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Abstract: Kliver-Bucy (KBS) syndrome is a rare neurobehavioral disorder, characterized by hypersexuality,
hyperphagia, hyper-orality, visual agnosia and placidity. Here | present a case of A-21-year-old Saudi female with
a Kluver-Bucy syndrome secondary to left unilateral parieto-temporal tumor resection who responded to a
combination of carbamazepine and risperidone.
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1. INTRODUCTION

Kliver-Bucy (KBS) syndrome is a rare neurobehavioral disorder, characterized by hypersexuality, hyperphagia, hyper-
orality, visual agnosia and placidity. KBS is usually resulting from bilateral damage of the anterior portion of a temporal
lobe, especially the amygdala. The damage to amygdala can be due to multiple etiologies, including traumatic brain
injury, degenerative brain diseases, tumors, anoxia-ischemic encephalopathy, hypoglycemia, heat stroke, acute
intermittent porphyria and infections such as tuberculosis or herpes simplex encephalitis.[1],[2],[3]

Kliver H and Paul Bucy noted a change in monkey's behavior after temporal lobectomy at the end of the 1930s.[4]
Kluver-Bucy syndrome classified according to 1CD-10 (International Classification of Diseases 10th Revision) as a
personality change due to known physiological condition. Here | report a case of Kluver-Bucy syndrome secondary to left
unilateral parieto-temporal tumor resection.

2. CASE REPORT

A -21-year-old Saudi female underwent surgical resection of a well-defined tumor in the left parieto-temporal region at
2014, complicated by permanent bilateral blindness. She was stable until July/2017 when she admitted to a medical ward
as she was complaining of Seizure, headache, and visual hallucination. The patient discharged one month later with a
stable condition on the following medications: Topiramate 75 mg BID, Oxcarbazepine 300 mg BID, Levetiracetam 250
mg BID, Escitalopram 10 mg OD, Risperidone 4mg OD.

The patient presented to the clinic on January/2018 and was complaining of: Increased oral intake, increased weight
(gained 30 KG over the past 6 months), hyper-orality (tendency to touch objects by mouth), hypersexuality (sexual
instincts in the form of stroking sex organs), aggression (verbal aggression by using inappropriate words toward her
family associated with physical aggression), poor sleep, and psychotic symptoms (auditory and visual hallucination, with
delusion of get pregnant from them).

No depressive or manic symptoms. Denied a history of smoking or other substance use. The patient known case of
hypothyroidism on levothyroxine 100 mcg OD {T4: 11.4 (12.0 - 22.0) PMOL/L, TSH: 4.270 (0.270 — 4.200) UIU/ML}.
No history of neurological or mental illness in the family. The patient has a healthy identical twin.

The patient was given carbamazepine 200mg BD, and risperidone increased to 6 mg OD. Her symptoms including
psychotic features, hyper-orality and hypersexuality were decreased. The patient discharged after 4. weeks.
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3. DISCUSSION

Human cases of Kliiver-Bucy syndrome were recognized in the 1950s, as surgeons employed bilateral temporal
lobectomies to treat seizures. Though the anatomical basis of KBS is controversial, the most common involved region is
the bilateral mesial temporal lobes. [5],[6],[7] Kliver-Bucy syndrome also results from the disruption of the circuits
between prefrontal cortex and limbic system which are important in memory emotions regulation. [8],[9],[10]

Inappropriate sexual hyperactivity was the most common KBS symptom, followed by a change in dietary behavior and
hyper-orality. Visual agnosia was the least reported. In 50% of cases, the patient fully recovered from KBS. Libido
frequently increases in patients who have unilateral temporal lobe resection and may become pathological.[11]

No specific medication for treatment of Kluver—Bucy syndrome. Carbamazepine, leuprolide, antipsychotics like
risperidone and antidepressants like selective serotonin reuptake inhibitors have been found to decrease the behavioral
symptoms in some patients with KBS. [12],[13],[14]

REFERENCES

[1] Pradhan S, Singh MN, Pandey N. Kluver- Bucy syndrome in young children. Clin Neurol, Neurosurg 1998;100:254-
8.

[2] Misra UK, Phadke RV, Seth PK. Kluver- Bucy syndrome: Sequelae of tubercular meningitis. Neurol India
1994;42:29-31.

[3] Duggal HS, Jain R, Sinha VK, Haque Nizamie S. Post Encephalitic Kluver- Bucy syndrome. Ind J Pediatrics
2000;62:74-6.

[4] Kldver H, Bucy PC. Preliminary analysis of functions of the temporal lobes in monkeys. Arch Neurol Psychiatry
1939; 42:979-1000.

[5] Hart RP, Kwentus JA, Fraziar RB, Hormel TL. Natural history of Kluver-Bucy syndrome after treated herpes
encephalitis. South Med J 1986;79:1376-8.

[6] Poeck K. The Kluver- Bucy syndrome in man. In: Vinken PJ, Bruyn GW. Klawans HL editors. Handbook of
Clinical Neurology. Clinical Neuropsychology. Amsterdam; Elsevier Science publishers 1985. p. 257-63.

[7] Auvichayapat N, Auvichayapat P, Watanatorn J, et al. Kluver—Bucy syndrome after mycoplasmal bronchitis.
Epilepsy. Behav 8(1), 320-322 (2006).

[8] Muller A, Baumgartner RW, Rohrenbach C, Regard M. Persistent Kluver-Bucy syndrome after bilateral thalamic
infarction. Neuropsychiatry Neuropsychol Behav Neurol 1999;12:136-

[9] Biswas A, Anand KS, Prasad A, Ghosh S, Bansal J. Clinico radiological profile of Kluver-Bucy Syndrome. J Assoc
Physic Ind 1998;46:318-9.

[10] Anne HA, Rexer JL, Marykay PA, Strite D, Meyers CA. Kluver-Bucy syndrome after bilateral selective damage of
Amygdala and its cortical connections. J Neuropsychiatry Clin Neurosci 1998;10:354-8.

[11] John AA, Donald TK. Post-ictal Kluver-Bucy syndrome after temporal lobectomy. J Neurol Neurosurg Psychiatr
1993;56:311-3

[12] Hooshmand H, Sepdham T, Vries JK. Kluver Bucy syndrome: Successful treatment with carbamazepine. JAMA
1974;229:1782.

[13] Cohen MJ, Park YD, Kim H, et al. Long-term neuropsychological follow-up of a child with Kliver—Bucy syndrome.
Epilepsy. Behav 19(4), 643-646 (2010).

[14] Jha S, Patel R. Kliiver-Bucy syndrome- an experience with six cases. Neurol India 2004; 52:369-71

Page | 318
Research Publish Journals



http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref5
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref6
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref7
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref5
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref6
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref7
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref7
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref5
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref6
http://www.neurologyindia.com/article.asp?issn=0028-3886;year=2004;volume=52;issue=3;spage=369;epage=371;aulast=Jha#ref7

