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Distress tolerance and alcohol use/abuse
New findings indicate that among firefighters, distress tolerance strengthens associations between PTSD symptoms and severity of alcohol use. Distress tolerance is your
actual or perceived ability to withstand emotional distress. It is surviving, and knowing
you can survive, an emotional incident.

“Firefighters who struggle with PTSD and who think they cannot handle negative emotions are more likely to use alcohol, and are more likely to use it to cope with negative
emotions,” says Anka Vujanovic, associate professor at the University of Houston.
PTSD symptom severity was also associated with alcohol use severity. Coping-oriented
alcohol use has been associated with more severe alcohol use and greater levels of
work-related stress.
Firefighters are continually exposed to traumatic events and PTSD, both considered
significant risk factors for alcohol use disorder. Trauma exposure rates have been estimated to be over 90 percent for firefighters, and previous research has shown higher
rates of alcohol use and related disorders for firefighters compared to the population
at large.
This study involved data from
652 firefighters, mostly male,
whose median age was 38. All
noted some alcohol use, and
findings were confirmed after
adjusting for relationship status, number of years in the
fire service, occupational
stress and trauma load.
“Our study has great potential to inform intervention efforts for this vulnerable, understudied population,” said Maya Zegel, psychology doctoral student. She also noted
that targeting distress tolerance in therapy can make a substantial difference.
“Among individuals with PTSD, preliminary research has demonstrated that increases
in distress tolerance are related to improvements in PTSD symptomatology during the
course of treatment,” said Vujanovic. “And people who believe they can tolerate difficult emotions report a lower tendency to use alcohol to cope.”
Mental health of firefighters has come into much-needed focus, as they constantly
face the risk of death in the line of duty and are known to have higher rates of suicide
than the general population.
Source: University of Houston. “Distress tolerance plays role in alcohol use and abuse among firefighters: PTSD symptom
severity also related to heavy drinking.” ScienceDaily. www.sciencedaily.com/releases/2019/12/191203133841.htm
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Connections between chronic stress, inflammation and depression
Researchers say that chronic stress can inflame our brain, destroy connections between neurons, and result in depression.
Now they are looking to better understand how this cycle happens and how to stop it.
Powerful, prescription anti-inflammatories that should help break the connection between chronic stress and inflammation
don’t seem to help many patients with depression, says Dr. Anilkumar Pillai, neuroscientist at the Medical College of Georgia
at Augusta University.
The complement system, first found to help the immune system fight invaders, is part of the immune response, and Pillai has
found elevated levels of C3 in both people with depression and animal models. The complement system is also involved in
removing bad connections between neurons in developing brains, and there is good evidence that same thing happens in a
developed brain in major depressive disorder or Alzheimer’s, when losing these connections (synapses) is not helpful. Pillai
and associates have shown that in depression, the complement is active, causing inflammation and loss of synapses in the
prefrontal cortex, which is important in memory, personality and executive function. “Under chronic stress you are losing
your synapses,” he says. C3 is known to be a key player in brain inflammation , and microglia (immune cells in the brain) are
known to use C3 during brain development to eliminate synapses.
“We expect that chronic stress increases C3,” Pillai says. It is not known if the C3 is coming from monocytes (immune cells) or
microglia. It’s possible that the microglia are the direct source, but changes due to chronic stress are the instigators in the
destructive cycle. Chronic stress is a major factor in depression. People with physical problems such as cancer and heart disease where inflammation is a factor often suffer from depression too, and one reason is that the high levels of inflammation
are affecting the brain as well as other parts of the body. “It’s not everyone; it’s a subset of individuals with these conditions,”
says Pillai.
In a previous paper, Pillai’s lab reported finding significantly increased levels
of C3 in the prefrontal cortex of depressed people who had committed suicide. Elevated C3 expression was found in mice in response to chronic stress,
but mice lacking C3 did not get depressive-like behaviour in response. Just
causing overexpression of C3 in some areas of the prefrontal cortex caused
depressive behaviour, even without the stress.
Early findings indicate that when NF-kappa B, a transcription factor that regulates innate and adaptive immunity, is inhibited, stress-induced increases in
prefrontal cortex C3 in mice is reduced. Depleting microglia has a similar effect. If the complement inhibitors work in animal models, a version of these
research drugs may one day be used to help people with depression based on
their level of inflammation.
Interferon alpha is a drug used to treat illnesses such as hepatitis and cancer, but it is also a natural protein that stimulates
the immune system to kill infections and tumors. High levels have been found in the blood of people with depression, and
long-term treatment with interferon alpha for cancer and other illnesses can trigger depression or other mental health problems. Healthy lab animals given interferon alpha show depressive symptoms. Treatment with an interferon receptor antibody
reduces depression-like behaviour in mice exposed to chronic stress.
Researchers are studying if increased interferon alpha activation by stress turns on microglial production of C3 in the brain,
leading to loss of synapses and depressed behaviour. Brain immune cells are normally not as reactive as circulating immune
cells, but are strongly affected by stress.
Current anti-inflammatory therapies have focused on inflammation generated by adaptive immunity, a response specific to
an invader such as a bacterium, rather than less specific innate immunity. Innate immunity is becoming a target in other conditions, like cancer and heart disease, and its role in inflammation and synapse regulation may play an important role in depression.
Source: Medical College of Georgia at Augusta University. “Dissecting connections between chronic stress, inflammation and depression.” ScienceDaily.
www.sciencedaily.com/releases/2019/11/191121163326.htm.
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Brain differences detected in children with depressed parents
The largest brain imaging study of children ever conducted in the United States has shown structural differences in the brains of those whose parents have depression.
Depression is a very common and often debilitating mental health condition that typically arises during adolescence. While the causes of depression are complex, having a parent with depression is one of the biggest
known risk factors. Studies have consistently shown that adolescent children of parents with depression are
two to three times more likely to develop depression than those with no history of parental depression. The
brain mechanisms that underlie this familial risk are not clear.
A new study by Dr. David Pagliaccio, assistant professor of
clinical neurobiology in the Department of Psychiatry at Columbia University, found structural differences in the brains
of children at high risk of depression due to a history of depression in their parents.
Researchers looked at brain images from over 7,000 children
participating in the Adolescent Brain Cognitive Development
(ABCD) study, led by the National Institute of Health. About
one-third of the children participating were in a high-risk
group because they had at least one parent with depression.
In these high-risk children, the right putamen, a brain structure linked to reward, motivation and the experience of
pleasure, was smaller than in children with no history of parental depression.
Randy Auerbach, PhD, from Columbia University noted,
“These findings highlight a potential risk factor that may lead
to the development of depressive disorders during a peak
period of onset. However, in our prior research, smaller putamen volumes also has been linked to anhedonia—a reduced ability to experience pleasure— which is implicated in
depression, substance use, psychosis and suicidal behaviours.
Thus, it may be that smaller putamen volume is a transdiagnostic risk factor that may confer vulnerability to broadbased mental disorders.”
Dr. Pagliaccio adds that, “Understanding differences in the brains of children with familial risk factors for depression may help to improve early detection of those at greatest risk for developing depression themselves,
and lead to improved diagnosis and treatment. As children will be followed for a ten-year period during on
the greatest periods of risk, we have a unique opportunity to determine whether reduced putamen volumes
are associated with depression specifically or mental disorders more generally.”
Source: Columbia University Irving Medical Center. “Brain differences detected in children with depressed parents.” ScienceDaily. www.sciencedaily.com/
releases/2019/12/191205130534
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Ketamine may help heavy drinkers cut down
Research has shown that the combination of a single shot of ketamine and memory retrieval technique can substantially reduce cravings for alcohol and harmful drinking behaviour among people who are heavy drinkers.
Globally, alcohol is linked to over 3 million deaths each year. In the US, about 88,000 people die from alcoholrelated causes each year. According to recent estimated from the National Institutes of Health, more than 25 percent
of adults 18 and over have engaged in binge drinking in the past month, and nearly 7 percent engaged in heavy
drinking. More than 14 million Americans are living with alcohol use disorder, and only a small percentage are receiving treatment.
There are currently three approved meds that can help with alcohol use disorder, and none of them cure the condition. A small study of 90 people suggests that ketamine holds promise as a better, more effective treatment for
harmful drinking.

Ravi Das, from the clinical psychopharmacology unit at University College
London (UCL) in the UK is the lead author of the study. Das and colleagues
started with the framework that explains addiction in terms of rewardseeking. Addictive substances rely on learned associations between drugrelated cues—the smell or sight of a cigarette or drink—and the reward is
that drug. “Learning is at the heart of why people become addicted to drugs
or alcohol,” says Das. “Essentially, the drug hijacks the brain’s inbuilt rewardlearning system so that you end up associating environmental triggers with
the drug. These produce an exaggerated desire to take the drug. Once these
reward memories are established, it’s very difficult to relearn more healthy
associations.”
In the study, 90 heavy drinkers received a glass of beer, which they could only
drink as a reward after completing a task. Participants were asked to rate their
urge to drink and their anticipated pleasure. The aim of this process was to
make the participants retrieve the reward memories that they associated with drinking beer. The participants regularly consumed 30 pints of beer per week, on average, about five times the recommended limit in the UK. Removing
the highly anticipated reward is key for undermining retrieved reward memories, so after allowing participants to
drink the beer on the first day, they unexpectedly took it away on day two.
Researchers have one-third of participants a shot of ketamine on day two, after having the beer taken away from
them. Another third of the group received a placebo, and the last group received ketamine but without having undergone the initial memory retrieval process.
At the 10-day follow-up, it was found that those who received ketamine and underwent memory retrieval craved
alcohol significantly less and drank less than other study participants. The number of weekly drinking days also decreased. Experiments using a small sampling of beer showed these participants were less likely to drink it, and enjoyed it less, and were less likely to continue drinking than the other two groups. Effects lasted across nine months.
“We found that heavy drinkers experienced a long-term improvement after a very quick and simple experimental
treatment,” said Das. “We hope that with more research in optimizing the method, this could be turned into a helpful treatment for excessive drinking, or potentially, for other drug addictions.”
Researchers point out this was an experiment and not a clinical trial. “An advantage to our study, alongside the pronounced long-term effect on drinking, is that it’s based on a strong understanding of how the drug is working in the
brain to achieve its effect.”
Source: Medical News Today. “One ketamine shot could help heavy drinkers cut down.” University College London, UK.
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ADHD and autism share genes
Researchers have found that autism and ADHD share changes in the same genes. This relates directly to
the biological causes of these two child psychiatric disorders.
In Denmark, about one percent of schoolchildren have autism and two to three percent are diagnosed with
ADHD. They are different developmental disorders, but they can have some common symptoms. For example, children with autism can exhibit aggressive or violent behaviour, be impulsive, and have problems in
school with social relations. These symptoms can also be found in children with ADHD.
Researchers from 1PSYCH, a large research project in psychiatry in Denmark, have found that similarities
between the two conditions can be linked to changes in the same genes. “The very fact that mutations are
found to the same extent and in the same genes in children with autism and in children with ADHD, points
towards the same biological mechanisms being involved,” said Anders Børglum, principal investigator at
iPSYCH. “This is the first time that the genome has been mapped so comprehensively for both ADHD and
autism, and the discovery that children with ADHD have the same amount of deleterious gene mutations in
their DNA as children with autism is both striking and quite surprising.”
The findings point directly towards which biological causal mechanisms are shared by the two conditions.
“In the study, the gene that is most frequently affected by mutations
in people with ADHD or autism is the so-called MAP1A gene. The
gene is involved in the formation of the physical structure of nerve
cells—their inner skeleton, so to speak—and is important for the development of the brain,” said Børglum.

This is the first time that this gene has been linked to the development of autism and ADHD, and the mutations found by the researchers have a significantly increased risk of developing autism and/or
ADHD.
An increased burden of mutations that destroy or severely affect the
MAP1A gene was seen in those with autism or ADHD, but few of the control subjects has such changes in
the gene. This means that the risk of ADHD and autism increases more than 15 times for people who carry
the mutated gene. Researchers analyzed the genes of 8,000 people with autism and/or ADHD, and 5,000
people without either of the disorders, from Denmark. The study also used data from about 45,000 international control subjects who did not have any psychiatric disorders.
“The study shows that many more genes for ADHD and autism can be identified directly by studying more
people in a similar way with extensive DNA sequencing, thereby providing a more complete picture of the
biological causal mechanisms and possible approaches to medical treatment,” says Børglum.
Børglum and his team had access to samples from the Danish National Biobank and to data from the Danish Psychiatric Central Research Register.
Source: Aarhus University. “Autism and ADHD share genes.” ScienceDaily. www.sciencedaily.com/releases/2019/11/191126121153.htm
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ANX/D—Anxiety/Depression Support Group—Designed for adults 18+ dealing with anxiety and/or depression, and meet others
who have gone through similar experiences. Self-help group with a laid-back atmosphere. Meets Wednesdays, 6:30—8 p.m. at 400
Elliott Ave., Unit 11. Contact CMHA for more information at 613-549-7027 or supportgroup.cmha@kingston.net
FSG—Family Support Group—Meets the first & third Monday of the month at 552 Princess St., Kingston. Enter back door from parking lot via Alfred Street. Drop-in format—no registration needed. 6:30—8 p.m. Contact FRC for further details 613-544-1213 or
frc@amhs-kfla.ca.
MDA—Mood Disorders Peer Support Group—Open Adult. Meets from 7—9 pm every Tuesday at 552 Princess St., Kingston. Enter
back door from parking lot via Alfred St. Ring bell for entry. Drop-in format. Free & confidential. Contact FRC for further information.
Mood Disorders Association of Ontario affiliate.
MDM—Millennial Mood Disorder peer support group meets from 5:30—7 p.m. on the third Tuesday of the month at 552 Princess St.
Affiliated with MDAO. Enter back door from parking lot via Alfred St.—ring bell for entry. Drop-in format. Free and confidential. Contact FRC for further info.
NAMI—Family-to-Family Education Classes—No cost to attend, but must pre-register. Open to caregivers of adults with mental illness. Register by contacting FRC at 613-544-1213 or email frc@amhs-kfla.ca. Wednesday evenings, 6:30—9 p.m. at 552 Princess St.
Next course runs Spring 2020.
***SSRG—Suicide Survivors Recovery Group—CMHA sponsored discussion group for persons reconciling the loss of a loved one by
suicide, or helping another person to do so. Meets at 400 Elliot Ave., Contact CMHA for details 613-549-7027
MDEP—A Darker Shade of Blue—Men & Depression. Held at CMHA Kingston, 400 Elliot Ave., Unit11. No cost to attend. Contact
CMHA for time at 613-549-7027. Second and fourth Thurs of the month.
BPD—Borderline Personality Disorder Discussion/Support Group. Meets at Peer 17, 58 Dundas St. E. Napanee. You do not need to
have BPD to attend the group—anyone interested in learning about BPD from someone now in recovery is welcome. For further
information, email: makebpdstigmafree@outlook.com. For date/time of meetings, go to Peer 17 Napanee website calendar.
WR—Women’s Resiliency Group. Meets Wed 9:30—11:30 a.m. at CMHA, 400 Elliott Ave., Unit 11. Call CMHA @ 613-549-7027 for
information.
SPARKS—Focus on promoting positive mental health within LGBTQ+ adults (19+). Topics discussed are chosen by participants. Social events and activities help build lasting friendships. Tuesdays from 6—8 pm, Unit 11, 400 Elliott Ave. Contact CMHA for further
information 613-549-7027.
A+C—Lisa’s Arts and Crafts women’s wellness group, run as a collaborative effort between PSSEO and Elizabeth Fry at 123 Charles
Street. Incorporates arts and crafts as healing and offers the chance for intentional and empowering conversations. Wednesdays
from 1:30—3 p.m.
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