
 

ACUTE ALCOHOL (ETHANOL) INTOXICATION 

 

“Red, Black, and Silver”, c.1950s, attributed to Jackson Pollock. 

 

By now there was a new problem: Edith Metzger wouldn’t get back in the car. Jackson’s day long 

campaign of terror had succeeded too well, with Edith at least. “I’m going to call for help, call a 

cab; I must do something”, she told Ruth, her voice shrill and disapproving - like Lee’s. The 

argument threatened to explode into a scene until Jackson, finally overcome - passed out. 

 

But in that sleep, he must have continued to hear Lee’s voice - fierce, mocking independent - for 

he awoke in a blinding rage. He ordered the two women into the car and announced that they 

were going home.  Edith again refused. “She was crying because she was so nervous and scared 

to death”, Ruth remembers. Her fear only infuriated Jackson. “Get back in here”, he ordered 

Ruth, “or we’re not going anywhere”. Obediently, Ruth tried to coax Edith into the car. “But 

Ruth”, Edith protested, “he’s drunk. I don’t want to drive with him”. “No he’s not; he’s fine”, 

Ruth lied. “I promise you we’re going home. Come on! Get in!” When Edith finally relented and 

climbed into the back seat - as far away from Jackson as possible - he jammed the accelerator to 

the floor and the V-8 Oldsmobile rocketed into the street. Edith began screaming almost 

immediately. 

 

Within minutes, they skidded into Fireplace road, heading north, through the darkness, towards 

home. Edith screamed, “Stop the car, let me out!” But the screaming only seemed to make 

Jackson stronger, to make the car go faster. Ruth tried to calm her - “Edith stop making a fuss. 

He’s fine”- but she too felt a rush of terror as the car accelerated onto the long stretch of straight 

deserted road between North Main and Gardiner avenue. Ruth had been in the car before when 

Jackson lost his senses, when he jettisoned the world and existed, for a moment, only in the furious 

forward motion of speed, bent, it seemed, on some destination in mid air. She shouted, “Please 

Jackson, stop! Jackson don’t do this,” but she knew he was out of reach. Gripping the wheel in his 

big hands, he leaned forward and hunched his shoulders against the winds that roared around 



them, roared so loud the even Edith’s screaming seemed strangely diminished. In the hurling 

pandemonium, Ruth stared at Jackson in disbelief, his mouth drawn up in what looked like a 

laugh, but could have been terror, his eyes staring wide - opened at the road ahead “as if he 

expected to lift off at any minute”. Edith screamed again and again, “Let me out. LET ME OUT”.  

She tried to stand up, as if to leap from the car, arms flailing, screaming - “LET ME OUT” - but 

the wind threw her back into the seat. Suddenly the road began to curve, just slightly, to the left, 

and the dark gray ribbon of concrete that whistled beneath them turned to oil-black asphalt. 

Locals know that this innocent-looking bend in the road and the shift in road surface packed a 

“whomp” for any car that ignored it. Jackson himself had slowed down hundreds of times when 

approaching it. But not this time. The heavy Oldsmobile bottomed hard and jumped the high 

crown in the middle of the road. Once on the other side of that crown, nothing Jackson did could 

prevent the car from veering right. The right tyres, front and rear, hit the soft shoulder in an 

explosion of gravel and dirt. Edith screamed. Jackson yanked the wheel to the left, too hard. The 

car careened across the road, leapt the crown again, and lunged sidelong into the brush on the 

left shoulder. For the next 172 feet, the big car danced at the edge of the roadway, on and off, 

brushing past big trees at sixty or seventy miles an hour. Edith buried her head behind the seat. 

Ruth thought, “This is it, it’s happening. It’s my death”.  Jackson clutched the wheel and watched, 

frozen, as the world hurtled past him in the darkness, beyond control. Finally the car lost its 

tenuous grip on the pavement and plunged into the underbrush. About seventeen feet from the 

road, the left front fender caught two resolute young elms, and the car spun widely 

counterclockwise. Still speeding, but backwards now, it lurched another twenty feet before 

flipping end over end, front end over back, like a tossed coin. Jackson and Ruth were catapulted 

out of the front seat and into the woods, where Ruth landed safely. Edith clung to the car and it 

fell, upside down, on top of her. 

 

For an instant, everything was silent - except the air rushing by. Escape velocity: he had finally 

reached it. The car was gone, Ruth was gone, Edith was gone, Lee was gone, Stella was gone. He 

was free: not falling, flying, flung from the tumbling car in a straight trajectory fifty feet long, and 

ten feet off the ground. He covered it in less than a second, but, according to the coroner’s report, 

was fully conscious, arrested in space, until he hit the tree.  

 

It was nine o’clock the next morning in Paris when the phone rang in Paul Jenkins’s apartment. 

Clement Greenberg was on the line, his voice distant and hoarse from a night of grieving and 

explaining. Jenkins answered the phone. Lee was across the room, sitting near the door to the 

balcony. When Jenkins heard the news, he turned to her and started to speak. But Lee knew 

already. The message had flown across the Atlantic by another, faster route. “Jackson is dead”, 

she told him. Jenkins would never forget what followed. Lee started to scream - great, piercing, 

primitive screams, like the howling of a wounded animal, as if nothing so fine or so limited as 

human could contain her titanic grief. She “threw herself against the wall”, Jenkins remembers, 

“she wanted to hurt herself”. For a second, he feared she would fling herself off the balcony, to 

join him. “No, Jackson”, she wailed again and again, “Jackson, Jackson, Jackson”, as if to 

demand him back from the dead. How dare he go without her? Or had she left him? Jenkins 

grabbed her and pulled her onto the couch where the screaming, the heart-stopping screaming, 

went on - “Jackson, Jackson, Jackson”- until it was finally drowned out in a cascade of tears.     

 

Steven Naifeh and Gregory White Smith, Jackson Pollock,  

An American Saga 1989, Pulitzer Prize 1991.     

 

On the 11th of August 1956, Jackson Pollock along with a young woman by the name of Edith 

Metzger were killed in a high speed car crash in East Hampton, New York State. Also in the car 

was Ruth Kligman, Pollock’s mistress for the last year of his life and her friend Edith Metzger.  

Miraculously, Ruth survived despite being thrown from the car. That greatest American abstract 

expressionist had been killed in a car crash came as no surprise to any who knew him. A highly 

complex, at times brilliant, but with a tortured soul, Pollack was a tragic alcoholic. With major 

self-doubts, ambiguous sexuality, and titanic anger toward the world and often toward those, 



apart from his mother Stella, closest to him, Pollock was by 1956 living on the very edge - and on 

borrowed time. Pollock led the vanguard of American avant-garde art, against the exiled 

European Surrealists of the 1940s. He revolutionised the way Art was perceived in the mid-

Twentieth century, and changed it forever. His young mistress, Ruth Kligman, who was half his 

age, had a passion for Art, celebrity - and older men. She was a stunning Elizabeth Taylor - some 

said, Rita Hayworth, look alike, who claimed that Pollock had made a small painting for her just 

before he died. This work, known simply as “Red, Black and Silver”, today is one of the most 

controversial works of Art in the world. Its current status rests with the uncertain appellation of 

“attributed to Jackson Pollock”. After Pollock’s death Ruth tried to have the undated and 

unsigned work authenticated, but the authority required to do this rested with a specialized panel, 

known as the Pollock-Krasner Authentication Board. The panel was chaired by Lee Krasner, 

Pollock’s wife. Needless to say Krasner harboured a hatred for Ruth as her husband’s mistress 

and to admit that her husband had given one of his works to Ruth as a “love letter”, as Ruth 

claimed, was simply not going to happen. Ruth did not submit the work till after the death of Lee 

Krasner in 1984. But experts on the panel did not think the work typical of Pollock and refused to 

authenticate it. The matter did not rest there - the stakes where incredibly high - a work 

“attributed to Pollack” would be worth around fifty thousand US dollars maximum, but a work 

“by” Pollock - especially one with the story that this held could be worth tens of millions. At least 

one of Pollock’s works has been reported to have privately changed hands for over 100 million 

US dollars. In 2013 cutting edge forensic technology was applied to the work and stunningly 

supported Ruth’s claims - a polar bear hair was found embedded in it that matched that of the 

Polar Bear Rug that Pollock had owned. In addition to this sand from the region of East Hampton 

was also allegedly found. Yet the battle still rages, as well it might, considering the stakes. 

Perhaps the current status is best summed up in the words of Professor Nicholas Petraco of the 

faculty of John Jay College of Criminal Justice, “...I would have no problem going to court to 

testify that the painting had been made there (i.e East Hampton). Whether that is enough to prove 

Pollock (himself) painted it, I’ll leave up to the jury, or in this case, the public”. 

 

Whether or not “Red, Black, and Silver” is a genuine Pollock, a love letter to his mistress or a 

merely a plot on her part to become unimaginably rich, one thing is for certain, the work is one of 

the oeuvre of Pollock’s greatest legacy - abstract expressionism. This Art form strove to capture a 

visual representation of pure, raw emotion. In its ultimate expression, as pioneered by Jackson 

Pollock, we see no recognizable form that may influence or suggest a real world image to the 

viewer. The viewer is left with simply an emotion, that could mean one thing to one person, quite 

another to someone else. Pollock as well as other abstract expressionists, such as Mark Rothko, 

did not even give their works titles in order to stave off any preconceived idea, simply giving them 

“Untitled” numbers or years. For Ruth Kligman, (who died in 2010) “Red, Black and Silver” was 

a “love letter”. For other observers today though, or in future generations to come, more learned 

in the notion of abstract expressionism, not widely understood in Pollock’s own day, perhaps a 

different - more sinister emotion may be seen. Pollock was deeply ambivalent toward his young 

lover. Within very short time of her moving in with him, he lost interest in her, pining instead for 

Lee who had left him for Paris. Despite an incredibly tempestuous relationship with Lee Krasner, 

one gets the strong impression from his Pulitzer Prize winning biographers that despite all of his 

ungoverned anger, in the end, he did love her more than anyone or anything in his life. What 

might be seen in “Red Black and Silver”- whoever painted it - is anger and despair. At the very 

center is a heart - black without hope - around it perhaps a death wish, so often expressed in life 

by Pollock himself - blood streaks covering a shattered windscreen.         

 

Pollock’s greatest demons were fueled by alcohol - together with his violent driving whilst in an 

intoxicated state, it would provide the “escape velocity” he required to end his anger and despair. 

As tragic as this was for Pollock, we should also understand that the risks of drink driving extend 

to others most innocent - everyone today remembers Jackson Pollock - no one remembers a 

certain young woman killed in the prime of her life, by the name of Edith Metzger. 

 

 



ACUTE ALCOHOL (ETHANOL) INTOXICATION 

 

Introduction 

 

Alcohol (ethanol) causes a dose related CNS depression that is synergistic with other CNS 

depressant agents. 

 

In high enough concentrations it can be lethal, especially when taken in combination with other 

CNS depressant agents. 

 

It is a very frequent coingestant with other agents taken in deliberate self poisoning.  

 

The legal blood alcohol limit level in the state of Victoria for driving is 0.05 % 

 

Alcohol related illnesses and acute intoxication produce a significant burden of disease on 

Australian and New Zealand Emergency Departments.  

 

Chemistry 

 

Ethanol (ethyl alcohol) is an aliphatic alcohol, C2H5OH. 

 

Epidemiology 

 

Alcohol related disease and acute intoxications are the cause of a very significant burden on 

Emergency Departments in Australia and in New Zealand. 

 

A study by Diana Egerton-Warburton et al 3 has shown that this burden has previously been 

grossly underestimated. 

 

This large-scale, bi-national point prevalence study (taken at 02:00 local time on 14 December 

2013) of alcohol harm in 106 Emergency Departments showed that one in seven ED presentations 

were alcohol related, with some EDs seeing more than one in three alcohol-related presentations! 

 

This study strongly highlighted the urgent need for public health preventative initiatives. 

 

One important strategy in the prevention of alcohol fuelled violence and Emergency Department 

presentations is the imitation of the sale of alcohol, particularly from the late evening onwards.  

 

An important 2014 study by Gordian Fulde et al 4 demonstrated a significant decrease in the 

number of patients presenting to a major trauma and teaching hospital with critical or seriously 

injuries related to alcohol use following the 2014 changes to regulations in the inner-city precinct 

of Sydney, Australia. The reduction was most marked in the period after midnight, which 

corresponds with the main thrust of the changed regulations., (see also Appendix 1 below).   

 

Pharmacokinetics 

 

Absorption: 

 

● Ethanol is rapidly absorbed following oral ingestion. 

 

● When the stomach is empty, peak levels are reached 30-90 minutes after acute ingestion.  

 

● Food present in the stomach may delay absorption. 

 

 



Distribution: 

 

Ethanol is distributed throughout the total body water.  

 

VD = 0.6 L/kg i.e the total body water in a male adult. 

 

In women this value is slightly less (relatively less water and more fat) 

 

In children it is 0.7 L/kg 

 

If the amount and strength of alcohol consumed is known, then the approximate expected blood 

alcohol can be calculated using the volume of distribution. 

 

e.g. A 15 kg child drinks 200 mls of 40% whiskey. 

 

40% = 40 gms in 100 mls. 

 

= 80 gms in 200 mls 

 

VD in child is 0.7 L/kg = 0.7 x 15 = 10.5 L 

 

Therefore 80 gms is distributed in 10.5 L 

 

= 80 gms in 10,500 mls 

 

= 80 gms in 105 dL (i.e per 100 mls, as 1 dL = 100mls) 

 

= 0.76 gms / dL 

 

= 0.76% BAL 

 

Metabolism and excretion: 

 

The predominant pathway for alcohol metabolism is as follows: 

 

Ethanol Acetaldehyde  Acetyl CoA  Krebs cycle 

 

 

  

           Alcohol              Aldehyde  

           Dehydrogenase             Dehydrogenase 

 

Alcohol dehydrogenase metabolizes ethanol via zero order kinetics (above a level of 4 mmol/L) 

and so a constant amount of ethanol will be metabolized per unit time. 

 

In general serum ethanol levels decrease by: 

 

Approximately 4 mmol/L per hour, (20 mg/dL/hour) 

 

Or 

 

Approximately 0.02% per hour. 

 

As a general rule non-habituated patients metabolize ethanol at the rates shown above, however 

chronic abusers of alcohol may metabolize it at a greater rate.  



 

In practice, however, metabolism rates can vary greatly between individuals and cannot be 

accurately predicted. 

 

Toxicology 

 

Potentiation of the GABA-A receptor is thought to be a major factor in alcohol’s CNS depressant 

effects. 

 

Risk Assessment 

 

Alcohol results in dose dependent CNS depression, however there is a high degree of individual 

patient variability. 

 

The degree of intoxication can be roughly estimated according to the amount of alcohol ingested 

or the measured blood alcohol level. 

 

Standard Drinks: 

 

The ingested dose of alcohol may be estimated if the number of “standard” drinks are known.  

 

Standard drinks contain approximately 10 grams of alcohol (NHMRC): 

 

● 375 mls of mid strength beer (3.5%) 

 

● 100 ml glass of wine 

 

● 30 ml shot of spirit 

  

Approximate ethanol concentrations in alcoholic beverages are: 

 

Beers:  2.8-12% 

 

Wines:  9-12% 

 

Spirits:  35-50% 

 

Methylated spirits (in Australia) 95%, (note this is ethanol, not methanol)    

 

Correlation between ingested amount and blood alcohol levels:  

 

 

Ethanol dose 

gms/kg 

 

Serum ethanol concentration. 

 

 

SI units 

(mmol/L) 

 

Conventional units. 

 

 

mg/dL 

 

gms/dL (%) 

 

 

0.5 

 

 

11 

 

50 

 

0.05 

 

 

 



 

1 

 

 

22 

 

100 

 

0.10 

 

2 

 

 

43 

 

200 

 

0.20 

 

>5 

 

 

> 87 

 

> 400 

 

> 0.40 

 

To convert SI units to mg/dL multiply by 4.61 

 

To convert mg/dL to SI units multiply by 0.22.  

  

Long term damaging levels: 

 

Levels considered damaging in the long term (taken daily for 5 years or more) are: 

 

Males   > 60 gms/day 

 

Females  > 40 gms/day 

 

Clinical Features 

 

Features by system: 

 

Improvement in conscious state is usually seen with 2 - 4 hours.  

 

Patients may not be normally ambulant for 6 - 12 hours 

 

1. CNS: 

 

● Altered mood status 

 

♥ Disinhibition 

 

♥ Euphoria 

 

♥ Dysphoria 

 

  ♥ Emotional lability 

 

● Dose dependent CNS depression, mild drowsiness to coma, to death 

 

● Ataxia 

 

● Slurred speech 

 

 ● Confusion/ disorientation 

 

 ● Seizures 

 

♥ These are possible in both acute intoxication as well as in withdrawal. 

 

2. GIT: 



 

 ● Nausea and vomiting 

 

3. CVS: 

 

 ● Tachycardia 

 

 ● Hypotension 

 

 ● Vasodilation (and secondary hypothermia) 

 

Features of acute toxicity (in non-tolerant individuals) according to blood levels:  

 

It should be noted that some individuals with chronic alcoholism may appear to have an almost 

normal mental status and neurological examination, yet have blood alcohol levels, which would 

seriously affect other individuals.  

 

Conversely, non-habituated drinkers may show marked effects of intoxication at very low blood 

alcohol levels. 

 

There is also considerable inter-patient variability. 

 

Females show relatively less tolerance than males to the acute effects of alcohol.  

 

Approximate findings are as follows: 2 

 

 

BAL (%W/V 

 

 

Stage 

 

Clinical features 

 

0.01-0.05 

 

Sobriety (Relative) 

 

May be no apparent influence. 

 

Slight changes seen on special testing. 

 

 

0.05-0.12 

 

Euphoria 

 

Mild euphoria, sociability with increased confidence and 

reduced inhibition. 

 

Reduced attention, judgment and control. 

 

Reduced fine motor performance. 

 

 

0.09-0.25 

 

Excitement 

 

Emotional lability, loss of critical judgment. 

 

Impaired memory and comprehension. 

 

Muscular incoordination. 

 

 

0.18-0.30 

 

Confusion 

 

Confusion, disorientation 

 

Disturbance of perception and reduced pain sense.  

 

 



 

Impaired coordination. 

 

 

0.27-0.40 

 

Stupor 

 

Marked incoordination, vomiting, incontinence, marked 

reduction to stimuli. 

 

Reduced conscious state, stupor 

 

 

0.35-0.50 

 

Coma  

 

Coma, anesthesia, respiratory depression and 

hypotension 

 

 

> 0.45  

 

Deaths  

 

Deaths possible from respiratory depression. 

 

 

 

Complications of acute alcohol intoxication: 

 

There are a number of important complications that are associated with acute ethanol intoxication. 

 

1. Secondary complications of depressed conscious state: 

 

● Airway obstruction. 

 

● Pulmonary aspiration. 

 

● Rhabdomyolysis (from periods of prolonged immobilization due to depressed 

conscious state) 

 

2. Metabolic: 

 

● Hypoglycemia, (alcohol inhibits gluconeogenesis). 

 

● Hypothermia, (from prolonged environmental exposure) 

 

3. Associated trauma: 

 

● This may be secondary to falls.  

 

The possibility of secondary trauma, especially head injury is often overlooked in 

the acutely intoxicated patient. 

 

4. Dehydration: 

 

● Alcohol inhibits ADH production. 

 

5. Enhanced toxicity in the presence of other CNS depressants. 

 

6. If there is significant abdominal pain, important alcohol related considerations will further 

include: 

 

● Alcoholic gastritis/ peptic ulceration. 

 



● Pancreatitis 

 

● Acute alcoholic hepatitis. 

 

Investigations 

 

Any investigations are done in accordance with the clinical circumstances of each individual case.  

 

The following will need to be considered: 

 

Blood tests: 

 

1. Blood alcohol level: 

 

 ● This can be done via breathalyzer or a blood alcohol level, (results will be given as 

  %) 

 

Note that a serum ethanol concentration can confirm the diagnosis of ethanol 

intoxication, however this will not exclude other serious causes of CNS depressions 

such as head injury or coingestions. 

 

2. FBE 

 

3. U&Es / glucose 

 

4. LFTS, (if acute alcoholic hepatitis is suspected or if chronic abuse is suspected) 

 

5. Lipase, (where there is significant associated abdominal pain) 

 

6. Clotting profile (if chronic abuse is suspected). 

 

7. CK and myoglobin levels (if rhabdomyolysis is suspected). 

 

8. Serum paracetamol level, if deliberate self harm is suspected. 

 

9. In the setting of overdose, paracetamol level 

 

CXR: 

 

● If aspiration is suspected 

 

ECG: 

 

● If other drug coingestion is being considered. 

 

CT Scan: 

 

● A cerebral CT scan head will need to be considered in any patient with an altered 

conscious state or confusion.  

 

Alcohol should not be assumed the major cause of the symptoms in cases where the 

clinical history is unclear. 
 

● Cervical spine CT will also need to be considered in patients in whom clinical assessment 

is impossible. 



 

● The urgency of this will partly depend on the degree of conscious impairment and the 

 index of suspicion for other pathology. 

 

Management 

 

Important factors that need to be taken into consideration include: 

 

1. Attention to any immediate ABC issues:  

 

● In severe cases, immediate attention needs to be paid to ABC issues.  

 

● Patients can usually be managed in the coma position with close observation and 

airway maneourves.  

 

● Intubation will be necessary if the airway is not adequately protected and/ or 

ventilation is inadequate. 

 

2. Consideration of alternative diagnoses: 

 

● It is critical to remember that in any patient with an altered conscious state 

alcohol may not be the only contributing factor.  

 

● Other additional causes of an altered conscious state must always be 

considered such as trauma, stroke or coingestant overdose. 
 

● The threshold for cerebral CT scan must be low for any patient with an altered 

conscious state when the history is unclear or when expected improvement has not 

occurred.   

 

3. Chemical/ physical restraint: 

 

● Patients may be extremely violent/confused on occasions and emergency sedation 

and or physical restraint may become necessary for patient (and staff) safety 

 

● Chemical restraint may be achieved by carefully titrated doses of midazolam and or 

major tranquillizer, such as droperidol. 

 

4. Rehydration: 

 

● IV normal saline for rehydration. 

 

5. Thiamine: 

 

● 100mg IM thiamine should be given to all chronic alcoholics, especially if glucose 

is being given.  

 

Administration of glucose to a chronic alcoholic without also giving thiamine may 

precipitate Wernicke’s encephalopathy) 

  

6. Hypoglycemia: 

 

● Check and correct any hypoglycemia 

 

7. Coingestion: 



 

● Always consider the possibility of other co-ingestant drugs or poisons. 

 

8. Medicolegal considerations: 

 

● Drivers involved in motor vehicle accidents that are suspected of intoxication or 

who have not breathalysed at zero, will require police blood alcohol samples to be 

taken. 

 

Disposition: 

 

1. Acute uncomplicated alcohol intoxicated patients may be observed in the ED till more 

fully awake and are able to make decisions about their own welfare and ensure their own 

safety. 

 

Patients who are incompetent to make decisions about their own welfare must not be 

discharged. Physical restraint, even some chemical restraint may sometimes be required to 

keep the patient safe.  

 

2. Chronic alcoholics once medically clear should be offered referral to a drug and alcohol 

counseling service. It is important to check the environment to which a patient is being 

discharged and to consider the need for follow-up/support services. 

 

3. Chronic alcoholics may need admission for: 

  

Social reasons: 

 

● Poor supervision or support.  

 

Medical reasons: 

 

● High risk of serious withdrawal reactions. 

 

● To manage or rule out other illness (sepsis, liver failure etc.) 

 

4. Children and adolescents: 

 

● In children and adolescents who are intoxicated social problems should be strongly 

considered (abuse, neglect and suicide attempts). A referral to social work will be 

needed.  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Lee Krasner and Jackson Pollock 1950s 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

The “other woman”- Ruth Kligman 1950s 

 

 

 



Appendix 1 

 

Alcohol-related serious injury presentations to the emergency department of St Vincent’s 

Hospital, Sydney, by calendar month, before and after changes to alcohol regulations. (February 

2014: 26 cases to 23 February, 5 for 24e28 February; February 2015: cases until 23 February 

(study end). 

 

 

Key changes to alcohol laws implemented for the Sydney CBD Entertainment Precinct, 2014 

 

● All takeaway alcohol sales stop at 10 pm. 

 

● No service of “shots” (alcoholic spirits) after midnight. 

 

● 1.30 am - 3.30 am “lockouts” at hotels, registered clubs, nightclubs and licensed karaoke 

 bars.  

 

● No entry for patrons, or re-entry for those who exit during the lockout period. 

 

● 3.00 am “last drinks”. All alcohol service ceases. 
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