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Phanthumchinda K, Locharernkul C, Hemachudha T. Creutzfeldt-Jakob disease. Chula Med
J 1988 May; 32(5): 431-440

Three cases of Creutzfeldt-Jakob disease (CJD) are presented. They were classified as
classic, cerebellar and optic type respectively. Two cases were confirmed by brain biopsy and
autopsy. One case had a typical clinical manifestation and serial followed-up electroencephalo-
graphy. CJD is caused by slow-infectious pathogen and there is no efficacious therapy for
this disease. Care must be excercised in handling of tissue, blood and CSF of CJD patient
because of the risk of human-to-human transmission.

Reprint requests : Phanthumchinda K, Department of Internal Medicine, Faculty of Medicine,
Chulalongkorn University, Bangkok 10500, Thailand.
Received for publication. May 22, 1987.
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Figure 1A Medium power view of cerebral cortex showed spongioform change (H & E stain)
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Figure 1B High power view of cerebral cortex showed status spongiosus of neuropil
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Figure 2A EEG of case 3 on admission, demonstrated diffuse theta and delta slow
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Figure 2B EEG of case 3, two months later, demonstrated diffusely slow background and
periodic complex
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Table 1 Clinical manifestations of 3 cases of CJD.

UM uaznm
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Characters Case 1 Case 2 Case 3
Age 56 36 72
Sex male male male
Presenting symptoms Dementia Ataxia Visual loss
Neurological findings
Dementia + + +
Myoclonus + - +
Pyramidal tract signs + + +
Psychiatric symptoms - + +
Cerebellar signs - + -
Visual abnormalities - - +
Lower motor neuron signs - - -
Basal ganglia signs - - -
Characteristic EEG + - +
Pathological diagnosis + + -
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Table 2 Clinical manifestation of 47 cases df CJD in Ross’s series(13)

Characters Group 1*(12 cases) Group 2**(35 cases)
% occurrence
Dementia 100 100
Myoclonus 100 80
Pyramidal tract signs 100 66
Psychiatric symptoms 58 60
Cerebellar signs 58 54
Visual abnormalities 50 46
Lower motor neuron signs 17 29
Basal ganglia signs 50 57
Characteristic EEG 92 71

* Group 1 = consisted of 12 cases transmitted to primates

** Group 2 = Consisted of 35 cases in which transmission had not been demonstrated
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