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Abstract

Rationale and Objective—Poor inhibitory control is a well-established risk factor for Alcohol 

Use Disorder (AUD). Similarly, greater sensitivity to the stimulant effects and less sensitivity to 

the sedative effects of alcohol are also strongly linked to risk for AUD. Traditionally, these two 

risk factors have been considered to be orthogonal, and thus they have been studied independently. 

However, recent evidence from animal and human studies suggests they may be related. The 

current study examined the relationship between inhibitory control and subjective responses to 

alcohol in a sample of healthy young adults.

Methods—Moderate social drinkers (N=69) first completed the stop signal task to assess 

inhibitory control. They then participated in four sessions in which they received an oral dose of 

ethanol (0.8 g/kg) or placebo in alternating order, providing self-report measures of stimulation 

and sedation on the Biphasic Alcohol Effects Scale (BAES) at regular intervals.

Results—Linear mixed effects models showed that poor inhibitory control was associated with 

greater stimulation and less sedation following alcohol compared to placebo.

Conclusion—These findings provide the first direct evidence that individuals with poor 

inhibitory control experience greater sensitivity to the rewarding, stimulant effects of alcohol, and 

less sensitivity to the negative, sedative effects. These findings suggest that inhibition and 

subjective response to alcohol are not independent risk factors, and that together they constitute a 

heightened profile of risk for AUD.
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Introduction

To develop successful prevention and treatment efforts for Alcohol Use Disorder (AUD) 

among young adults, it is important to understand the risk factors that predispose individuals 

to problem drinking. Two well-established risk factors in this population are poor inhibitory 

control, i.e., difficulty stopping oneself from engaging in inappropriate or maladaptive 

behavior, and certain subjective responses, i.e., heightened stimulant responses and reduced 

sedative responses to alcohol. Traditionally, these risk factors have been considered 

orthogonal to each other. However, exciting new evidence suggests they may be related. The 

current study examined the relationship between inhibitory control and subjective responses 

to alcohol in a sample of healthy young adult drinkers.

Poor inhibitory control is a significant risk factor for AUD. Inhibitory control is typically 

measured using stop signal or go/no-go tasks which require participants to respond to ‘go’ 

targets but to inhibit responses on occasional signaled trials. Numerous cross-sectional 

studies show that heavier drinkers exhibit poorer inhibition than lighter drinkers (for 

reviews, see Perry and Carroll 2008; Weafer et al. 2015). More importantly for 

understanding risk, longitudinal studies show that poor inhibitory control prospectively 

predicts the onset and escalation of alcohol consumption and alcohol-related problems 

(Fernie et al. 2013; Rubio et al. 2008). Taken together, these studies suggest that poor 

inhibitory control is linked to problematic alcohol use, and may play a causal role in the 

development of AUD.

Subjective response to alcohol has also been linked to risk for AUD, although the direction 

of this link is subject to debate. Schuckit and colleagues have shown that lower levels of 

subjective response to alcohol are associated with greater risk for alcohol-related problems, 

perhaps due to a need to consume more alcohol to achieve the desired effects (Schuckit 

1994; Tolentino et al. 2011). Importantly, they have conducted longitudinal research to show 

that a low level of response to alcohol predicts greater alcohol consumption and more 

negative alcohol-related outcomes twenty years later (Schuckit et al. 2011). On the other 

hand, there is also evidence linking greater sensitivity to the positive, stimulant effects of 

alcohol and lower sensitivity to the negative, sedative effects to increased risk for AUD 

(King et al. 2011; Quinn and Fromme 2011). Notably, longitudinal evidence has shown that 

this profile of subjective response predicts greater number and severity of AUD symptoms 

up to six years later (King et al. 2011; King et al. 2016; King et al. 2014). Researchers have 

attempted to resolve these apparent discrepancies, suggesting that initial stimulant effects 

and later sedative effects may both be predictive of future AUD.

Poor inhibitory control and subjective response to alcohol have traditionally been thought of 

as independent risk factors for alcohol abuse, and as such they are typically studied 

separately. However, evidence from animal and human studies suggests that they may be 

related. In laboratory animals, drug-naïve mice and rats bred to be high alcohol preferring 
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exhibit poorer response inhibition compared to non-alcohol preferring lines (Beckwith and 

Czachowski 2016; Bowers and Wehner 2001; Logue et al. 1998; Wilhelm et al. 2007), 

suggesting a relationship between sensitivity to alcohol reward and poor inhibitory control. 

In humans, poor inhibitory control is associated with greater subjective reward and 

stimulation following amphetamine (Weafer and de Wit 2013; Weafer et al. 2017), providing 

preliminary data for an association between poor inhibitory control and drug reward 

sensitivity in humans. Finally, self-report measures of impulsivity have been associated with 

subjective responses to alcohol. Hendershot et al (2015) reported that individuals high on a 

self-report measure of ADHD symptoms experienced greater stimulation, but not sedation, 

following intravenous alcohol. Other findings have shown that high impulsivity as assessed 

by the Barratt Impulsiveness Scale is associated with greater stimulation (Berey et al. 2019; 

Leeman et al. 2014) and reduced sedation (Berey et al. 2017; Leeman et al. 2014) following 

alcohol. However, the association between behavioral measures of inhibition and subjective 

response to alcohol has not yet been tested.

The current study investigated associations between poor inhibitory control and subjective 

response to alcohol in healthy young adult moderate drinkers. Inhibitory control was 

measured using the stop signal task (Logan et al. 1997), a behavioral measure of the time 

required to inhibit a response (stop signal reaction time; SSRT). Subjective response to 

alcohol was measured using the Biphasic Alcohol Effects Scale (Martin et al. 1993), a 

measure of subjective stimulant and sedative effects, following acute oral doses of alcohol 

and placebo. We hypothesized that individuals with poorer inhibitory control (longer SSRT) 

would report greater stimulation and less sedation following alcohol relative to placebo.

Methods

Design

Healthy volunteers completed a behavioral measure of inhibitory control in a drug-free state, 

followed by a four-session alcohol challenge to assess their subjective responses to oral 

ethanol (0.8 g/kg) or placebo. Participants received both ethanol and placebo twice, in 

alternating order, with drug administered first (ethanol or placebo) randomly assigned, under 

double blind conditions. We tested the degree to which individual differences in inhibitory 

control were associated with ratings of stimulation and sedation after alcohol. The 

Institutional Review Board of the University of Chicago approved the study, and it was 

carried out in accordance with the Declaration of Helsinki. All participants provided written 

informed consent for participation.

Participants

Male and female moderate social drinkers (n=95) were recruited through online and printed 

advertisements. Volunteers were eligible to participate if they consumed an average of 7 to 

30 standard drinks per week (e.g., 12 oz beer or 1.5 oz liquor), with at least one heavy 

drinking episode (i.e., 4 or more drinks in one sitting for women, 5 or more for men) in the 

past month. These drinking criteria ensured that participants could tolerate the alcohol dose, 

and that the sample consisted of moderate drinkers who occasionally engaged in heavy 

drinking, thus putting them at risk for developing AUD. Additional inclusion criteria were: 
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age 21–29, BMI 19–26, at least a high school education, and fluency in English. Exclusion 

criteria were: past year DSM-V diagnosis, lifetime history of substance dependence or 

ADHD, serious medical conditions, night shift work, smoking >5 cigarettes/day, use of 

medications other than birth control, or pregnancy, lactation, or plans to become pregnant in 

the next 3 months.

Measures

Stop signal task (Logan et al. 1997). This task provided a behavioral measure of inhibitory 

control. Participants were instructed to respond as quickly as possible to go signals (an X or 

O presented on the computer screen), and to inhibit responses on trials in which a stop signal 

(auditory tone) occurred. The duration of the stop signal delay was adjusted to target a 50% 

successful inhibition rate. Specifically, the stop signal delay increased by 50ms following 

successful inhibition trials and decreased by 50ms following failed inhibition trials. Stop 

signal reaction time (SSRT) was calculated by subtracting the final mean stop signal delay 

from the mean go RT. The task consisted of 144 go and 48 stop trials. Task data were 

considered valid if the following criteria were met: inhibition rate between 40–60%, go 

accuracy >80%, and mean go RT < 800ms.

Biphasic Alcohol Effects Scale (BAES; Martin et al. 1993). The BAES is a measure of 

subjective stimulation (e.g., talkative, elated) and sedation (e.g., sedated, sluggish) responses 

to alcohol. Responses for the 7 individual stimulation items and 7 individual sedation items 

are reported on a Likert scale (0 – 10), and stimulation and sedation item scores are summed 

separately to provide a total score for each (score range = 0 – 70).

Procedure

Participants abstained from drugs, including alcohol, for 24 hours prior to each session, as 

verified by self-report, breath alcohol, and urine screens. Participants first attended an 

orientation session in which they provided informed consent and were familiarized with 

laboratory procedures and study protocol. They then completed the stop signal task to assess 

drug-free levels of inhibitory control.

Participants completed four beverage administration sessions, in which they consumed 

beverages containing either ethanol or placebo in alternating order. Ethanol and placebo 

were administered twice each to minimize the influence of day-to-day variability (Rhodes 

and Hawk 2016). The beverage administration sessions took place from 3:00pm to 8:00pm, 

and were separated by 2–7 days. Participants were tested individually in comfortably 

furnished rooms, designed to resemble a living room environment. Participants were 

instructed to not eat for 4 hours prior to each session in order to reduce variability in alcohol 

absorption rates and trajectory of breath alcohol concentration (BrAC), both between 

participants and across sessions. To minimize drug expectancies, they were told they could 

receive one of the following: stimulant, sedative, alcohol, or placebo. Participants first 

completed a baseline (pre-drug) BAES measure. At 3:30, participants consumed beverages 

containing 0.8 g/kg ethanol (divided into four servings of 0.2 g/kg each) or a matching 

placebo, to be consumed within 15 minutes. They then completed the BAES and provided 

breath samples to assess BrAC (Alco-sensor IV; Intoximeters, St. Louis, MO) every 30 min 
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following beverage administration for 2.5 hours. Between assessments, participants were 

allowed to read or watch movies, but they were not allowed to work, access the internet, use 

their phones, or sleep. Sessions ended at 8:00pm, after confirmation that BrAC had fallen 

below 40mg/100ml. Upon completion of all sessions, participants were debriefed and 

compensated for their time.

Beverage administration

Ethanol and placebo were administered orally. The ethanol dose was 0.8 g/kg for men and 

0.7 g/kg for women to achieve equivalent BrACs across sex (Fillmore 2001; Mulvihill et al. 

1997). This dose was chosen to produce peak BrACs of 80mg/100ml. This BrAC models a 

binge level of intoxication and has been shown to produce reliable increases in stimulation 

and sedation (Weafer et al. 2016). Each dose was split into four equal servings. Ethanol 

beverages were served in a 10% solution by volume with the subjects’ preferred fruit juice 

flavor. The placebo beverage consisted of the fruit juice plus 3ml ethanol added as a taste 

mask. All beverages were sprayed with an alcoholic mist to provide a strong alcoholic scent. 

Beverages were served in opaque cups, and participants were given a total of 15 minutes to 

consume the four servings.

Data analyses

Associations between SSRT and subjective response to alcohol were analyzed using linear 

mixed effects models for repeated measures (Hedeker and Gibbons 2006). These models 

tested the degree to which SSRT interacted with beverage (ethanol vs. placebo) and time to 

predict measures of stimulation and sedation. The models were built by treating observations 

as nested within subjects and allowing for random subject intercepts, beverage, and time 

effects to allow for individual differences in alcohol response and time trends, and to account 

for the correlation between repeated measurements. Beverage order (ethanol or placebo 

administered first) and sex were included as model covariates. Data from all four sessions 

were included in the model, and effects were estimated across sessions. The effects of 

interest were the three-way interactions among SSRT, beverage (ethanol vs. placebo), and 

time. For visualization purposes, we also calculated area under the curve (AUC) scores for 

Stimulation and Sedation on each session. AUC was calculated by multiplying the average 

of each pair of consecutive observations by the corresponding time interval (.5 hours) and 

then summing all values starting with the first time point and ending with the last, as 

described in Matthews et al. (1990).

Results

Sample characteristics

Of the 95 participants who completed this study, 70 had valid stop signal data. Of those 

without valid data, 12 had inhibition rates either <40% or >60%, 9 had go RTs >800ms, one 

had an SSRT that was >3 sd’s above the mean, and three were missing stop signal data 

entirely. One additional participant was determined to be an outlier in terms of baseline 

subjective response data, and thus was excluded from analyses. Table 1 presents 

demographic and substance use data for the final sample of n = 69. Men and women did not 

differ on any demographic or substance use measure (ps > 0.07).
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SSRT

Mean SSRT during stop signal performance was 252.0 ms (SD = 25.1; range = 205.5 – 

311.5). Participants successfully inhibited on 50.4% of stop signal trials. Mean accuracy on 

go trials was 98.3% (SD = 0.2), and mean go RT was 470.1 ms (SD = 95.8).

Breath Alcohol Concentration (BrAC)

Mean peak BrAC for the sample was 79 (SD = 12.0) mg/100 ml at 90 minutes. Men and 

women did not differ in peak BrAC (p = 0.63), and peak BrAC was not related to individual 

differences in SSRT (r = 0.06, p = 0.62).

Associations between SSRT and stimulation following ethanol

Table 2 (top panel) presents results from the linear mixed effects model testing the degree to 

which SSRT interacted with beverage and time to predict ratings of stimulation. Consistent 

with previous reports and as shown in Table 3, ethanol increased stimulation relative to 

placebo, as indicated by the positive interaction between beverage and linear effect of time. 

Moreover, the magnitude of ethanol effect differed according to individual differences in 

SSRT, as indicated by a significant beverage x time x SSRT interaction. The positive 

parameter estimate for this interaction indicates that individuals with longer SSRT (i.e., poor 

inhibitory control) reported greater ethanol-induced increase in stimulation relative to 

individuals with shorter SSRT (i.e., good inhibitory control). For visualization purposes, we 

divided the sample according to a median split of SSRT and plotted mean area under the 

curve (AUC) stimulation scores following ethanol and placebo for good inhibitors (low 

SSRT) and poor inhibitors (high SSRT). Figure 1 shows that stimulation AUC scores 

following placebo were similar for both groups. The negative AUC values indicate that 

stimulation decreased from baseline throughout the placebo sessions. By contrast, 

stimulation AUC scores following ethanol were greater in individuals with poor inhibitory 

control compared to those with good inhibitory control.

Associations between SSRT and sedation following ethanol

Table 2 (bottom panel) presents results from the linear mixed effects model testing the 

degree to which SSRT interacted with beverage and time to predict ratings of sedation. As 

expected, and as shown in Table 3, ethanol increased sedation relative to placebo throughout 

the session, as indicated by the positive interaction between beverage and time. Again, the 

magnitude of ethanol effect differed according to individual differences in SSRT. Here, the 

negative parameter estimate for the beverage x time x SSRT interaction indicates that 

individuals with high SSRT (poor inhibitory control) reported less sedation in response to 

alcohol than did individuals with low SSRT (good inhibitory control). We plotted AUC 

sedation scores following ethanol and placebo according to a median split of SSRT (Figure 

2). The figure shows that the groups were similar in sedation levels following placebo. By 

contrast, individuals with poor inhibitory control reported markedly less sedation following 

ethanol than did those with good inhibitory control.
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Associations between SSRT and demographic and drinking habit measures

No significant associations were observed between SSRT and any demographic or drinking 

habit measures (ps > .16).

Discussion

This study investigated associations between poor inhibitory control and subjective response 

to alcohol. Consistent with past reports, alcohol increased both stimulation and sedation 

within the sample. Moreover, as hypothesized, the magnitude of stimulant and sedative 

effects differed according to individual differences in inhibitory control. Individuals with 

poor inhibition reported greater stimulation and less sedation overall compared to those with 

good inhibition. Taken together, these findings provide the first evidence of a link between 

inhibition and subjective response to alcohol in humans.

The observed associations between poor inhibition and both greater stimulation and less 

sedation have important implications for understanding risk for AUD in young adults. The 

stimulant effects of alcohol are considered to represent the positive rewarding effects of the 

drug (Martin et al. 1993). Individuals who experience these effects may be more motivated 

to continue drinking, in order to prolong these positive feelings. Indeed, among young 

adults, heavy drinkers report greater alcohol-induced stimulation (King et al. 2002; 

Marczinski et al. 2007), and greater stimulation predicts the development of AUD later in 

life (King et al. 2011; King et al. 2016; King et al. 2014). By contrast, the sedative effects of 

alcohol are thought to represent negative effects, and individuals who experience these 

effects are less likely to continue a drinking episode. Accordingly, among young adults, 

heavy drinkers tend to report less alcohol-induced sedation than light drinkers, and less 

sedation is associated with more AUD symptoms later in life (King et al. 2011; King et al. 

2014). Thus, our findings that individuals with poor inhibitory control report both greater 
stimulant effects and less sedative effects suggest an important set of risk factors for these 

individuals. That is, in addition to having difficulty controlling behavior (including alcohol 

consumption), these individuals also experience stronger rewarding effects from alcohol and 

weaker negative effects. Together, this could produce a ‘triple whammy’ that contributes to 

heightened risk for problematic alcohol consumption and alcohol-related problems in these 

individuals.

Our findings are consistent with previous reports from both animal and human studies 

linking poor inhibition and sensitivity to the rewarding effects of another class of abused 

drugs: stimulants. In animals, rats with poor response inhibition self-administer cocaine at 

higher rates than do animals with good response inhibition (Belin et al. 2008; Dalley et al. 

2007). In humans, healthy young adults with poor inhibitory control report greater euphoria 

and stimulation following amphetamine relative to placebo (Weafer and de Wit 2013; 

Weafer et al. 2017). Additionally, individuals who score high on measures of impulsive 

personality (which include items related to inhibitory control) report greater subjective 

reward following both alcohol and amphetamine (Kirkpatrick et al. 2013; Leeman et al. 

2014). Taken together, these findings provide compelling evidence linking poor inhibitory 

control and both alcohol and stimulant drug reward. Given that alcohol and stimulants are 
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often co-abused (Furr et al. 2000; Heil et al. 2001), such an association could provide 

important insight into risk for poly-drug abuse in young adults with poor inhibitory control.

The behavioral link observed here between inhibitory control and subjective response to 

alcohol lays the groundwork for future studies to investigate common neurobiological 

mechanisms underlying this association. One candidate mechanism is the D2 receptor 

system, which is linked to both poor inhibitory control and drug reward (Jentsch and 

Pennington 2014). Specifically, in animals, low D2 receptor availability is associated with 

both poor inhibitory control and greater cocaine self-administration (Dalley et al. 2007). In 

humans, low D2 receptor availability is associated with poorer inhibition, and greater 

subjective response to amphetamine (Ghahremani et al. 2012; Robertson et al. 2015; Volkow 

et al. 1999; Volkow et al. 2002). Additionally, we have shown that less right frontal brain 

activity during inhibition is associated with greater subjective response to amphetamine, 

potentially due to less ‘top-down’ frontal regulation of striatal reward responses (Weafer et 

al. 2017). We have also shown that striatal activity during alcohol intoxication is directly 

linked to the drug’s stimulating effects (Weafer et al. 2018). Future studies are needed to test 

the degree to which reduced frontal activation during inhibition is associated with alcohol-

induced stimulation and sedation, as well as the degree to which such associations might be 

mediated by D2 receptor number and function.

These findings raise an interesting question regarding potential associations between acute 

alcohol effects on inhibitory control and alcohol-induced stimulation and sedation. It is well-

known that acute alcohol consumption impairs inhibitory control (de Wit 2009; Fillmore and 

Weafer 2013). Just as the current findings show that baseline levels of inhibitory control 

predict stimulation and sedation, alcohol-induced disinhibition may also be related to acute 

subjective responses to the drug. Indeed, there is preliminary evidence to suggest that 

individuals who show greater impairment of inhibitory control on a go/no-go task following 

a moderate dose of alcohol report greater stimulant (but not sedative) effects of alcohol 

(Quinn and Fromme 2016). It will be important for future studies to further test these 

potential associations with additional measures of inhibitory control, such as the stop signal 

task used in the current study, as well as multiple doses of alcohol.

This study had several limitations. First, we administered a single dose of alcohol. It will be 

important for future studies to test the degree to which poor inhibitory control predicts 

stimulation and sedation at lower and higher doses of alcohol. Second, participants 

consumed the alcohol dose in a relatively short time period, calling into question the 

ecological validity of the drinking procedures. Similarly, participants were alone in the 

testing rooms throughout the session, with minimal social interaction. While this controlled 

environment is beneficial for minimizing potentially confounding variables, it further limits 

the ecological validity of the drinking procedures. It will be important for future studies to 

replicate these findings in more ‘real-world’ drinking settings. Additionally, a relatively 

large number of subjects were excluded from analyses due to invalid stop signal data. 

Although this percentage of data loss is comparable with previous studies using this task 

(e.g., Weafer and de Wit 2013; Weafer et al. 2017), this should be considered a study 

limitation. Further, the sample size was not large enough to test the effects of potential 

moderating variables, including sex and typical alcohol consumption, on the relationship 
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between inhibition and response to alcohol. Future studies with larger samples will be 

needed to investigate these associations. Finally, we recruited a sample of moderate drinkers 

who occasionally engage in heavy drinking. It is important to note that the findings may not 

generalize to individuals with heavier or lighter drinking patterns.

In sum, this is the first study to show that individuals with poor inhibitory control experience 

greater sensitivity to the rewarding, stimulant effects of alcohol, and less sensitivity to the 

negative, sedative effects. These findings suggest that inhibition and subjective response to 

alcohol are not independent risk factors. Instead, they are related at a behavioral level, and 

together form a heightened profile of risk for AUD, particularly in young adults. It will be 

important for future studies to determine the neurobiological mechanisms underlying this 

relationship, in order to provide both behavioral and neural targets for prevention and 

treatment efforts aimed at reducing AUD in this vulnerable population.
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Fig 1. 
Mean area under the curve (AUC) stimulation scores across the two placebo and the two 

alcohol sessions for good inhibitors (low SSRT) and poor inhibitors (high SSRT). Capped 

vertical lines represent standard error of the mean (SEM)
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Fig 2. 
Mean area under the curve (AUC) sedation scores across the two placebo and the two 

alcohol sessions for good inhibitors (low SSRT) and poor inhibitors (high SSRT). Capped 

vertical lines represent standard error of the mean (SEM)
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Table 1.

Sample characteristics (n=69)

Mean (SD)

Sex (M:F) 34:35

Age 24.3 (2.6)

Education (years) 15.6 (1.6)

Race

 Caucasian 39

 African-American 13

 More than one race 12

 Asian 3

 American Indian/Alaskan 1

 Not reported 1

Alcohol use (past month)

 Number of drinking days 15.2 (4.8)

 Number of binge days* 4.2 (2.6)

 Drinks per week 12.1 (4.5)

Note.

*
binge day defined as 4/5+ in one drinking episode for men/women
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Table 2.

Linear mixed effects models testing associations between SSRT and subjective response to alcohol

Estimate SE t p

BAES Stimulation

Order 2.92 2.33 1.23 0.215

Sex 3.87 2.30 1.69 0.096

SSRT 0.03 0.06 0.53 0.600

Beverage 1.69 1.06 1.59 0.113

Time (Linear) −3.51 0.53 6.66 0.000

Time2 (Quadratic) 0.42 0.10 4.19 0.000

SSRT×Beverage −0.06 0.04 1.41 0.160

SSRT×Time < −0.01 0.02 0.43 0.665

SSRT×Time2 < 0.01 < 0.01 0.34 0.736

Beverage×Time 5.38 0.75 7.29 < 0.001

Beverage× Time2 −1.15 0.14 8.10 < 0.001

SSRT×Beverage×Time 0.06 0.03 2.19 0.029

SSRT×Beverage×Time2 −0.01 < 0.01 1.77 0.077

BAES Sedation

Order 1.47 1.31 1.11 0.270

Sex 0.97 1.30 0.75 0.459

SSRT < −0.01 0.03 0.23 0.820

Beverage −0.11 0.90 0.12 0.907

Time (Linear) 1.39 0.46 3.01 0.003

Time2 (Quadratic) −0.26 0.09 3.06 0.002

SSRT×Beverage 0.05 0.04 1.30 0.194

SSRT×Time 0.02 0.02 1.00 0.318

SSRT×Time2 < −0.01 < 0.01 0.50 0.617

Beverage×Time 1.89 0.63 3.00 0.003

Beverage× Time2 −0.18 0.12 1.50 0.133

SSRT×Beverage×Time −0.06 0.03 2.55 0.011

SSRT×Beverage×Time2 < −0.01 < 0.01 1.81 0.071

Note. Significant effects are indicated in a bold font. SSRT = stop signal reaction time
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Table 3.

Mean (SD) BAES Stimulation and Sedation scores across sessions

Stimulation Sedation

Timepoint Placebo Alcohol Placebo Alcohol

Baseline  17.9 (12.0) 17.3 (12.9) 6.0 (6.0)  5.4 (5.5)

30 min  15.8 (12.2) 24.6 (14.7) 6.3 (6.7)  9.6 (7.4)

60 min  12.6 (10.8) 20.3 (14.6) 8.4 (9.0) 10.7 (8.3)

90 min 11.0 (9.9) 16.8 (13.8) 7.6 (8.3) 11.3 (8.7)

120 min 10.9 (9.9) 14.6 (13.0) 7.3 (8.5) 11.6 (8.9)

150 min 10.9 (10.1) 11.9 (11.1) 6.5 (8.1) 11.3 (9.7)

Note. BAES = Biphasic Alcohol Effects Scale

Psychopharmacology (Berl). Author manuscript; available in PMC 2021 March 01.


	Abstract
	Introduction
	Methods
	Design
	Participants
	Measures
	Procedure
	Beverage administration
	Data analyses

	Results
	Sample characteristics
	SSRT
	Breath Alcohol Concentration (BrAC)
	Associations between SSRT and stimulation following ethanol
	Associations between SSRT and sedation following ethanol
	Associations between SSRT and demographic and drinking habit measures

	Discussion
	References
	Fig 1
	Fig 2
	Table 1.
	Table 2.
	Table 3.

