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Letters to Editor

Kleptomania: Beyond 
serotonin

Sir,
Kleptomania has been described as an inability to 
refrain from the urge to steal things for reasons other 
than personal use or financial gain. Decades of research 
show that both dopamine and serotonin are the primary 
neurotransmitters involved in the pathogenesis and 
management of kleptomania, respectively. Selective 
serotonin reuptake inhibitors (SSRIs) have been used 
as first‑line agents for treating kleptomania. On the 
contrary, cases of kleptomania had been paradoxically 
induced in three adults who were started on SSRIs 
for depression.[1] A recent Indian paper also reports a 
similar manifestation while on fluvoxamine treatment 
for obsessive compulsive disorder.[2] Restlessness and 
impulsivity have been recognized as symptoms of 
behavioral activation during initiation of treatment with 
SSRIs. Emergence of kleptomania post SSRI treatment 
may be partly explained by the same phenomenon in 
which there could be effective depletion of synaptic 
serotonin post acute administration of SSRIs through 
serotonin‑mediated action on its auto‑receptor. While 
the role of serotonin is murky, the role of dopamine is 
increasingly getting clearer especially in neurological 
disorders. Kleptomania is seen as an emergent side 
effect of the use of dopamine agonists in Parkinson’s 
disease (PD). Other impulse control disorders (ICDs) 
like pathological gambling, compulsive shopping, 
compulsive eating and hypersexuality have also 
been reported with the use of dopamine agonists. 
This phenomenon is explained by the overdose 
theory.[3] In PD, ventral striatal dopamine is preserved 
relative to dorsal striatal activity; thus, dopaminergic 
treatment titrated to alleviate motor dorsal striatal 
deficiencies may result in an “over‑dosing” in ventral 
cortico‑striatal cognitive and limbic pathways. And as 
such there is preliminary evidence for the benefit of 
atypical antipsychotics for treating impulse regulation 
disorders.[4]

At the same time, serotonergic and dopaminergic 
systems are not mutually exclusive. Could an alteration 
in dopamine levels post SSRI initiation explain the 
emergence of kleptomania in rare cases? SSRIs are 
known to sensitize dopamine (D2) receptors.[5] On the 
other hand, could the apparent effectiveness of SSRIs 
in kleptomania be because of their dopaminergic 
modulation rather than their primary effect on the 
serotonergic system?

Kleptomania shares certain distinct features with 
substance use disorders, unlike other impulse control 
disorders like intermittent explosive disorder. This 
possible association between the two has resulted 
in naltrexone being tried as a treatment strategy for 
kleptomania with favorable results.[6] Further supportive 
evidence can be obtained from the rare finding of 
new onset alcohol dependence linked to treatment 
with SSRI.[7] This intriguing phenomenon can be 
considered similar to the earlier mentioned reports of 
emergence of kleptomania after taking SSRIs. Probably 
the mechanism, although still speculative, may be 
similar in both phenomena. So along with the erstwhile 
serotonin and dopamine, treatment of kleptomania is 
further complicated with the involvement of opioid and 
glutamatergic system.[8]

Kleptomania is often been found comorbid with other 
psychiatric disorders including depression, addiction 
and personality disorders. Various structural brain 
lesions have been associated with kleptomania including 
head trauma.[9] Decreased white matter microstructural 
integrity in the inferior frontal brain region has also been 
identified in patients with kleptomania.[10] Functional 
anatomy of impulse control disorders including 
kleptomania has recently been reviewed.[11]

While medications that affect the serotonergic system 
have been most widely studied for the treatment of 
kleptomania, their clinical effects have been modest 
or inconsistent or even paradoxical. Medications 
that affect dopaminergic neurotransmission have 
received less research attention. Kleptomania 
is the final common manifestation of various 
underlying pathogenic mechanisms which calls for 
rationalization of treatment based on co‑morbid 
symptoms and personality traits rather than blanket 
use of one agent. Extension of this suggestion to other 
impulse control disorders requires renewed research 
interest and further elaboration. Developments 
in neurobiology and pharmaco‑genetics, coupled 
with newer pharmacological models involving the 
opioid and glutamate systems will surely further 
our understanding of the pathophysiology and 
pharmacotherapy of kleptomania.
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Figure 1: L5/S1 PIVD

like a flower vase. These nerves don’t go back easily 
and also if attempted to push it in, cause physical 
damage. The treatment of dural tear has evolved 
through time. There are several methods for the 
repair of dural tear including primary repair, tissue 
sealant, blood patch, tissue grafting, gelfoam and 
glue applications.[1] We report five cases of accidental 
dural tear after lumbar disc Figure 1: Surgery, its 
intradural reposition with no‑touch hip flexion 
technique [Table 1].

In all the cases during the operation, we noted 
that the ventral dura was severely adhered to the 
surrounding tissue. During dissection, the thinned 
dura was torn. There was CSF leakage and immediate 
rootlet herniation. We did not touch the herniated 
nerve roots, instead we put a cotton patty on the vent. 
Then semiprone position was made and back towards 
the operator. Then flexed the hip joint so that the 
intrathecal stretching of nerves transmitted through 
the lumbosacral nerves via sciatic nerve caused the 
herniated nerve roots to go inside spontaneously and 
immediately. Then water tight duraplasty was done 
without physical handling of herniated nerve roots. 
For confirmation of CSF leakage Valsalva maneuver 
was done before wound closure.

Incidental dural tear is a common complication of spinal 
surgery (incidence from 3.1% to 14%).[2‑4] The risk of 
dural tears is increased by conditions such as fibrotic 
adhesion in chronic cases, scar tissue from prior surgery, 
eroded dura, redundant dura in patients with large disc 
herniations,[4] advanced patient age and the surgeon’s 
training level.[5] Good long‑term outcomes have been 
reported when incidental dural tears were recognized 
intraoperatively and repaired primarily.[3] There are 
several methods for the repair of dural tear including 

Reposing the herniated 
spinal nerves following 
accidental iatrogenic 
dural tear in spine 
surgery‑The “no touch 
hip flexion technique”

Sir,
During lumbosacral operations dura may get breached 
and the cerebrospinal fluid (CSF) with underlying 
nerve roots immediately come out from the dura vent 
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