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The Genetic Background of Health
and Diseases
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Chromosome Disorders
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Down Syndrome (trisomy 21
syndrome)
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Single-gene Disorders
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Polygenic Disorders
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Somatic Cell Genetic Disorders
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EFREFSH
‘MR IR{E = (cytogenetics)
H{LiRfESE (biochemical genetics)
S FIiRfEE (mOlecular genetics)
B R IR{E S (population genetics)
HRIE IBRIE S (immunogenetics)
PhiE 1% 5 = (cancer genetics)
Z5¥31% £ = (pharmacogeHetics)
KYAREIRIE S (somatic cell genetics)
1R 5T iBR{E S (radiation genetics)
10. Z B 1Rf55 (developmental genetic)
1. 1T H1R{%E = (behavior genetics)
12. L% = (eugenics)
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The History of Medical Genetics
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The haploid human genome.
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Joining of fragments
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The EcoRI restriction enzyme makes sraggered, symmertrical
cuts in DINA away from the center of its recognition sirte,
leaving cohesive, or “sucky,” ends. A sticky end produced
by FcoRI digestion can anneal to any other stcky end
produced by £ceRI1 cleavage.
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Foreign DNA
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Joining

Plasmid
vector - Antibiotic-resistance
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molecules by growth in the presence of antibiotic
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