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Current “Best Practices” -
The Evidence

B Psychosocial Treatments

¢ Behavior Therapy

¢ Cognitive Behavior Therapy

¢ Motivational Enhancement
® Pharmacological Treatments

¢ Antidepressants

¢ Mood Stabilizers

¢ Opioid Antagonists



Psychosocial Treatments

® Behavior Therapy

¢ Individual stimulus control (e.g., Echeburua et al.,
1996): PGs are taught ways to avoid high risk situations
for gambling.

¢ Cue exposure and response prevention (e.g., Brent &
Nicki, 1997): PGs are exposed to gambling-related
cues, then prevented from acting on gambling urges.

¢ Systematic desensitization (e.g., McConaghy et al.,
1991): After induction of relaxation, PGs imagine
scenes 1n which they are exposed to increasing
approximations to their preferred gambling venue.




Psychosocial Treatments (2)

® Cognitive Behavior Therapy

¢ Restructuring of gambling-specific cognitive
distortions (e.g., Ladouceur & Walker, 1996)

¢ The concept of randomness

¢ Understanding erroneous beliefs (“the
illusion of control™, “the gambler’s fallacy™)

¢ Awareness of 1naccurate perceptions

¢ Cognitive correction of erroneous
perceptions



Psychosocial Treatments (3)

¢ Cognitive Behavior Therapy (2)

¢ Restructuring of gambling-specific
cognitive distortions, problem-solving
training, social skills training, &
relapse prevention training (e.g.,
Sylvain, Ladouceur, & Boisvert, 1997)

¢ Relapse prevention training (e.g.,
Hodgins & el-Guebaly, 2000)



Psychosocial Treatments (4)

B Cognitive-Behavioral Treatments to induce

Controlled Gambling: Ladouceur and his
colleagues have also undertaken a series of
cognitive-behavioral treatment studies in
recent years that have led them to conclude
that “using abstinence as the unique
proposed treatment goal may not be a
panacea for all pathological gamblers.”



Psychosocial Treatments (5)

B Motivational Enhancement (e.g., Hodgins,
Currie, el-Guebaly, 2001): Designed to
provide PGs feedback on likely
consequences of their pathological
gambling, 1n an effort to increase their
motivation to reduce or eliminate their
pathological gambling behavior.




Pharmacological Treatments

m SSRIs (to reduce comorbid depression and OCD
and decrease urges to gamble): Especially
fluvoxamine, but also including clomipramine,
paroxetine, citalopram, and fluoxetine

® [ithium carbonate: A mood stabilizer that can help
PGs with a bipolar spectrum diagnosis

B Opioid antagonist: Naltrexone (to reduce urge-
related symptoms and decrease problematic
behaviors).




Why “Best Practices” May Not
Actually Be Best Practices

B Paucity of etiologic models of PG that have not
been derived from models originally developed for
alcoholism and other substance abuse/dependence.
Hence, treatments for PG may not be based on an
etiologic model reflecting crucial differences
between PG and substance abuse/dependence.

® Small number of gamblers who seek treatment
and/or participate in outcome studies. Hence,
research PGs may not be representative of PGs in
the real world.




Why “Best Practices” May Not
Actually Be Best Practices (2)

B [arge numbers of PGs, especially those with less severe
problems, apparently recover on their own (e.g., Hodgins
& el-Guebaly, 2000). Hence, research PGs may only
represent the subgroup of PGs who do not choose to or
cannot recover on their own.

® Virtually no research on female PGs and little research on
adolescent gamblers (e.g., Crisp et al., 2000). Hence
generalizations about effective treatments should not
assume that treatments that work for men will also work
for women or youth.




Why “Best Practices” May Not
Actually Be Best Practices (3)

B Paucity of gambling treatment outcome studies
(Oakley-Browne, Adams, & Mobberly, 2000;
Petry & Armentano, 1999), especially of 12-step,
group, marital, and psychodynamic approaches.
Hence, data to date may not represent full
spectrum of recovery modes.

B [nsufficient attention to comorbidity of PG and
other DSM-1V disorders, even though comorbidity
almost certainly impacts on response to treatment
for PG. Hence, PG treatment research may lack
external validity.




Why “Best Practices” May Not
Actually Be Best Practices (4)

® Examples of Outstanding Diagnostic Questions

¢ Subgroups of PGs: (1) Is it immediate negative
reinforcement or additional positive reinforcement
(Wildman, 1997)?; (2) Do social gamblers and PGs
differ in coping skills (Sharpe & Tarrier, 1993)?

¢ Most apt diagnostic analogy?: Is PG a “compulsive-
impulsive spectrum disorder” like OCD, an addiction
like alcohol dependence, an urge-based impulsivity
problem, or a combination of these (Hollander, 1993)?

¢ Perhaps newly-defined subgroups of PGs will respond
best to treatment when matched to specific treatments.




Why “Best Practices”May Not
Actually Be Best Practices (5)

® Substantial design deficiencies in studies reported (e.g.,
Moore, 1998; Russo et al., 1984; Taber et al., 1987;
Toneatto & Ladouceur, 2001; Viets & Miller, 1997;
Volberg, 1988), including high dropout rates, lack of
rigorous controls, and limited follow-up periods and
assessments. Hence, conclusions drawn from these studies
may be in error.

® Virtually no RCTs, the “gold standard”, have been
reported. Hence, meaningful comparisons across
treatments, in the absence of random assignments of PGs
to treatments, may be impossible.




Causes for Cautious Optimism

®m Heightened efforts to enhance diagnostic distinctions, as
reports at this conference indicate, of relevance to
treatment selection and matching. Perhaps diagnostic
subgroups of PGs might ultimately be assigned to
treatments most likely to be effective for them.

B Pilot research on “stepped care-matching approach to
problem gambling intervention”, which has also been
advocated for smoking and alcoholism treatment (Hodgins
& Makarchuk, 2001). Perhaps doing so would lead to
substantially more cost effective treatments; this issue has
barely been addressed.




Causes for Cautious Optimism (2)

® Development of more sensitive outcome
assessment methods (e.g., Stinchfield & Winters —
GAMTOMS: Gambling Treatment Qutcome
Monitoring System), an integrated system that
includes multidimensional assessment of PG,
related clinical domains, and treatment
effectiveness. Perhaps more comprehensive
outcome assessment will permit better
specification of the precise nature of outcomes,
thereby permitting finer-grained determination of
treatment efficacy and effectiveness.




Causes for Cautious Optimism (3)

® More attention 1s now being paid to research on
PGs who have recovered on their own (e.g.,
Hodgins, Wynne, & Makarchuk, 1999), in the
effort to develop more effective treatment
strategies (e.g., stimulus control strategies,
engaging 1n alternative activities) for PGs who
require or seek treatment. In other words, research
1s underway to determine whether what works for
PGs who recover on their own may also work for
PGs who seek treatment.




Conclusions: Too Soon or
Not Soon Enough?

B PG-specific models of etiology to guide research
on PG treatment and prevention need to be
developed .

® [mproved diagnostic distinctions among PGs of
potential significance for treatment-matching
should be made and then evaluated.

® The prevalence — and significance for prevention
and treatment - of co-occurring PG and other
DSM-1V disorders require further evaluation.



Conclusions: Too Soon or
Not Soon Enough (2)?

B The self-reports of PGs who naturally
recover should be thoroughly explored to
determine whether they may be helpful in
developing treatments for PGs who seek
treatment.

B [arger-scale RCTs of more diverse groups
of PGs offered a broader range of
treatments need to be undertaken.



