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ApoE Allele Test in Korean with Hair Root DNA

Chong-Ho Kim', Mi-Ra Jungl, and Sang-Ho Park’

Department of Clinical Laboratory Science, Wonkwang Health Science College,
Iksan 570-750, Korea'
Korea DNA Valley, Seoul 130-805, Kored’

Alzheimer's disease (AD) is characterised neuropathologically by the accumulation of neuritic plaques and
neurofibrillary tangles as well as by cerebrovascular amyloid deposition and neuronal cell loss. Current
advances have shown the apolipoproteinE-epsilon 4 (ApoE4) allele to be highly associated with late-onset
familial and sporadic Alzheimer's disease (AD) in Western populations. The association of ApoE allele
frequencies and dementia remains unknown in populations from many countries. We recently initiated a
project to examine ApoE frequencies in non-demented healthy Koreans. Genomic DNA in hair root from a
thousand persons was collected and ApoE gene type was investigated with the methods of polymerase chain
reaction (PCR) and restriction fragment length polymorphism. A group of a thousand non-demented Koreans
over the age of 40 years were found to be positive in 15.7% of the cases for ApoE4. AD and ApoE4 were
closely related. ApoE epsilon 4 was a dangerous factor of AD and ApoE 4 allele made a contribution to the
heterogenicity of AD.
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2. Genomic DNA £2|
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GCAGGGCGCTGATGGAC-3', antisense: 5'-CCCAGG
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Table 1. Comparison of sex and age in Korean (Man,
M=330, Woman, W=670) tested ApoE gene

polymorphism
Age Number (M/W) Ratio(%)
40~49 290 (93/197) 29
50~59 628 (212/416) 62.8
60 and over 82 (25/57) 8.2
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Table 2. Distribution of hypertensive man (M) and woman
(W) in populations tested gene

Age Number (M/W) Ratio(%)
40~49 69 (28/41) 21.0
50~59 222 (73/149) 67.4

60 and over 38 (9/27) 11.6

Table 3. Distribution of diabetics in man (M) and woman
(W) tested gene

Age Number (M/W) Ratio(%)
40~49 19 (15/4) 16
50~59 88 (40/48) 56

60 and over 12 (2/10) 12
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Table 4. Analysis of gene types in Korean tested ApoE

Gene Type Number (%)
E3/E3 801 (80.1%)
E2/E3 39 ( 3.9%)
E2/E2 3 (0.3%)
E3/E4 146 (14.6%)
E2/E4 8 (0.8%)
F4/E4 3 (0.3%)

Fig. 1. Amplification product of DNA by PCR of ApoE gene
genetypes of E3/E4 (1), E3/E3 (2,3), E4/E4(4), and Marker (M)
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