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1- Muller et al

2- Olovnikov

3- Greider

4- Interstitial Telomeric Sequence (ITS)
5- Sheltrin
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1- Telomere—telomere fusions

2- Telomerase reverse transcriptase
3- Telomerase RNA

4- Telomerase RNA component

5- fluorescence in situ hybridization

6- peptide nucleic acid - fluorescence in situ hybridization ( PNA-FISH)
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1- Mismatch Base Pair
2- primed in situ (PRINS)

3- Chromosome Orientation fluorescence in situ hybridization
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1- Incomplete chromosome element
2- Terminal fragment

3- Telomere association

4- Telomere fusion
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1- unequal sister chromatid exchange
2- Breakage- Fusion- Bridge(BFB)
3- Hot spot

4- Inverted duplications

5- Bone Marrow Failure syndromes
6- skin hyperpigmentation

7- nail dystrophy

8- Oral leukoplakia
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1- cerebellar hypoplasia,

2- microcephaly
3-developmental delay

4- immunodeficiency

5- intrauterine growth retardation
6- bilateral exudative retinopathy
7-Acquired aplastic anemia
8-Pulmonary Fibrosis
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1-chronic lymphocytic leukemia
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