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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

A

YY 0ylows —V AT ybiamnj — paeiendss g o8y boji dolibuad


http://labdiagnosis.ir/article-1-34-fa.html

[ Downloaded from labdiagnosis.ir on 2026-06-03 ]

L O s 55 03 el o8 (6 50 Slap sl &
DNA o 5 oWt K5 dile iles S 5 S5
Sz 0l o &0 Mol A (5,055 slaglenl
11> Olas 53 Ol e il s oo 5 S o 5 4y
33550035 (e Lol S Jasedin (6 0 5l lap s
« Dyskeratosis congenita «, St 31 31 21+ oS
<>l>_u'\ Sladlas RC N (¢9q) LS e Mt 54 Ol
3 e (OV0V) (g 0 (00) e Lol v (555 » 0
AU S 48 515 OLES (0Y) adS 5 (08) Oldess (0Y) 05 S
wel Bl 53 Ol el b (6,8t j5b 4 sl
L ssa s Ay p sl gt a0 Lo S b
Sy el slad g 31480 53 51k Ol
Sk 4 cl Ol e by s a5l AS
ST i S50 Ol a1 el e 51 (6
@ aslsl 53000 07) Wles S lea.a Ol s (gl s o dims
Ol e 550 0> o sli s Shae 055 5 s, sk
o5n 057 Ol e 5 o8 LU 3550 55 (e 5 4

R e sA

| wighid o0 093 Ol
O s (i et s8] (o 5e 05 O s
Ohless sy b (OV) .l OV 55 Ols 53 O
Jsb w5l 30 055 Ol o 5l gline |50 5o
PR codins ST ey 558516 S Olsie 4 sl
ol a1 A Odd ol S e BLI 1l su S
odd Sl golew b 20 L GBladl 5 el (el 8L
Solow 53 Bl pimman 50U S (o o 5l Ol e .ol
S ok OVl Ll (S ey Rl as i
i ol Jle 53 &5 Glles Sl Glas gazee 25 50
S Sl g 3850l odins DL S Tl ol oy 5
NSV AP0 E V=B  POURGIE SR SUR1 B Ve L) ) EES Y
NPV FA P PR S PRSP
(0A) (Kb 5500 =) el 5658 ek Jsb de s,
05 Ol w5550y 1t oS (glaadllas )5 o coman

39551
Sl e Sl Mz ($3la 25 L 5550
Do s pene 3131 55 feade SIS sdes Jleo 5l S &S
SO BT i i olows 02 ¢ 55 200
e OLL B Wiy ol 5 S e iy Siul 5l s Ve LS Y
L5500 e 4 el Slagssle bl ile 3l aals!
S rzmen 5 S Gl S s a5l b
Sladsw 3 a8 ok 4 el B3I s 30
EYr ol dsb olow el @ Dl 31,30 3588
3l 54y gl il rJl_.w ;\Jé\j\jseusz\‘o
Saras Sad s 55 o gl Gad ol S das oo OLLS &S
Slap b aauly 4 DNA T 51 3 el See
Slad sl 53 & ol ol jasidie ASL OS] Jlid
LU W e 33T Il sl s ,2d

(EV) X g o OF el 5L s 3 5 6 5050

Oyl (55

IVt L oS ol ISl (s S Ol gl S
3y Sl Olaal oS15 5 (g 50 S bl s
(S| B s e (Rl Ol (SanSls s
(ol Sl Il g ol Jalas 4 Ol sl
ol wasitie e slse o515 EalS Ll
Jsb a8 sl esls Olid Soldlas .ol Ol gl S
S rSadar 55k 4 Ol gl (S 5 613 Olsla 3 e o5l
S L S0 3 b S )5 Sl S
ol iyl Ll 3 Ol 53 e sl g0 oS5
S5 Sle ek Jluia Sl S Olge a4 o5l sk
(8Y) ol s sl Ol

Ol g 392 b ST bl g yogh
ol p3509,5 GoMLL 4 e e sli DU S ol S
o Bl 5 o Ik (6 reb Sladny ] 3 0l 55 &S
Mo Oles 53 odb Sldaline (BA) 558 o135 O

1-chronic lymphocytic leukemia
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