injury:
Review detailed history of medications, supplements,
and pharmacy records
Check http://livertox.nih.gov

* Less than 60 days of abstinence before the onset b
of jaundice Ao hepat

Severe autoimmune hepatitis if first episode, clinical
suspicion (ANA, ASMA, 1gG), or both
Ischemic hepatitis:

* Total serum bilirubin level of more than >50 pmol

bleeding, or recent cocaine use

per liter 1

Role for Transjugular Liver Biopsy

Atypical presentation, laboratory tests (e.g., AST or

* AST level of more than 50 IU per liter, and a ratio ALT ~4001Ulte), or bot

Uncertain alcohol assessment

of AST to ALT of more than 1.5, with both values Figh suspition of autormmune hepatite. T
less than 400 U per liter | ' |

All negative Any positive

|
* EXxclusion of other liver diseases such as drug-
iInduced liver injury and ischemic hepatitis | | |

Histologic confirmation Not available
Definite alcohol-associated hepatitis, Possible alcohol-associated hepatitis,

biopsy-proven clinically suspected




Severe Acute
Alcohol Hepatitis

* 20-50% Mortality with
hospitalised patients

* Scoring systems to predict
Mortality

* MELD >20
* MDF >32

* Lille scoreonday4or?7

Alcohol-Associated
_Hepatitis
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Drugs targeting gut-liver axis
dysfunction and dysbiosis Probiotics (Lactobacillus subtilis, Streptococcus

A Gut-Liver Axis

Local immune

faecium, L. rhamnosus GG)

—— Impaired bile-acid metabolism
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Disruption of tight junctions
Increased gut permeability
Intestinal epithelial injury

Altered gut microbiome
O “@ Fungal biodiversity imbalance
0@
o

alteration € Changes in intestinal virome O
o
o o _
o @
—— - o © Increased pathogenic bacteria @
Y 7 (Enterococcus faecalis) = @
CIRCULATION O o
DAMPs PAMPs ¥ @
o &
O O e
« Antibiotics (rifaximin, amoxicillin—clavulanic acid) « Bovine colostrum + antibodies against LPS

« Fecal microbiome transplantation

Antiinflammatory drugs - Canakinumab

Systemic inflammatory

« Anakinra response
~ ®
_ . B O W2 Cell-free DNA A ) )\
SYSTEMIC Circulating = 10 O Cytokine -/
CIRCULATION extracellular DAMPs released O O A e ) spill
vesicles o ~ from hepatocytes st — o vl
N\ o

B Hepatocyte Dysfunction

0
o))

~iD J D DN

A\\V \v
\\ \V ¢

" Ethanol
ADH | CYP2E1

Acetaldehyde CY—>P2E1 ROIs

Lipid <
peroxidation

SINUSOID

\

Kupffer-cell . “

activation Local immune-
.~ . cell recruitment °
= ® Q\:& o '(/\\‘)
L] <\/\ O ~ (@) L4
o Cytokine
spill  ° ‘a " A oy
Hepatocyte injury - - @ Fibrogenic-cell activation,
Mallorv—Dehk bodies i pericellular fibrosis
an(} el é o o () &, (“chicken-wire” appearance)
DUCTULE S o s v Transition to
=4 O o : \O biliary phenotype
(@) L —/ / h
Hepatocyte ORUSOAN § Necroapoptosis
dedifferentiation - and DAMPs release
TGFBL1, 1 Hippo
YAP, ! HNF4a Expansion of liver =3 Impaired synthetic
progenitor cells ~ and metabolic functions
Antioxidants Drugs targeting liver regeneration Drugs targeting
« N-acetylcysteine + enteral nutrition  « Interleukin-22 apoptosis
« Metadoxine « G-CSF

« n—5 Fatty acids

« Selonsertib

« G-CSF plus N-acetylcysteine

o« Emricasan

C Development of Liver Decompensation

Portal hypertension

« Ascites

« Hepatic encephalopathy
« Variceal bleeding

« Hepatorenal syndrome

Liver failure

« Jaundice

« Coagulation disorders

« Synthetic function failure
« Malnutrition

Immune paralysis

Multiorgan failure

« SIRS « Acute-on-chronic
« Sepsis liver failure
« Infections « Death




Severe Alcohol Hepatitis

Management

* Supportive
* Nutritional support
* Prednisone

* NAC

Nutritional support:

if levels are low

Infection:

antibiotics

Consult addiction specialist

Treat Liver-Related Complications and Alcohol Use Disorder

Liver-related complications and AKI:
Administer diuretics for ascites or edema, albumin with
or without terlipressin or norepinephrine if AKI-HRS
If Gl bleeding, administer endoscopic and pharmacologic therapy
If HE, administer lactulose and rifaximin and treat precipitant

Administer parenteral vitamin K, vitamin B complex, vitamin D

Administer enteral nutrition if calorie intake <21.5 kcal/kg/day
with goal of 35-40 kcal /kg/day

Perform extensive workup for infection (cultures, ascitic fluid
analysis, chest radiography, urinalysis)
If suspicion of infection, administer early broad-spectrum

Management of alcohol use disorder:
Prevent with chlormethiazole; if withdrawal, CIWA protocol,

benzodiazepines (chlordiazepoxide preferred)

Consider baclofen or acamprosate (if not AKI) at discharge

|

MELD score >20 (maximum benefit, MELD score of 25-39)
Alternative: calculate serum bilirubin trajectory

|

Administer prednisolone (or prednisone if not available), 40 mg/day

y y
Lille model at 4 or 7 days <0.45 Alternative: Lille model at 4 or 7 days
>0.45
y y

Complete 4 wk of prednisolone

Stop prednisolone

Consider early orthotopic liver
transplantation if approved in
the center

Consider clinical trials




Non Responders

Liver transplantation

________ L Responder controls
=) Ll -\-——‘_ ______ 1 85+4%
) ' I :] P=0.33
75 - Patients undergoing transplantation 77i8‘7:
g
= P<0.001
2 504
C -
=
0 -
| Nonresponder controls
25— 30+6%
0 | | |
0 2 4 6
Months
No. at Risk
Responder controls 92 77 75 71
Patients undergoing 26 21 21 20
transplantation
Nonresponder controls 69 21 21 19

The NEW ENGLAND
JOURNAL of MEDICINE Univers

SPECIALTIES v TOPICS v MULTIMEDIA v CURRENT ISSUE wv LEARNING/CME v AUTHOR CENTER PUBLICATIONS wv

ORIGINAL ARTICLE f X in t

Early Liver Transplantation for Severe Alcoholic
Hepatitis

Authors: Philippe Mathurin, M.D., Ph.D., Christophe Moreno, M.D., Ph.D., Didier Samuel, M.D., Ph.D., Jéréme
Dumortier, M.D., Ph.D., Julia Salleron, M.S., Francois Durand, M.D., Ph.D., Héléene Castel, M.D., +14 , and Jean-Charles
Duclos-Vallée, M.D., Ph.D. Author Info & Affiliations

Published November 10, 2011 | N Engl ] Med 2011;365:1790-1800 | DOI: 10.1056/NE)Mo0a1105703

* 26 carefully selected patients
* 10% of all patients with AAH

* Transplantation showed a significant
survival benefit.



Non Responders

Liver Transplantation

American Consortium of Early Liver Transplantation for Alcoholic
Hepatitis: ACCELERATE-AH

A i, 12 centers in 8 UNOS regions Post-Transblant Outomes
2 o5 1 Year 3 Year
S 04 = no specific sobriety |
E period (n=147) — Sustained
£ 02- Alcohol Use
J After

00 Transplant
At isk Gastroenterology
B .. * Confirmed the prior French study
% 0.8 - . .
5 0 * 34% went back to Alcohol, most returned to dangerous drinking
2 o patterns

00, , . . * Significant survival benefit for patients who abstained

0 1 2 3
Time since LT (years)

Alcohol use post-LT ———— Overall

Overall 147 103 60 37
No 101 67 38 22
Yes 40 36 22 16



Liver transplantation

What about the 6 month rule?

* Many recover and don't need transplant

* Allows to assess commitment to rehabilitation

* 6 month rule Is Inadequate to assess long term alcohol abstinence

* Severe Alcohol Hepatitis- Patients are unlikely to survive that long!



Liver Transplant for Acute Alcohol Hepatitis

Is this then the new standard of Care?

* First presentation
* Absence of other comorbidities

* Non response to medical management

* Psychosocial assessment
* Structure In place to support post transplant

* Transparency



Ethics

Justice

Considerable stigma amongst
medical personnel and the public

Equity
Utility
Urgency

EQUITABLE BENEFIT APPROACH

CRITERIA AND
METRICS %

PRINCIPLES

BALANCED ALLOCATIVE MEDICAL

PRINCIPLES e [ndicationsto LT

e Contraindicationsto LT

e Metrics (IMELDNa, HCC-
MELD)

» Urgency
 Health Equity
o Utility

PSYCHOSOCIAL
Indicationsto LT

« Transparency, publicity, Contraindicationsto LT
and engagement Metrics (Stanford

« Trust and accountability Integrated Psychosocial

e Science and evidence- Assessment for Transplant
informed decisions score)

o Flexibility and temporality

PROCEDURAL PRINCIPLES

+»Melrics may be modified or updated to
properly apply the allocative principles.



| ocal Factors

Case Vignette

* 28 year old computer engineer

* Worked from home

Liver Functions

* Escalated drinking habit through COVID

* MDF: 41 MELD: 30

* Family history of alcohol use disorder

5-TP (B4 - 83 g/L) 70 73 Fih]
S-Alb (35 - 532 g/L) 37 39 * a4 =34 * 34
S-Glob (20 - 35 g/L) 34 34 * a7
S-Bili {Tot) (= 21.0 umol/L) *834.3 *T780.6 = a0y
S-Bill (Direct) {< 8.6 umoliL) *486.5 | *449.6 * 496.5
5-Bili (Indirect) (< 19.0 umol/L) *347.8 *3311 *410.5
=S-ALP (53 - 128 WL (ol s] B2 101
5-GGT (< 64 U/L) *119 *110 =101
=-ALT (10 - 40 U/L) * 65 * 57 * 58
S-AST (15 - 40 U/L) * 99 * B4 =123
Acute Phase Markers
5-CHP (0 - 5 ma/L) * 61 * 33 * 32 =34
5-PCT (0.00 - 0.05 ng/mL) * 26.54 *16.23 | *8.78 *4.02 *2.31 *1.31 * 0.86 *0.59
HB& Red Cell Indices
B-HB (13.5 - 17.5 g/dL) *7.7 *7.6 *7.4 *7.6 *8.1 *9 *9.4
B-RBC (4.5- 5.9 10M2/L) *23 *2.3 *2.2 *2.3 *25 *2.7 *2.9
B-HCT (41.0 - 53.0 %) *23.6 *23.3 *22.6 *23.2 * 25 *27.3 *28.3
B-MCV (80 - 100 fL) * 101 * 101 * 101 * 101 100 100 89
B-MCH (26 - 34 pg) 33 33 33 a3 32 33 33
B-MCHC (31 - 37 g/dL) 33 33 33 a3 32 33 33
B-RDW (11 - 16 %) * 20 *19 *19 *18 *18 *17 *17
B-Mentzer Index (= 13) 43 44 45 44 40 36 35
Platelets
B-MPV (8.8 - 12.51L) 11.4
B-Pit (150 - 450 10"9/1) * 87 * 85 * B2 * 71 * 94 * 105 *98
White Cells
B-WBC (4.00 - 10.00 10"9/L) *10.6 £.39 6.94 8.9 9.63 *10.91 | *12.14
B-Neutrophils (40.0 - 80.0 %) * 85.1 *81.9 *81.4 * §2.1 79.6 79.6 *82.1
B-Neut abs (2.00 - 7.00 10*9/L) *9.02 5.23 5.65 *7.31 *7.67 * 8.68 *9.97
B-Imm Gran (0.0 - 5.0 %) 0.4 0.5 0.3 0.6 1.1 1.3 1.4
B-lmm Gran abs (0.00 - 0.50 109/L) 0.04 0.03 0.02 0.05 0.11 0.14 017
B-Lymphocytes (20.0 - 40.0 %) *4.2 *8.1 *A11.1 | *10.6 *12.5 *12.4 *10.7
B-Lymph abs (1.00 - 3.00 10"9/L) * 0.45 *0.52 | *A0.77 | *0.94 1.2 1.35 1.3
B-Monocytes (2.0 - 10.0 %) 10 8.5 6.5 6.3 6.2 6 5.1
B-Mono abs (0.20 - 1.00 10"/L) *1.06 0.54 0.45 0.56 06 0.65 0.62
B-Easinophils (0.0 - 6.0 %) 0.3 0.8 0.6 0.3 0.4 0.5 0.6
B-Eos abs (0.02 - 0.50 10%9/L) 0.03 0.05 0.04 0.03 0.04 0.05 0.07
B-Basophils (0.0 - 2.0 %) 0 0.2 A0 0.1 0.2 0.2 0.1
B-Baso Abs (0.02 - 0.10 10°9/L) *0 *0.01 *0.01 * 0.01 *0.02 0.02 * 0.01
Haematology: Coagulation Parameters
P-PT (9.9 - 11.8 sec) *19.4 *19.8
INR (0.8 - 1.2) *1.8 *1.9




Trends

°* Young individuals

* Rising females

A B3 precipitated by severe alcoholic hepatitis B

B precipitated by other causes

Cumulative Percent Change in Hospitalizations >

% of ACLF patients precipitated by severe
alcoholic hepatitis every two months

schematic diagram of level of social activity
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2020 Journal of Clinical Gastroenterology. 55(2):174-179, February 2021



Case for South Africato look at our policies

* Strong drinking culture

* Poor Mental health support

* Growing capacity

* Living donor program

uuuuuuuuuuu

- The official drink
- of not drinking. R=20

* Addiction specialists

~ ¥~ t's dry, but you can drink it.
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