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Apolipoprotein E is the major lipid-carrier protein in the brain, and several studies provided evidence that
apolipoprotein E(ApoE) epsilon4 allele can be considered a genetic risk factor for Alzheimer's disease(AD).
Inheritance of the APOE gene has three alleles: €2, €3 and e4. There are six possible genotypes: £2/e2, €3/e
3, edled, €2/e3, e2/ed, €3/ed. AD is characterized by a progressive loss of function and death of nerve cells
in several areas of the brain. The 4 allele is associated with a risk for developing AD. People with the e4/e4
genotype have the highest risk, but people with the €2/e4 or €3/e4 genotypes are also likely to develop the
disease. 64.3% of people carry the is €3/e3 genotype, 22.1% carry the second e3/e4 genotype but, e2/e2
genotype is not usually found of people carry the 3.6% is e4/e4 genotype in a total of a test group of 140
people. The ratio of e4/e4 genotype related directly with AD is less than the £3/e3 genotype, but the €2/e4
and €3/e4 genotype ratio of indirect AD risk is 25.7% in the group of people, regardless. Thus, we have

referred to the benefit from the treatment of AD through apoE genotype diagnosis.
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Table 1. ApoE PCR

(@ Reaction mixture

Solution Sample
ApoE Mixture 1 2 2 15
ApoE PCR Enzyme 0.5
Total 15.5uL
(® Reaction condition
Temperatures /  Times Cycles
95T / 5min 1
94C / 1min
64C / 1min 35
72T [/ 1.5min
72°C / 5min 1
b. BAX ]

2003 2¥FE 20043 7¥€7HA2] ApoE FHAF AIE
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Table 2. Results of classification on ApoE genotype

Type €2le2  €3/e3  edled  €2/e3  €2/ed  €3/ed

Mixture 1 2 1 2 1 2 1 2 1 2

tube

Position 501 501 501 501 501 501 501 501

(bp) 365 365 365 365 365 365 365 365
ImI. & o}

1407 A F €3/e3 FHAH L 9071(64.3%) 0| AL, ¢
3/ed FrAAE 0] 317(22.1%), e2/e3 Trd_z}ﬁé 971(6.4%),
e2/ed A 571(3.6%), edled S HAE 571(3.6%), €2/
£2 22 071(0%)<= ©] A THTable 3, Fig. 2).
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Fig. 1. Electrophoresis of apoE Genotypes

Table 3. The Number of Cases and Ratio on apoE Genotype

ApoeType Total(N=140) Ratio(%)
€2/e2 0 0
€3/e3 90 64.3
ed/ed 5 3.6
€2/e3 9 6.4
e2/ed 5 3.6
e3/ed 31 221
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Table 4. The number of efficacy cases and ratio on AD

AD Cases Cases Ratio(%)
AD possible cases(e2/e4, €3/e4) 36 87.8
AD high possible cases(e4/e4) 5 12.2
Total AD efficacy cases 41 100
Iv. 1 3
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