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In 1939 Kluver and Bucy described a syndrome that developed in rhesus monkeys following a bilateral temporal lobectomy.1 This syndrome consisted of a psychic blindness (inability to recognize familiar objects), tendencies to orally examine available objects, emotional unresponsiveness, an increase in sexual activity, hypermetamorphosis (strong tendency to react to every visual stimulus) and even difficulties with memory.2 The first discovery of a human Kluver-Bucy Syndrome was in 1955 by Terzian and Dalle Ore. An adult male underwent surgery to remove the temporal lobes in order to treat seizures. After the surgery was completed, the patient displayed all the elements of the KBS except placing objects in his mouth.3 The first complete human KBS was described in 1975 by Marlow et al. This case involved a 20-year-old male with herpes encephalitis. The psychic blindness in monkeys was converted to a visual agnosia in the human syndrome. The man also displayed placidity, flattened affect, and altered sexual orientation.4 Most cases of reported KBS have been associated with a chronic or progressive neuropathological syndrome.5

This syndrome has only really been seen in experimental monkeys.  If part of the temporal lobes are removed the monkey cannot recognize objects (visual agnosia).  These monkeys  exhibit bizarre oral behaviors such as sticking things in their mouths that normal monkeys would have nothing to do with.  They also become hyperactive and hypersexual making physical contact with almost anything in their environment.  Wild, fearful and aggressive monkeys become tame and showed no fear when handled by humans or presented with snakes which rhesus monkeys normally avoid.
Although the syndromes in both the monkeys and the humans are highly similar, the evolutionary advances of the human brain may result in a more complex set of behavioral problems after the bilateral temporal damage.6 The behavioral syndromes observed in humans and not the rhesus monkeys include aphasia, amnesia, dementia, and seizures. KBS has also been associated with a variety of neurological disorders. These disorders may include herpes encephalitis, Pick's disease, Alzheimer's disease, cerebral trauma, cerebrovascular accidents, and temporal lobe epilepsy.7 Other etiologies include Huntington chorea, hypoxia, hypoglycemia, subarachnoid hemorrhage, and some neuroleptic medication.8 The most common feature of all etiologies was a bilateral mesial temporal lobe destruction or dysfunction.9 There have been other documented cases of KBS resulting from such incidents as heat stroke and encephalopathic illness.11
The symptoms of the Kluver-Bucy Syndrome may vary with each individual. The most common of the symptoms will be discussed in more detail. In individuals with this syndrome, emotional states may often vary. Some individuals may display blunted affect, apathy, and even pet-like compliance.12 Others may become demanding and enraged, and at times depressed. Most individuals have visual agnosia which is characterized by the inability to distinguish among friends, relatives and strangers. Auditory agnosia has also been discovered in some cases and occasionally tactile agnosia may be present. Hypermetamorphosis is regarded as consistent exploration of the environment and with subsequent placement of objects into the mouth.13 Because of the frequent oral manipulation of objects, many times these objects are ingested and some individuals with this syndrome have had cases of bulimia. Another of the symptoms of KBS is that of altered sexual behavior. Some cases of sexual behavior such as copulation and masturbation has been documented. However, these cases are infrequent and most cases involve sexual overtures, comments, and attempted physical contact.14 Some cases consist of aphasia, amnesia, and even dementia in the individuals.
A combination of at least 3 or more of the symptoms is typically suggestive of the Kluver-Bucy Syndrome.15 Carbamazepine treatment has been discovered as a useful agent for eliminating some of the symptoms of the syndrome. Carbamazepine is an effective anticonvulsant in temporal and limbic seizure foci. It is also considered as a potent inhibitor of amygdaloid kindling.16 Leuprolides have been found to decrease the sexual behavior in some individuals with KBS.17 Other medications such as Haloperidol and anti-cholinergic medications may also be useful in treating KBS behavioral abnormalities. 18
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