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ABSTRACT

Kleptomania is the inability to refrain from the urge to steal items and is done for reasons other
than personal financial gain. It is a type of impulsive control disorder. Impulse control disorders
(ICDs) are common psychiatric conditions in which affected individuals typically report
significant impairment in social and occupational functioning, and may incur legal and financial
difficulties as well. Kleptomania is characterized by repetitive uncontrollable theft of items that are
of little use to the afflicted person. It is commonly associated with other anxiety and eating
disorders, alcohol abuse, substance abuse and various mood disorders. Amygdala and nucleus
accumbens are the major structures of brain involved in kleptomania. Serotonin and dopamine
neuro transmitters and opioids are thought to be involved in the pathophysiology of kleptomania.
Decreased serotonin and increased dopamine levels can lead to kleptomania. It can be effectively
treated with behavioral or psychotherapy and pharmacological therapies. Selective serotonin
inhibitors (SSRIs), tricyclic anti depressants (TCAs) and opioid antagonists are commonly used to
treat kleptomania. Behavioral therapy involves Psychotherapy, Covert sensitization, aversion
therapy, coping and support, self education, treatment of other mood disorders. This review
summarizes the current information, associated disorders, and underlying pathophysiology
regarding kleptomania, its treatment and prevention.
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INTRODUCTION

Kleptomania has been described as an inability to refrain from the urge to steal things for reasons
other than personal use or financial gain'. Kleptomania is an uncontrollable, repetitive impulse to
steal, even though the child is aware that the behavior is wrong, senseless. Often, the items stolen
by someone with kleptomania are not even things that the person needs. Kleptomania could be an
obsessive-compulsive spectrum disorder according to Diagnostic and Statistical Manual of Mental
Disorders IV (DSM-1V).
Impulse control disorder (ICD) is a class of psychiatric disorders characterized by impulsivity
failure to resist a temptation, urge or impulse that may harm one or others. These are characterized
by problems in emotional and behavioral self control.
Classification of impulse control disorders
ICD are classified as
1. Pyromania: Pyromania is defined as an impulsive behavior leading to fire setting without an
identifiable motive other than taking pleasure in viewing the fire and its effects® It is an
impulse control disorder in which the person urges to start fire deliberately to relieve tension or
for instant gratification. It is multiple, deliberate and purposeful fire setting.
2. Intermittent Explosive Disorder:
It is characterized by several discrete episodes of failure to resist aggressive impulses that
result in serious assaultive acts or destruction of property >
3. Kleptomania:
Kleptomania is characterized by an impulsive urge to steal purely for the sake of gratification
4. Sexual compulsion:
It is concerned with an increased urge in sexual behavior and thoughts where the compulsion
and lead to several consequences in individual’s life*
5. Internet addiction:
It is characterized by excessive and damaging use of internet with increased amount of time
spent chatting, web surfing, gambling, shopping or exploring pornographic websites™
6. Compulsive shopping:
It is concerned with frequent, excessive, irresistible urge to shop even if it is not required or
cannot be afforded °
7. Tricotillomania:

It is characterized by recurrent pulling out of one’s hair for gratification, pleasure or relief of
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tension, resulting in noticeable hair loss "
Epidemiology
Kleptomania is a female-dominant disorder, and the exact causes remain unknown. One of the
causes may be because of women’s psychic conditions during pregnancy, puberty, and menopause.
Women during these phases of life have deviant behavior and are more prone to crime &. It may be
due to stressful childhood and low self-esteem or head trauma. It seems to be chronic, with
exacerbations and remissions. The ratio of occurrence in males to females is 1:3.
Etiology
The behavior or mental disorder, kleptomania is caused to several conditions;
1. Psychological conditions
Low self esteem, stressful childhood and mood deviant conditions in females like pregnancy,
disordered menstruation, bad marriages, menopause etc can lead to kleptomania. Also it is
believed that women are more “materialistic’ than men which contributed to feminization of
kleptomania ° Deviant or dysfunctional sexuality can also lead to kleptomania in both males and
females **
2. Family history
A family history of mental illness, suicide, alcoholism or paralysis is also considered as a causative
factor of kleptomania. High rates of mood disorder, alcohol use disorders and kleptomania in first-
degree relatives of individuals with kleptomania have been reported % 2 3 and 14.
3. Biological conditions
Kleptomania may be caused due to imbalances in neurotransmitters like serotonin and dopamine **
4. Associated disorders
Kleptomania is said to be associated with several other neural disorders like obsessive-compulsive
disorder, bulimia nervosa, social phobia, anorexia nervosa, alcohol abuse, substance abuse and
clinical depression 672 18
5. Linked to the brain's opioid system:
Urges are regulated by the brain's opioid system. An imbalance in this system could make it harder
to resist urges.
Risk Factors
Kleptomania is considered uncommon. However because many people with kleptomania never
seek treatment, or they're simply jailed after repeated thefts, many cases of kleptomania may never
be diagnosed. Kleptomania often begins during the teen years or in young adulthood, but in rare

cases it begins in later adulthood.
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Kleptomania risk factors may include:

Family history: Having a first-degree relative, such as a parent or sibling, with kleptomania,
obsessive-compulsive disorder, or a substance or alcohol use problem may increase your risk
of kleptomania.

Being female. About two-thirds of people with known kleptomania are women.

Having another mental illness. People with kleptomania often have another mental illness,
such as bipolar disorder, anxiety disorder, an eating disorder, substance use disorder or a
personality disorder.

Head trauma or brain injuries. People who've experienced a head trauma may develop

kleptomania.

Symptoms

According to DSM-V, kleptomania is characterized by *°

Repeated theft of objects that are unnecessary for either personal use or for their monetary
value.

An increase in tension, anxiety or arousal occurs leading up to the theft

The tension is relieved and pleasure is felt while stealing or during the act of the theft

Objects stolen are of little value and affordable.

After stealing, the individual will then typically discard, hoard, secretly return or give them
away. They have great levels of guilt, stress and remorse and privacy issues accompanying the

act of stealing (Figure 1).

Left untreated, kleptomania can result in severe emotional, family, legal, work and financial

problems. For example, one knows stealing is wrong but feel powerless to resist the impulse, may

be wracked by guilt, shame, self-loathing and humiliation or may otherwise lead a moral,

upstanding life and be confused and upset by compulsive stealing.

Examples of complications that kleptomania may cause or be associated with include:

Compulsive gambling or shopping
Arrest for shoplifting
Imprisonment

Alcohol and substance abuse
Eating disorders

Depression

Anxiety
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KLEPTOMANIA

Figure 1: Symptoms of kleptomania
Pathophysiology
Behavioral addictions are characterized by dysfunction in multiple brain areas and
neurotransmitter systems. The two main neurotransmitters associated with behavioral addiction are
serotonin and dopamine.
Role of serotonin
Serotonin is said to be involved in every type of behaviour such as appetite, emotion, motor,
cognitive and autonomic. It modulates the tone of nervous system like firing rate of serotonergic
soma in raphe nuclei. Kleptomania is due to a defect in a molecule that transfers serotonin, which
regulates moods and emotions®. The most common structure of brain involved in behavioural
addiction is amygdala®(Figure 2). It has sertotonergic, dopaminergic, opiodergic and nor
adrenetrgic neurons. Over expression of Fos B gene is seen in the nucleus accumbens of amygdala
in patients with kleptomania. Amygdala is involved in emotional significance and associated
learning 22,23 24.
Serotonin receptors
5-HT1A receptors are present in raphe nuclei * ?® These receptors are auto receptors which
control the firing of serotonergic neurons. These receptors couple with Gi protein of G protein
Coupled receptors. They inhibit adenylate cyclase enzyme and inhibit cAMP formation and
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therefore are inhibitory in nature. Small amount of 5-HT3 receptors are also found in amygdala,
hippocampus and fore brain regions. These receptors are ion channels which are selective to Na* or

K* or Ca*?. Kleptomania involves disruption of neurotransmitter serotonin 2"
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Figure 2: Structure of Brain showing amygdala

Role of dopamine

Dopamine in brain effects movement, cognition, pleasure and motivation. It is a primary
neurotransmitter involved in reward pathway in brain. The reward system is a group of neural
structures that are critically involved in mediating the effects of reinforcement. It is an essential
neurotransmitter in basal ganglia responsible for subconscious contractions of skeletal muscles,
cognitive functions such as attention, memory and planning and also regulates emotional
behaviours®. When dopamine is released it gives the feeling of pleasure or satisfaction. This
feeling of satisfaction becomes desired and the person will grow a desire for the satisfaction. To
satisfy that desire the person will repeat behaviours that cause the release of dopamine. It is also
observed that a gene related to dopamine is found twice as often in pathological gamblers than non
gamblers % Therefore it can be concluded that dopamine levels are genetic. Activation of the
reward system is closely associated with an increased activity of dopamine pathways particular
mesolimbic pathway which projects from the ventral tegmental area (VTA) to nucleus accumbens.

Mesocorticolimbic néurons play a central role in reward and other aspects of motivation.®
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Dopamine receptors

Mostly D2 receptors are found to be involved in behavioural addiction *'. These receptors couple
with Gi protein of GPCR decreasing the formation of CAMP. These receptors are auto receptors
which regulates the activity of dopaminergic neurons. These receptors reuptakes the
neurotransmitter through DAT (dopamine transporter) and helps regulate the dopamine levels in
brain. Blockade of DAT causes the synapse to flood with dopamine and hence increases
dopaminergic signalling. If this occurs in nucleus accumbens, it increases D1 activity and
decreases D2 receptor signalling mediating the rewarding stimulus in kleptomania

Role of opioids.

Opioid receptors are distributed throughout the brain and spinal cord and are known to mediate a
number of activities including analgesia, species-typical behavior, and reward. Both endogenous
opioids, which are naturally produced within the body, and exogenous opiates, which are produced
outside the body, produce a variety of symptoms including pain relief, euphoria, respiratory
depression (rarely clinically harmful), constipation, nausea, and vomiting. The effects are produced
by opioids binding to opioid receptors throughout the body. opioids act at three distinct classes of
receptors: kappa, delta, and mu, although it is likely that additional subtypes exist ** Since each
class of receptor has a unique effect on the cell, the multitude of classes allows opioids to have a
wide range of effects in the body. Most of the opioid receptors have common general structure.
They are generally G-Protein Coupled receptors (GPCR) ** They occasionally act independent of
G-Protein.

These receptors inhibit the activity of adenylate cyclase * which is an enzyme responsible for
catalyzing numerous chemical reactions in neurons. All three types of receptors are present both
pre synaptically and post synaptically ** When acting at presynaptic receptors, the peptides
function as neuromodulators affecting the release of neurotransmitters. At postsynaptic receptors,
the peptides act as neurotransmitters by directly altering membrane potentials. The overall effect of
opioids on a particular tissue depends upon the concentration and location of particular opioid
receptors in the area. The opioid system is connected with most neurotransmitter networks in the
body. The interaction between the opioids and the dopaminergic system appears to be involved in
addiction, tolerance, and withdrawal symptoms. The relevant interaction appears to occur along the
mesolimbic projection, particularly in the ventral tegmental area (VTA) and nucleus accumbens
(NA). Dopamine Involvement in Opioid Reinforcement at the VTA. Numerous studies suggest
that the VTA, a known center of DA activity, is involved in opioid reward. opioids enhances the

firing frequency of mesolimbic DA neurons projecting from the VTA * which provides firm

WWW.ajptr.com



http://www.ajptr.com/

Sulthana et. al., Am. J. PharmTech Res. 2015; 5(3) ISSN: 2249-3387

evidence that opioids have an excitatory affect on dopamine. Not only do opioids have an
excitatory effect on dopamine; the effects of opioids seem to be contingent upon dopamine
activation. Dopamine antagonists, molecules that bind to the receptor and prevent it from being
activated, block the effect of opioids by halting morphine-induced activities®®. Dopamine
involvement in Opioid Reinforcement at the NA. While dopaminergic neurons project from the
VTA to structures throughout the brain, the neurons heading to the NA have been repeatedly
implicated in the rewarding properties of opioids. Systemic administration (into the body at large)
of opiates increase dopamine turnover in the NA *° which suggests that opioids increase dopamine
activity. It has been further demonstrated that opiates increase activity of early genes, c-fos, c-jun,
and zif altering gene transcription“’ which suggests that opioids cause long-lasting and enduring
changes in the cells of the NA (Figure 3). Although dopamine excitation likely increases the
rewarding effect of opioids, it appears that reinforcement is not contingent upon dopamine
activation. It is important to note that the animals will modify their behavior more to obtain opioids
in the VTA* which suggests that the VTA activation produces a more rewarding effect than NA
activation. It is interesting to note that opioid and dopamine agonists alike, both substances
associated with addiction, depress overall excitation in the NA*

the brain Ormgnr. in the release of the
yric acid (GABA) o This drop In
1% cell to expel dop.avmneo which in
ssociated with opicids,

Figure 3: Relationship between opioids and dopamine.
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Diagnosis and Comorbidity
Kleptomania seems to b likely associated with other disorders & 1" @ 28 Therefore stealing
symptom can be seen in other disorders. Diagnosis of kleptomania is done by taking a screening

test as follows **

QUESTIONNAIRE FOR KLEPTOMANIA
YES NO

1. Do you steal or have urge to steal?

Jodpg Uik

2. Do thoughts of stealing or urges to steal
preoccupy you? That is, do you often about
stealing or have urges to steal and wish the
thoughts or urges occur less often?

3. Do you feel tense or anxious before you steal or
when you have urges to steal?

4. Do you feel pleasure or a sense of calm when

[ |
[ ]
you steal something? [ ]
[ ]
[ ]

5. Has the stealing or urges to steal caused you
much distress?

6. Has the stealing or urges to steal significantly
interfered with your life in some way?

A patient who answers “yes” to questions 1 through 4 and to question 5 or 6 is likely to have

kleptomania.

DSM 1V criteria, American Psychiatric Association, 2000.

To better understand the symptoms and their effects, the following questions are to be asked

o At what age did you first experience an irresistible urge to steal?

o How often do you experience the urge to steal?

« Have you ever been caught or arrested for stealing?

e How would you describe your feelings before, during and after you steal something?

e What kinds of items do you steal? Are they things you need?

e From whom do you steal?

e What do you do with the items you steal?

e Does anything in particular seem to trigger your urge to steal?

e How is your urge to steal affecting your life, including school, work and personal

relationships?
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o Have any of your close relatives had a problem with compulsive stealing or with other
mental health conditions such as depression, addiction or obsessive-compulsive
disorder?

« Have you been treated for any other mental health problems, such as eating disorders? If
yes, what treatments were most effective?

e Do you use alcohol or illegal drugs? How often?

o Are you currently being treated for any other medical conditions?

Differential diagnosis of kleptomania
As stealing is seen in other mental conditions, the following are the differences in symptoms
between kleptomania and other mood disorders “® (Table 1).

Table 1: differential diagnosis of kleptomania

S.  Misdiagnosis Patient with other disorder Patient with

No kleptomania

1.  Bipolar disorder They show elevated, expansive or irritable They show depressed

mood while stealing. mood when not
stealing

2.  Border line They show long histories of unstable No such symptoms are
personality relationships, negative self image, inappropriate  seen.
disorder anger and psychotic like symptoms.

3. Antisocial No guilt or shame is seen Show intense guilt and
personality shame.
disorder

4.  Eating disorders Disordered eating pattern is seen Disordered eating

pattern is not seen.

Bipolar
disorder
Borderline
personality
disorder

Eating
disorder

Anti social
Kleptomania personality
disorder

Figure 4: Comorbidity of Kleptomania.
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Because of cormobidity with certain disorders every patient should be screened with a mood,

Substance abuse, anxiety or eating disorder (Figure 4).

Treatment

Without treatment kleptomania can be ongoing, long term condition. The treatment strategies for

kleptomania include pharmacotherapy, psychotherapy, combination therapy, self help groups and

patient education®®

Pharmacotherapy

There are no FDA approved drugs for kleptomania. As the neurotransmitters dopamine and

serotonin are involved treatment is based on the drugs related to these neurotransmitters.

Commonly used drugs are **

1. Selective Serotonin Reuptake Inhibitors (SSRI)

Eg: Flouxetine, fluvoxamine, paroxetine

2. Tricyclic antidepressants
Eg: imipramine, Nortryptiline

3. Opioid antagonists
Eg: Nlatrexone.

4. Mood stabilizers
Eg: lithium and valproate.

SSRI

SSRIs are the drugs that block the reuptake of serotonin in the brain which are commonly used as

anti-depressants (Figure 5).

e Kleptomania is characterized by disruption of serotonin neurotransmitter. Therefore increasing
serotonin levels is the aim of therapy. SSRIs inhibit the reuptake of serotonin by blocking the
transporter **

o Fluoxetine has affinity for monoamines but lack affinity for Acetylcholine, histamine and alpha
adrenoreceptors.

e Fluoxetine, sertraline, citalopram exist as isomers and are formulated in racemic forms.

e Paroxetine and fluvoxamine are not optically active.

e Escitalopram is the s-enantiomer of citalopram

e SSRiIs are highly lipophilic drugs.

Unlike TCAs antidepressants, SSRIs are highly selective: they act as weak inhibitors in the

reuptake of non-serotonergic neurotransmitters such as norepinephrine, but act as strong inhibitors
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in the reuptake of serotonin. Because of this selectivity, there are fewer side effects associated with
SSRIs than with TCAs and their side effects are due to actions at other serotonin receptors in the

central nervous system and the gut wall **

A. Pre-synaptic \ B. | Pre-synaptic ’
| 5-HT Neuron { S-HT Neuron|

el

e °
e o o @ > 5.-HT. . ® ®
AR N\ AR
Post-synaptic Neuron Post-synaptic Neuron

Figure 5: A: Serotonin (5-HT) released by the neuron is recycled by the serotonin
transporter (SERT). B: SSRIs block the SERT and 5-HT is accumulated in the synapse.
SSRIs have variances in molecular structures. Selective serotonin reuptake inhibitors (citalopram,
escitalopram, fluoxetine, fluvoxamine, paroxetine, and sertraline) are structurally diverse but share
a common mechanism of action.

Adverse effects of SSRIs:

SSRIs affect fewer sites of action than TCAs, and as a result cause fewer types of adverse effects.

The SSRIs have a better overall tolerability profile than the TCAs in both acute and long-term

treatment *°. SSRIs induce significantly less anticholinergic, antihistaminergic and cardiotoxic

side-effects than TCAs*®

As a group, the SSRIs possess the following adverse effects:

« Nausea: The most common side effect associated with use of SSRIs is nausea.

o Sexual dysfunction: Sexual dysfunction includes decreased libido, orgasm difficulties,
abnormal ejaculation and impotence.

o Diarrhea: Sertraline and fluoxetine are more frequently associated with diarrhea due to their
greater specificity for serotonin receptors, while paroxetine has a lower incidence because of
its antimuscarinic effects.

e Insomnia: SSRIs interfere with sleep architecture. Fluoxetine, paroxetine, and sertraline delay
the onset of REM sleep, and fluoxetine and paroxetine increase awakenings and reduce REM

sleep, slow-wave sleep, total sleep time, and sleep efficiency. In contrast, sertraline minimally
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increases sleep efficiency and reduces nocturnal wakefulness time, which may benefit
depressed patients with sleep disturbances *"

Anticholinergic effects: paroxetine causes a higher rate of anticholinergic effects, such as dry
mouth, constipation, and cognitive disruption, compared with other SSRIs.

Anxiety, agitation: Fluoxetine has been associated with highest rate of anxiety and agitation®.
Escitalopram and paroxetine are less likely to cause insomnia than fluoxetine and sertraline.
Escitalopram and citalopram have been associated with low rates of insomnia, anxiety, and
other activating side effects.

Weight gain: Weight gain is another troubling side effect. The SSRIs vary in their effect on the
weight.

Other adverse effects of SSRIs include: headache, nervousness, agitation, tachycardia,
insomnia, drowsiness, increased appetite.

The incidence of adverse effects varies according to the drug and patient may respond
differently to certain SSRI or experience different adverse effect with different drugs.
Withdrawal symptoms:

SSRIs aren't considered to be addictive. However, stopping treatment abruptly or missing
several doses can cause withdrawal-like symptoms, including nausea, headache, dizziness,
lethargy and flu-like symptoms. This is also called as discontinuation syndrome.

These drugs are not safe to use in pregnancy.

Tricyclic antidepressants

These are also antidepressant drugs.

Tricyclic antidepressants work by raising the levels of neurotransmitters serotonin and

norepinephrine in the brain by slowing the rate of reuptake (reabsorption) by nerve cells (Figure

6). TCAs act as strong inhibitors in the reuptake of both norepinephrine and serotonin.

Unfortunately, the TCAs also block histaminic, cholinergic, and alphal-adrenergic receptor sites,

and this lack of selectivity is what accounts for the unwanted side effects such as weightgain, dry

mouth, constipation, drowsiness, and dizziness.
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Figure 6: Mechanism of action of tricyclic anti depressants.

Tricyclic antidepressants (amitriptyline, amoxapine, clomipramine, dosulepin, doxepin,

imipramine, lofepramine, nortriptyline, and trimipramine) are structurally similar.
Side effects

TCA s has high anti cholinergic, anti histaminergic and cardiotoxic side effects when compared to
SSRIs.

Cardiovascular effects. Tricyclic antidepressants have significantly higher rate of serious
cardiovascular side effects*® Selective serotonin reuptake inhibitors as a class are less likely to
affect cardiovascular parameters.

Through a combination of anticholinergic activity, direct myocardial depressant activity and an
effect on the adrenergic neuron, TCAs can cause a combination of arrhythmias (disturbances in
cardiac rhythm or conduction), blood pressure abnormalities (orthostatic hypotension) and
congestive heart failure *°. The major side effects in therapeutic dosage include heart rate
increase, postural hypotension and slight prolongation of the intraventricular conduction time

and QT interval®®

SSRIs also appear to affect the cardiovascular system >* *2
Anticholinergic effects (dry mouth, blurred vision, drowsiness, constipation, and difficulty in
urination). Dry mouth is a most common TCAs' side effect ®* Tricyclic antidepressants

produce a greater incidence of dry mouth, drowsiness, constipation and fatigue than SSRIs >*.
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e Weight gain: Both SSRIs and TCAs can cause unwanted weight gain. However, there is
tricyclic antidepressants may be more likely to cause weight gain and increased appetite than
the selective serotonin reuptake inhibitors >

e Sexual effects: Sexual dysfunction such as decreased sexual desire, erectile difficulties and
delayed ejaculation is one of the most frequent and persistent SSRI1 adverse effect. These drugs
are more likely to cause sexual dysfunction than the TCAs *®>"-

e Central Nervous System effects (headache, dizziness, agitation, insomnia and tremor). In
contrast to the tricyclic antidepressants, SSRIs are more likely to cause headache, agitation,
insomnia and tremor .

e Nausea: Nausea occurs more frequently with SSRIs. It is the most common adverse event
reported during treatment with SSRIs>% °*.

e Gastro-intestinal effects. Compared to TCAs, SSRIs have higher incidence of gastro-intestinal
side effects >"

Table 2: comparison between the pharmacological effects and adverse effects of SSRIs and

TCA:s.

S.No Pharmacological affect or adverse effect SSRIs TCAs

1 Serotonin reuptake Present Present
2 Anti cholinergic Absent  Present
3 Noradrenergic reuptake Absent Present
4 Sexual dysfunction More  Less
5 Nausea More  Less
6 CNS effects More  Less
7 Weight gain Less More
8 GIT effects More  Less

Opioid antagonists:

Kleptomania is often characterized by uncontrollable cravings and excitement upon stealing an
item. A reward-triggered release of dopamine is found to b implicated in this process *®Alteration
i.e. in decrease in dopamine levels produces the feeling of pleasure associated with kleptomania.
Therefore opioid antagonist such as naltrexone decreases dopamine neurotransmitter in the nucleus
accumbens is found to be beneficial agent in dampening the excitement and cravings reported in
kleptomania %

Psychotherapy **:

A form of psychotherapy called cognitive behavior therapy helps in identifying unhealthy,
negative beliefs and behaviors and replace them with healthy, positive ones. It involves targeting
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urge and behavior and mechanisms for coping with urges and behavior. Cognitive behavior

therapy includes the following techniques which may help to overcome kleptomania.

Covert sensitization:

It is a technique in which the patient pictures himself stealing and then facing negative

consequences such as being caught.

Aversion therapy:

This is a mild painful technique which involves during an urge to steal, holding breath until the

patient becomes uncomfortable.

Systemic desensitization:

This involves relaxation techniques which help in controlling urges to steal

Combination therapy:

Combined pharmacological and behavioral therapy is an optimum treatment strategy for

kleptomania.

Coping and support**

o Stick to the treatment plan:

Medications should be taken as directed and patient should attend scheduled therapy sessions.

e Self Education:

Patient should be aware of all the risk factors, treatment and triggering events of kleptomania.

« Discovering the driving force:

The situations, thoughts and feelings that trigger the urge to steal should be identified in an
individual.

o Treating substance abuse or other mental health problems: Addictions, depression, anxiety and
stress can feed off each other, leading to a cycle of unhealthy behavior.

« Finding healthy outlets:

Explore healthy ways to rechanneled urges to steal or shoplift through exercise and
recreational activities.

« Relaxation and stress management: stress-reduction techniques as meditation, yoga or tai chi
should be practiced.

e Focus on goal: Recovery from kleptomania can take time. Keep motivated by keeping
recovery goals in mind and reminding them that they can work to repair damaged relationships
and financial and legal problems.

Avoiding relapses

e It's not unusual to have relapses of kleptomania. To help avoid relapses, patient should stick to
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the treatment plan. If they feel urges to steal, they should contact their mental health provider
or reach out to a trusted person or support group.

Self-help groups:

People with kleptomania may benefit from participating in self-help groups based on 12-step

programs.

Prevention

There are no guidelines for the prevention of kleptomania.

Healthy upbringing of children
Positive intimate relationships

Better management of stressful situations

To prevent the stealing problem, the patient should be accompanied by a friend. The friend’s

conscious mind will help stop the stealing tendency. Getting treatment as soon as compulsive

stealing begins may help prevent kleptomania from becoming worse and prevent some of the

negative consequences.
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