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Foreword 

You are not entitled to your opinion. 

You are entitled to your informed opinion. 

No one is entitled to be ignorant.

HARLAN ELLISON

The internet has given us access to so much information and provided us with the ability to have an opinion on such a wide variety of subjects … but we seem to focus heavily on the latter and not so much on the former.

Drugs are one such topic. People love to have an opinion, but the waters are so muddied with fearmongering and bias that it is hard to figure out how to inform that opinion reliably. It is for this reason that I am so overwhelmingly proud for even the small part I have played in helping Say Why to Drugs to exist.

Way back in 2015, it was the internet that made me aware of Dr Suzi Gage and led to her becoming a guest on my Distraction Pieces Podcast. In that very first recorded conversation, the seeds were watered for the idea of a podcast that provided an unbiased, fact-based education on the taboo subject of drugs. Not getting mixed up in the opinion and often emotion-led argument of ‘right or wrong / good or evil’, but simply focusing on facts and studies. 

I had just begun working on the idea of using the reach of my podcast to expand and build a network of podcasts, giving a platform to people I felt were more than deserving of one. As you can imagine, I was keen for one of the first additions to the network to be the realisation of Suzi’s podcast ideas. 

At this stage, I was already starting to worry that, as podcasts were growing, the quote that opened this foreword was getting more and more ignored. So many opinions, so few informed ones. Thus, having suggested the name Say Why to Drugs to Suzi, I was even more motivated to do anything I could to help bring a researched, informed and rational podcast on a much-mythologised subject to the ever-growing podcast world.

When Suzi was ready to launch, she decided it would work best, format wise, if she had a guest on each episode to discuss it all with her. What better way to confirm or dispel a myth than for it to be presented by someone who believes it and addressed by someone who has studied it? I was lucky enough to be asked to be that said guest. 

As the episodes went on, Suzi decided that I was a good fit to have a regular position as the guest for a few reasons. The clearest reason was that, in my youth, I had tried a fair number of the drugs in question and was happy to discuss openly my experiences. I feel it also helped that, through nothing but personal choice, I now do not take any drugs apart from the occasional drop of alcohol – and I truly mean occasional, as I tend to drink only eight or nine times a year.

This was all well and good and to be involved felt great … but it was the reaction when it launched that was truly overwhelming. 

Listenership exceeded all expectation and feedback was coming in from parents and teachers who wished that they had had such a resource when they were in their younger, experimental years. Young and old, those who had used drugs and those that had not, the podcast seemed to reach so many people. People who needed to hear it.

And now it’s a book!

A real-life actual book that you are reading.

I truly believe that what Suzi has created here will live on as an essential tool in the ‘war on ignorance’; the natural successor and antidote to start repairing the damage done by the ‘war on drugs’.

Scroobius Pip

July 2019


Introduction

Have you ever taken drugs? 

Every time I ask this question as part of a talk or lecture, a few people put their hands up. And sometimes, when these talks are at events like Skeptics in the Pub, I then mischievously point out that the pint of beer in front of them contains a psychoactive substance. Almost all of us have at least tried a psychoactive substance, from our cuppa in the morning, to a teenage coughing fit after a cigarette behind the bike sheds, or a vodka-filled alcopop, even if we decide not to try them again, or have never tried anything ‘illicit’. 

If you have tried drugs (and I have, I’m sipping a coffee as I write this), you are not alone. Humans have been enjoying the effects of psychoactive substances for thousands of years. If chewing a particular leaf might improve your concentration, speed or accuracy, you might be more likely to catch and therefore eat meat that day – it’s clear why that would have been advantageous. 

Psychoactive drugs have also been used in ritualistic settings for centuries – shamans imbibing psychedelic substances to allow them to communicate with gods or spirits. Tobacco and cannabis were both initially used in ritualistic settings. Psychedelic drugs such as ayahuasca still are in some Amazonian communities.

The UK’s drug of choice, alcohol, has probably been around since the Stone Age. Some historians believe that alcohol was a food staple before bread, as it contained plenty of carbohydrates. In all likelihood, it was considerably weaker than the beers we’re used to today – evidence suggests that even children drank it.

What about more recently? Fast forward to the turn of the last century, when machine rolling of cigarettes meant they could be mass-produced, and we see a new way to consume tobacco. In the UK and USA, the inclusion of cigarettes in soldiers’ ration packs during the First and Second World Wars really cemented their place as a drug of choice in the countries. And even though cigarettes have fallen out of favour more recently, as evidence of how much of a health risk they are has weakened their appeal, the World Health Organisation estimate that as of 2018 there are still 1.1 billion smokers worldwide, with 6.1 million of them in the UK. 

Even more Brits drink alcohol – around 58 per cent of UK adults (those over sixteen) drank alcohol in the previous week, according to the Office for National Statistics. And the history of alcohol as the UK’s drug of choice is long and rich. 

As would be expected, illicit drugs are not as widely used. According to the European Monitoring Centre for Drugs and Drug Addiction (EMCDDA) 2019 report, just under 10 per cent of UK adults (which they define as those aged between sixteen and fifty-nine) have used an illicit substance in the past year. Cannabis is the most commonly used; the same report found that 12.3 per cent of sixteen- to thirty-four-year-olds in the UK reported using cannabis in the past year. Other drugs are even less common – cocaine use was reported by roughly 5 per cent of those surveyed, and MDMA by 3 per cent. 

Drug-use patterns are surprisingly inconsistent across the world. In East Asia, amphetamines are the illicit drug of choice. Alcohol is less popular than in the West, in part due to genetic differences that result in a reduction in ability to metabolise alcohol in a significant proportion of the population, leaving some people with unpleasant flushing and nausea symptoms if they drink even a small amount. 

In Germany, like the UK, cannabis is the most commonly used illicit drug. The next most common are amphetamines, although these are being used by less than 2 per cent of the population. In some countries, particular drug-use patterns occur because drugs are trafficked through them. For example, there’s a distinct increase in opioid use in countries that lie between Afghanistan, where the poppies are grown, and western Europe and the USA, where opiates can be sold for big money. In Russia, one route used to traffic heroin to Europe, HIV cases have shot up in recent years, with around half of new cases linked to injecting drug use. 

But although the drug of choice may be different, there doesn’t seem to be any culture where drug use in some form or another hasn’t been documented or observed. There seems to be something about humans that makes us want to alter our perception in some way. Is drug use innate? I am not sure, but anthropologist Donald E. Brown certainly believes it’s important – he listed ‘mood- or consciousness-altering techniques or substances’ as a ‘human universal’, something found in all societies and cultures, ranking psychoactive substance use alongside music, language and play. 

Drugs have inspired works of art throughout history, from novels and plays to paintings and movies. The evocative Gin Lane by William Hogarth, depicting perhaps a scaremongering vision of gin-addled London in the mid-1700s, might even be considered the first public health advert, as it was created to support a proposed Gin Act that was an attempt to curb drinking in the city, and contrasted with its sister piece, the far more wholesomely portrayed Beer Street.

Legality may also have an influence on the prevalence of drug use, but not necessarily in the way you might suspect. In Portugal, for example, where drug use was decriminalised in 2001, prevalence of illicit drug use is much lower than most of the rest of Europe. The EMCDDA report puts cannabis use among young people in the last year at around 5 per cent, with cocaine, MDMA and amphetamines all being used by less than 1 per cent of the population.

I will use the terms ‘psychoactive substances’ and ‘drugs’ throughout this book, but these can be quite difficult terms to define. Drugs can mean medication we are prescribed by our doctors or substances we take for recreation, and the two aren’t necessarily mutually exclusive. Ketamine, opiates, even cannabis all have medical uses, and trials investigating therapeutic properties of MDMA and psilocybin, the active compound in magic mushrooms, are ongoing. 

The UK government introduced the ‘psychoactive substances bill’ in 2016 and defined the term as something that ‘by stimulating or depressing the person’s nervous system … affects the person’s mental functioning or emotional state’. 

Think about the way a glass of wine can make you feel relaxed, and two or three can affect your ability to think clearly. (This definition isn’t that brilliant, though – chocolate or sweets, maybe even sex, could legitimately be defined by the description above.) Some psychoactive substances, like alcohol and tobacco, are legal, while others are not, although that wasn’t always the case. Cannabis and opium, for example, have a complicated history in terms of their legality and corresponding social acceptability.

Taking any psychoactive substance is not without risk. Most, if not all, of the substances we take to alter our brain do so in a way that makes them potentially psychologically or physically addictive. Whether addiction in and of itself is harmful is a topic we’ll get on to, but there are other risks, too. Most psychoactive substances also impact on the body – stimulants increase heart rate and blood pressure, which can put a strain on the heart and circulatory system, while depressants can slow things down (like breathing) and potentially lead to loss of consciousness, or worse. 

Tolerance can also build up, meaning more of the drug needs to be consumed to get the same effect. And longer-term risks to health are possible as well. We all know the greatly increased risk of lung cancer and other diseases that cigarette use causes. But maybe other drugs are having other, albeit less extreme, effects. Does MDMA use really lead to depression? Can too much cannabis cause schizophrenia? These are much harder questions to answer, so the information that reaches the mainstream media about these questions is much more difficult to follow.

I have been fascinated by the science around the use of recreational drugs since I was an undergraduate psychology student at UCL way back in the early 2000s. But I have a particular interest in the link between drug use and mental health. I did my PhD in Bristol, looking at the links between cannabis and cigarette use, and later depressive symptoms or psychotic-like experiences, by studying a group of UK-based teenagers called Children of the 90s, who have had data collected on them since before they were born. 

I’m a psychologist (although a researcher rather than a clinical psychologist) and an epidemiologist – I now work at the University of Liverpool, where I teach medical students and do my own research. But I’m not a medical doctor. As such, when I present evidence, I’m talking about research evidence, often at a population level. This book aims to provide information about recreational drugs, based on scientific evidence. It’s not a political book – it is not an argument for or against legalisation or regulation of substances. It’s trying to be as dispassionate as possible and sticking only to what we’ve uncovered through scientific research. 

This means there will be times when I’ll tell you that we don’t know the answer – I hope that is OK. But one thing I will do my utmost to avoid is the addition of any hyperbole, any spin, or any judgment. However, I can’t promise that I won’t sneak in any stealth statistics lessons. And here’s the first, about how it’s so difficult to do research looking at drugs. 

When we do population science, epidemiology1 as it’s known, we often want to find out whether a particular behaviour or environmental exposure increases or decreases the risk of some negative (or positive) outcome. The best way to do this would be to conduct what’s called a randomised controlled trial. Say you’re interested in finding out whether taking vitamin supplements is associated with the risk of getting a cold. You’d take a large group of individuals (and I mean large, we’re talking hundreds or, ideally, thousands here), and randomly assign half to receive the vitamin, and half to receive a placebo sugar pill. 

In order to minimise bias, you wouldn’t tell the individual in question whether they were getting vitamin or placebo, and the experimenter wouldn’t know until after the data had been collected either. The people enrolled in the study would be followed up for an appropriate length of time, and the number of people getting colds in each group would be calculated and statistically tested to work out the likelihood that any differences seen could have occurred by chance.

You see the problem here when we’re talking about substance use. Despite my best attempts at persuading university ethics committees,2 they’re not really keen on us recruiting a bunch of teenagers and randomly asking one group to smoke, one to drink alcohol, and another to start using cannabis, even if we could persuade them to stick to only one substance throughout the trial, which given teenagers’ proclivity for risk-taking behaviour, being led by their peers, and experimentation, is unlikely. 

Because we can’t do an experiment, we are left to observe what people choose to do. And the people who choose to use cannabis (as an example) are likely to be different from people who choose not to in loads of other ways – they might also be more likely to drink alcohol or smoke cigarettes, there might be differences in their childhood experiences that led some of them to experiment with cannabis, or in their peer groups (if your friends are all using it, you might be more likely to try it, simply because you have access to it). We try to take these differences into account using statistical techniques, but this relies on two factors: knowing what all the differences are, and being able to measure them accurately. 

Because of these limitations, it’s very difficult to be sure that an association means one thing causes the other. If we see depression at higher levels in people who drink alcohol than those who don’t, does that mean that alcohol increases the risk of depression, or that having depression leads to people being more likely to start drinking, or to drink more heavily? A third option is that some other factor (struggling at work maybe, or going through a divorce) might increase both the risk of depression and the likelihood to drink. 

As the cliché goes, correlation does not equal causation … except when it does, of course, but that’s not every time. So how do we work out which scenario is correct? Throughout this book I’ll try and pull out useful ways of interpreting studies you might see reported in the newspaper, and I will consider what makes certain study designs better or worse in terms of providing good evidence.

Given that drug use might be a ‘human universal’ – it’s been seen throughout history, and most of us have at the very least dabbled, or know someone who has – it is worrying how much misinformation there is about how drugs affect the brain and body, and the potential risks of using them. And for a small but important minority, the risks of taking drugs can be severe. Do we know who is at risk? Are there ways of predicting it, and preventing it? 

This is a book that you can sit and read from cover to cover, but equally if there are particular substances you’re interested in, it’s also fine to dip into any chapter, and flick back and forth through the book. To help with that, I’ve also added a glossary at the end of the book, so I won’t define terms every time they crop up. 

For each substance in the book, we’ll cover the short-term intoxication effects and potential long-term risks from regular use of the substance, we’ll tackle the myths and misconceptions that exist around them, and whether they have any medical uses, as well as covering all sorts of interesting findings, history and cutting-edge research that is currently going on. Where I’ve interviewed individuals about their drug use, some names have been changed.

You have probably heard a number of the categories that recreational drugs fall into. Stimulants, depressants, hallucinogens, uppers, downers … all sorts of terms get bandied about, but what do they mean? What’s the difference between a stimulant and a hallucinogen? Throughout the book, I will also be interspersing mini-chapters that give the low-down on what these terms mean, which drugs fall into which categories, and the key characteristics that those substances have.

In this book there won’t be any judgment, there won’t be any hyperbole, there will be (a few) stats. Are you ready? Let’s go.


CHAPTER 1

Alcohol

[image: Image Missing]


What is it? Fermented from fruit or grains, alcohol (ethanol) can be found as beer, wine or spirits.

Type of drug: A depressant, but can seem to have stimulant effects at low doses.

Popularity: Globally extremely popular, legal in most countries, although some religions do not permit alcohol consumption.

How consumed: Drunk (which is also how you’ll end up).

Timescale: Peak intoxication 45–90 mins after consumption.

Some effects: Sociability, lowering of inhibitions, loss of motor control, impaired judgment.



WHEN WE TALK about alcohol as a recreational drug, we really mean ethanol, a particular type of alcohol that is produced when sugar is fermented by yeast. Alcoholic drinks are usually made from fermented fruits or grains, and broadly fall into three categories: beers, wines, and spirits. Alcoholic drinks have a long history of use across the globe, from Stone Age beer jugs to Ancient Egyptian brewing and Babylonian wine deities, and they are very much ingrained in many cultures worldwide. Ale was extremely popular in the Middle Ages in the UK, though it was much weaker, and consumed daily in large quantities, potentially by all ages. 

While underage drinking is discouraged these days, alcohol is still very much part of British culture. Office of National Statistics figures from 2017 found that only 16 per cent of white adults in Great Britain reported being teetotal, although the figure was around 50 per cent for other ethnicities. But while alcohol remains the drug of choice in the UK and in much of Judaeo–Christian culture, there’s some suggestion that this is changing. 

Certainly in the UK, and indeed in many Western cultures around the globe, there is one group of people in whom drinking rates are going down. And it’s not necessarily the group you’d expect. In fact, it’s young people, defined as those aged twenty-five or younger in most places. For this group, national statistics suggest that the number of drinking occasions in a given month is lower than it’s ever been, and there is a larger proportion of teetotallers in this group than at any time since data began being collected. 

At present, it’s not really clear why we’re seeing this drop in alcohol use in young people. Perhaps this group spend their time differently than the same age-group did in the 1990s or 2000s – preferring to socialise online, at home, or maybe even worried that drunken photos will be uploaded online before you can say ‘Instagram’. Perhaps public-health messages about the harms of drinking are hitting home. Maybe young people are rebelling against the heavy drinking of their parents’ generation. 

In all probability it’s unlikely that any one factor will be solely responsible. It may even be a statistical anomaly – what goes up must come down, and alcohol use in young adults was at its highest around the year 2000, so perhaps this fall is to be expected in the ebb and flow of population health behaviours. It’s hard to say. And just because young people are drinking less regularly, doesn’t mean they aren’t still partaking in dangerous drinking patterns. 

When young people are drinking, they are still reporting binge drinking – drinking to the point of illness, well above recommended levels. In fact, the 2017 ONS report mentioned above found that while young people aged sixteen to twenty-four years old were less likely to drink than any other age group in Great Britain, they also found that when they did drink, they were drinking more on a given day than any other age group. But what does alcohol do to us when we drink it?

What are the short-term effects?

Many people reading this are probably familiar with the symptoms of alcohol intoxication. I know I am. Alcohol takes between ten minutes to an hour to get into the bloodstream, and its effects vary depending on the dose. It might take forty-five to ninety minutes to feel the peak effect of a drink once it has been consumed. After an average drink, you might feel more sociable and warm – the feeling described as ‘tipsy’. At this level of alcohol consumption your heart rate has increased, and your blood vessels have dilated. Your inhibitions might be slightly lowered, too, and you might feel relaxed.

As you drink more alcohol, the effects get more pronounced. You can start to feel lightheaded, and you might struggle with fine motor tasks (ever tried threading a needle while drunk? Or trying to unlock your front door?). As well as these physical effects, your judgment and decision making can become impaired. This is why drinking in moderation can be so difficult – it’s easy when sober to decide that one or two drinks is all you’re going to have that evening, but once you’ve had those drinks – even just one or two – you might feel less concerned with your plans for the next morning, and more keen to carry on the night.

If you do continue drinking beyond this point, things can get worse. You might experience memory blackouts, you could end up nauseous and vomiting, your motor control will get worse, potentially leading to stumbles and falls, and this, combined with impaired judgment, can lead to serious accidents.

There’s some evidence that alcohol intoxication might increase aggression, but at the moment it’s pretty weak. What might explain the fights that seem to occur more often among intoxicated people could be an increase in misinterpreting ambiguous emotional faces. If you see a person with a neutral expression when you’re sober, you probably think nothing of it, but while drunk, you might misinterpret that lack of a smile as aggression. And if that person is drunk too, that misinterpretation could escalate. Or maybe it’s due to a lowering of barriers that keep us conforming to social niceties and expectations. 

Intoxication is also associated with increased risk of sexually transmitted diseases and unplanned pregnancies – when we’re drunk, we are more likely to partake in risky behaviours, and this can include unprotected sex, as well as fights.

Within the brain, alcohol affects almost every neurotransmitter that we have. These are the chemicals that transmit signals between our brain cells. Different neurotransmitters are associated with different pathways or networks in the brain, so manipulating particular ones will lead to particular effects – on bodily functions, ability to think, motor skills, even emotion or mood. Alcohol is often referred to as a global or ‘dirty’ drug, and it’s this effect on so many different neurotransmitters that can make it appear like a stimulant or a depressant depending on the dose and time after drinking.

For some people, the consumption of alcohol, even at low levels, can be really unpleasant. And this is down to genetics. Small caveat: it’s very rare that one particular genetic variant or gene is responsible for a big change in behaviour (called a phenotype in this field of research), but this is one of those unusual examples.1 In populations of European descent,2 a broad definition of which includes most people native to Europe and North America, this atypical version of the gene is extremely rare. However, in people with East Asian heritage, it’s much more common, with estimates that around one-third to one-half of these populations have at least one copy of the atypical gene, or even two – one inherited from each parent. 

So what does this gene do, and why is it a problem to have an atypical version? The gene codes for an enzyme called aldehyde dehydrogenase. This enzyme is the second step of alcohol breakdown from ethanol into acetic acid, which the body can excrete. In the first step, alcohol gets broken down by another enzyme (alcohol dehydrogenase) into acetaldehyde. Acetaldehyde is not very nice, it’s pretty toxic, and it’s one of the chemicals that has been blamed for the nausea we can feel when really drunk or hung over.

For people with the atypical gene, and the faulty enzyme, their bodies break down alcohol into acetaldehyde, but then the faulty aldehyde dehydrogenase enzyme can’t break this down any further, so unpleasant levels of it build up in the body. The upshot of this is that the individual feels sick, sweaty, headachy, and their face will flush red. As such, many people with one or two of these atypical variants will avoid alcohol altogether – which is one of the reasons that problematic alcohol use, and alcohol-related cancers are rarer in East Asian populations than in European populations.

Some people describe the experience of drinking with an atypical aldehyde dehydrogenase gene as like ‘an instant hangover’. But what actually is a hangover? In very simple terms, it’s the awful feeling we can experience the morning (or day … or entire week – not that I’m speaking from experience, you understand) after a heavy night of drinking alcohol. This can include being unable to move more than a few feet from the loo in case you’re sick; a pounding headache that’s sensitive to noise, light and even smell; aching joints, and for some people a feeling of anxiety or sadness. 

Yet despite this being something that many of us will have experienced, there’s surprisingly little research into why we get hangovers, and whether there’s anything we can do to minimise the symptoms. 

Recently, work was published that somewhat disproved the old maxim ‘Beer before wine, feel fine. Wine before beer, feel queer.’ In a sample of ninety individuals, hangover severity was not affected by the order in which different alcoholic drinks were presented. There is, however, some evidence that the type of drink consumed could impact on a hangover. Alcohol that is darker in colour tends to contain more compounds called congeners, and there’s some evidence from the 1970s that suggested that congener-heavy alcohol, like brandy or red wine, led to more risk of hangover than clear spirits like gin or vodka. 

This area of research was recently updated, and researchers found that while individuals reported feeling worse after consuming bourbon (compared to vodka), when they were tested on a number of metrics including sleep, memory and reaction times, there was no difference between the groups. There are a number of research groups who have recently started looking in more depth into the hangover and its effect on us. 

One is led by Dr Sally Adams at the University of Bath. She and her team recently published a paper that systematically reviewed all the research published to date that investigated the impact of a hangover on cognition. They found nineteen research papers that had investigated this question, and concluded that the evidence to date suggests we’re likely to be impaired in our ability to perform tasks that require sustained attention not only while we’re drunk, but the next day as well. They also found evidence that a hangover might impact on our ability to drive – so even after we’d pass a breathalyser test, we might want to think twice before getting behind the wheel if we’re feeling wretched.

What are the longer-term effects?

Long-term alcohol use is known to increase the risk of liver problems. Heavy drinking, even in the short term, can lead to a build-up of fat in the liver, which is a reversible warning sign of alcohol-related liver disease. If the liver isn’t given a break from alcohol to recover, more serious disease can set in, with symptoms often not being seen until the liver is substantially damaged.

There is a large body of evidence causally linking alcohol to seven types of cancer, including breast cancer, liver cancer, mouth cancer and bowel cancer. The charity Cancer Research UK have stated that alcohol is responsible for approximately 4 per cent of UK cancer diagnoses. As an example, people who drink one typical alcoholic drink a day have an estimated 20-per-cent increased risk of mouth cancer compared to those who don’t drink at all. Which sounds like a massive increase, but mouth cancer is fairly rare – around five in 1,000 non-drinkers will develop mouth cancer at some point in their life, and a 20-per-cent increased risk roughly equates to one more diagnosis of cancer per 1,000 individuals. 

Heavier drinking increases your risk more – if everyone drank at least 44 units a week (about four and a half bottles of wine), that would result in eleven extra cases of mouth cancer per 1,000 individuals, on top of the baseline five. This illustrates the difference between what’s called a ‘relative risk’ and an ‘absolute risk’. Describing something as a ‘twenty-per-cent increased risk’ is a relative risk – and these are often the figures the media will report as they sound really dramatic. But if you as an individual want to make an informed choice about whether to do something or not, the absolute risk is far more informative. Relative risks can look massive, but if the underlying risk is extremely low then increasing it by 20 per cent, even 50 per cent, will still result in a low, albeit ever-so-slightly higher risk.

Alcohol can be dependence forming – about 9 per cent of men and 4 per cent of women in the UK show symptoms of alcohol dependence. However, the term ‘alcoholic’ to describe people with alcohol dependence is falling out of favour among many researchers, clinicians and policy makers. While some in the past have said that defining alcohol problems as the disease ‘alcoholism’ can shift stigma away from an individual, others fear that such labels are equally stigmatising, implying ‘rock bottom’ and a lifelong diagnosis. 

As well as this, the term might create an ‘othering’ of problematic alcohol use, giving some people something like a get-out clause – ‘Oh well, my drinking isn’t as bad at that, I’m not an alcoholic so I don’t need to do anything about my drinking.’ Problematic alcohol use exists on a spectrum, and people can improve their relationship with alcohol even if they haven’t yet reached a severe problem. 

All this isn’t to say that the term is not useful to an individual – I have met a number of people who self-identify as an ‘alcoholic’, and some told me that it helps them in terms of maintaining their abstinence from alcohol and avoiding relapse. However, they also said that self-identifying as an alcoholic is worlds away from being labelled an alcoholic by other people, or society. As with other addictions (and this is explored in more detail in the Addiction chapter), stigma is high towards people with alcohol-use disorder, which can impact their recovery, their ability to find employment, and all sorts of aspects of their lives.

Alcohol tolerance builds up over time, meaning a person needs to consume more alcohol to get the same effect, and it can be a struggle to cut down even when a person has health problems. There are also physical withdrawal symptoms when trying to quit alcohol, and these can include seizures and can potentially be extremely dangerous. Also, as alcohol tolerance will reduce if a person abstains, overdosing on alcohol during relapse is easily done and can have severe, even fatal, consequences. 

Long-term alcohol use can impact negatively on an individual’s mental health. It has been linked to increased risk of depression and anxiety, to memory impairment, and to increased levels of stress. Although, as with other substances, understanding the links with mental health is more challenging than for physical health. And yet, many people will use alcohol as a method of managing their anxiety. In particular, social anxiety – I’m sure lots of us have done this. 

Imagine you have to go to a party, perhaps organised by a friend of a friend. You’re not going to know anyone there, you’re not going to like the music, and you’d really rather not go. In this circumstance, many people would use alcohol to make the party more bearable. For those with more severe anxiety, perhaps untreated, alcohol can seem like an easy and socially acceptable method for self-medication. It’s even marketed as such – ‘keep calm and drink prosecco’, ‘mummy needs her gin’ – and this appears particularly to be the case where women are concerned. But using alcohol in this way, sometimes referred to as ‘drinking to cope’, is likely to be maladaptive. 

As I mentioned earlier, alcohol use is associated with an increased risk of depression and anxiety. So while in the short-term a drink or two might help with your current situation, in the long run it might be making things worse. Set and setting are important here. Alcohol intoxication will be affected by where you are, and your state of mind. If you are unhappy or anxious and you start drinking, you might initially feel better, but this could easily end up with you feeling awful and crying in the toilets (I speak from painful experience here).

Can alcohol be good for you?

You’ve probably at some point seen headlines saying a glass of red wine is good for you. Sadly, the evidence doesn’t really back this up. There have been a few studies of a chemical called resveratrol, which is found in red grape skins (and therefore in red wine). In animal studies and cell-culture studies, this chemical has been linked to benefits for diabetes, neurodegenerative diseases and even cancer. However, scaling this up to humans has been challenging, because the quantity of resveratrol you’d have to consume is enormous, and consuming that dose, even in trials of extracted resveratrol, has been very difficult. 

This doesn’t mean that resveratrol doesn’t have any beneficial effects, but at the moment we simply don’t have enough evidence. And, of course, resveratrol isn’t the only chemical in red wine, and we know that alcohol causes seven types of cancer. So to say that red wine might be beneficial for cancer is just plain wrong.

More controversial are the findings that suggest a beneficial effect of drinking a small amount of alcohol, compared to none, in particular around risk for heart disease or stroke. There is some disagreement in academic circles around this so-called ‘J’-shaped curve. Looking at these graphs, it seems to indicate that not drinking any alcohol at all is more dangerous than drinking a small amount. But plenty of academics are sceptical about this. 

As we’ve already discussed, not drinking any alcohol at all is surprisingly rare. And the people who choose not to drink anything are different from the people who drink a small amount. I know that when I’m unwell, I’m less keen to drink alcohol, so it’s plausible that if I had a long-term illness, I might stop drinking altogether. People might also be advised, if their health is poor, to stop drinking by their doctor. 

Another group of people who don’t drink at all are those managing alcohol dependence. Some people choose not to drink alcohol for religious reasons. And there are loads of other people who don’t drink – who come from all walks of life. Not everyone who doesn’t drink is likely to have poor health, but if enough do, that is likely to skew any findings. 

It’s not surprising that people who drink a lot of alcohol have an increased risk of health problems of all kinds. So what about these people who drink a small amount and seem to be the most healthy? Well, perhaps they’re just the healthiest group to begin with. Maybe they do the most exercise, are the most well off, or eat the most healthily. 

These sound like generalisations, and they absolutely are. There will be people who fit all those descriptions who don’t drink anything, and people who have long-term illnesses who drink a small amount of alcohol. But when we do observational studies we look ‘at the population level’, so it’s about the majority. 

This is again a problem with using observational cohort studies – people who don’t drink at all are ‘on the whole’ different from people who drink a small amount, and accounting for these differences is difficult. It’s also why we get anomalies like the 80-year-old-granny-who-smokes-like-a-chimney that everyone seems to know. We’re always talking about differences in risk at the level of a whole population, rather than for an individual.

But there is one way in which alcohol is extremely beneficial for health, and in fact you’ve probably encountered it every time you’ve been to a hospital. Not to drink, though – alcohol hand sanitiser is extremely effective at reducing the spread of bacteria and germs. 

And we drink it. 

For fun.

More curiously, alcohol does seem to have some other unusual effects that could potentially be seen as being good for us. Some of my former colleagues at the University of Bristol have found some really interesting results, when they brought people into the lab and asked them to consume alcohol. After doing this, they got the intoxicated people to rate the attractiveness of faces of the same gender, the opposite gender, and some images of landscapes. As might be expected, the so-called ‘beer goggles’ effect was found – intoxicated individuals rated all stimuli as more attractive than people who’d been given a placebo non-alcoholic drink did. 

However, when the same researchers followed up their findings in a naturalistic environment (they took their stimuli and a breathalyser into a local pub), they weren’t able to replicate these findings. Does that mean the beer goggles effect is a myth? Maybe, although the levels of alcohol in the pub setting were on the lower end of intoxicated, and the effect has previously been found to increase with dose. 

But still, this says something interesting about how we conduct experiments on alcohol. Often these are done in a lab in a university department. A participant coming in and being given alcohol, then asked to rate a load of faces might be primed to ‘please’ the experimenter – however hard we try and avoid this through clever or thoughtful study designs. And these kinds of designs are not really representative of how we drink in the real world. Drinking is often (though not always) a social occasion, and rarely something we do sitting on our own in a university building. 

Which is not to say that there isn’t value in conducting lab studies. And some universities have novel ways to get around this problem. At the University of Liverpool, where I work, researchers have built a bespoke ‘bar lab’ in the psychology department. It’s an amazing space, decked out to look like a bar or a pub, but with the ability to control the surrounding environment to increase consistency, something that it’s much harder to do when you take a study out into the real world!

More recently, the group in Bristol have continued their research into alcohol and attractiveness and found something really surprising. They brought people into the lab and gave them varying quantities of alcohol. But rather than asking them to rate the attractiveness of other people, they took their photograph before and after alcohol. They then showed these pairs of photos to other people, and found that how intoxicated an individual is will impact on how attractive other people find them. 

A small amount of alcohol (roughly equivalent to one glass of wine) was associated with the highest ratings of attractiveness. Any more alcohol than this and the effect went away, but I find this finding completely fascinating. There’s a lot of research from evolutionary psychology that has indicated that skin tone impacts on rates of attractiveness. Perhaps the mild flush in a person’s cheeks after alcohol can lead to this subtle effect. Perhaps a person is more relaxed (or maybe less inhibited is a more accurate way of phrasing this) after a small amount of alcohol and so is more at ease in front of the camera. 

It’s impossible to say from these findings, but it might be another part of the puzzle that explains why increased levels of risky sexual behaviour are seen after alcohol intoxication. The heady mix of lower inhibitions, potentially finding others more attractive, and looking more attractive yourself could be quite the cocktail of risk behaviours!

What don’t we know?

There’s still a surprisingly large list of things we know little about regarding our drug of choice. For example, we know that alcohol is a teratogen – that is, it can cause damage to a developing foetus – but how the risk of consuming a very small amount of alcohol during pregnancy is less clear. At the moment the guidelines in the UK recommend avoiding alcohol if trying to conceive, and during pregnancy. And we know that regular drinking while pregnant can lead to foetal alcohol syndrome, and that there is more of a spectrum of foetal alcohol effects than previously thought, meaning even a moderate amount of alcohol could impact on the foetus. A recent systematic review concluded that even though evidence was sparse, there were some studies that found an association with preterm delivery and smaller babies even at very low levels of alcohol consumption during pregnancy. These outcomes are themselves risk factors for other negative outcomes in childhood, suggesting that any alcohol during pregnancy should be avoided wherever possible. Of course, if a woman has gone out drinking and then finds out she is pregnant, it is not true that there will have been damage caused to the child. And it is important that women and healthcare professionals are able to have honest, judgment-free conversations to ensure adequate support to make the rest of her pregnancy alcohol free, rather than a woman feeling stressed and guilty when she finds out she is pregnant and potentially not wanting to speak to her healthcare provider about this. That said, the sparse evidence we have to date suggests the precautionary principle endorsed by the UK guidelines at present is sensible advice, for women who are planning a pregnancy, and for those who are already pregnant.


CHAPTER 2

Amphetamine

[image: Image Missing]


What is it? Synthesised powder or pill.

Type of drug: Stimulant.

Popularity: Southeast Asia and Australasia in particular.

How consumed: Swallowed, snorted, smoked or injected.

Timescale: Varies with consumption method – 4 to 8 hours.

Some effects: Increased confidence, alertness, heart rate, blood pressure, body temperature.



WHETHER YOU’VE SEEN Breaking Bad, or you’ve read about speed freaks in Beat poetry from the 1950s, amphetamine has a rich cultural history. And the substance also has a long medical history. Amphetamine was first synthesised in the late 1800s, but it wasn’t patented or investigated as a medication until the 1930s. It was synthesised as an attempt to improve on a substance called ephedrine, which was used at the time as a treatment for asthma. 

Ephedrine had a number of side-effects, including trouble sleeping, anxiety, hallucinations, even risk of stroke or heart attack. It was also prone to abuse. Amphetamine was chemically similar to ephedrine, and the hope was that it would not have these side-effects. While amphetamine wasn’t a brilliant treatment for asthma, inhalers containing it were marketed as Benzedrine, both for asthma and as a nasal decongestant. Even now, ephedrine and pseudoephedrine remain in some over-the-counter nasal decongestant sprays. 

Amphetamine’s stimulant properties were also noticed during research on the compound, and during the Second World War amphetamine pills were used by British and American troops, while German and Japanese forces were taking the chemically similar analogue methamphetamine. Amphetamine as a medication to treat depression fell somewhat out of favour
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Myths and misconceptions

Speed can sober you up 




Speed uses up a chunk of the finite number of beats your heart can do



Amphetamine rots your teeth





Does amphetamine have any medical uses?
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