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1- Muller et al

2- Olovnikov

3- Greider

4- Interstitial Telomeric Sequence (ITS)
5- Sheltrin

YA

T 0 jlos —VFAY (ylame — il g oludiglo;l aobihad


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

[ Downloaded from labdiagnosis.ir on 2026-02-16 ]

Rl F e aelsl pyaSals 5l 3wy 550 5 S
J}J:L;d e)u‘ uuj:))

°(FISH) om0 38 Cowrygld DNA (ygmulcy pud (5595
Sl las FISH. 25, 1l L iy L ¥ 550
FISH. A2 (st 4,2 3505 015 Shas 5 p 3550 S
D Sy 035 Ay e U1 el S Gl
S ol glapsises S 55500 JoSe JIs L. DNA
DNA lacs s ool Lled s cos Ml (55,03
Sy sl slads IS 58 Jlail by @ s )b 0
Jlail ey 4 i 28 H5b b Al el S Il
oyl slagsl Bl s oS SIS glad S0 e
Sl 5 ey n digd o JILL (sl o oLl
Sl oo 5 4o abas 4 ol s Laol oS
ol etos sblpe () il stalive LG Sy Son
(S 5 SN S5 s S Ul w o
3 Ol o (VL 023L (V05 5y g e (V2 el
Ld s 5ol sldss () Ol (7 (a5

O cl s

| S 93 ey gl g (3595
(PNA-FISH)" foxo yo

Lizes DNA o ins oS JUT el K55S 5 iz
ISl b i gy oS 55 ol ISl Lagl s oS
() (ol 0l 0l el L 0 Sillansl 5 Iyl 8
DNases, RNases, Lo 5 a4z ol o jsa > 5o
Q2A) IS5 () wils VUL s slis proteinases
S e S aS Sley s b 4 e Jlir s pl G
Lsd o b e 355 JeSe RNAL, DNA « PNA
slaglaniy 53 5350 e sl (Sl s S andls
S g3 sen 31, 5,10 PNA-RNA ;PNA-DNA

el 3ls 3 5ms OLIley 53 Y yome & Sl (5 055 1SS
s pos il o5 ppsi305 S Jols glacalo 5o )l SO
S (YO).las S 51, 3 s a5 g s e il o b
(8) " o5b @ sl sbadlasl ez 53 WITS o5 ul ) s
b o3 Ll glacole 055 4 5256 DNA J s
aiwd 4w (0) Lledd sbowl (gl 4y 53 glac o Ss =
Llodd iy 25 Ol 0835 55 sl 0585 s JIs5 5
D s by 50585 Sl 1 () 20l e o
Sl e o iy Sl a5 (Y (55

(V) Sl b 6 o5l sla 5 (7

Mgl 31

P o2 e S LSl O ol S ISie b abilie (ol 5
W (6,85 Ol oS sadshu o) Lo sea (5w dilan
Wl S Sl S 15 S 8 e T il
Sl SAS 5 M5 058 WLl b o5l cpl 58 e 0L
5 00 osb o DNA & clenl o TTAGGG
2 o Sl Lilas (g Al day dl> e 55 5 el
U P W WAt R PR 5| BV N CIRE WO | | LR e

"(TERT) Lo sSas kg S uil 5 G oS e 5l L2 ()
H(TERC) oles LT(TR) 51 a s RNA s (¥ coo
& TERC 1 oslial U1y a5k 51,85 15 51050 51
LS e Lol s 3 DNA Y glesl 4 S 0l e
sdyskerin. NOP10.NHP2 : jee S5 slacnss
w5 yams )2l e 50l t Lo TERC « GAR
48 gome Sl l Sl plAS a3 Il A s e Sl e 5
(A) 5o oo ol S50 4 e 51055

£93809 5 e 3 (S yooli (Sl i o bl
il JoS e 5 Sndsne o gla oy Sl eslaul U
ol i30S w5315 5,050 b JIs5 05 o

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

¢y

T 0 jlos —VFAY (ylame — il g oludiglo;l aobihad


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

[ Downloaded from labdiagnosis.ir on 2026-02-16 ]

ﬁfL;\)bjg,_wl@b)g_w{om»ﬁfgywl
sy (8Y) A3l 010 =Yorrs 550> &V e g
Solo ol Dl 13 55 5l el (et LB ler
(&3 il 3yl ge SI/NY 5 Sslils 500 51 A =Y0)
L Lo o oS allss i o 5 Lt 1) Sy S
(SalPbt s lse 53 (£088) (sl os S e g5 DAL oL S
35845 das e Ol ) A s 8l Sl (sl ol
00 Y yome lo (pl g5 o Sl (e & 425 O
Voo L VO L;Yl.gb\)éljaolcxijwl\”{qdu
5 e bLil edias 0L a8 sl YOy sl 3l il s
(7)ol o b Sole 02

L slresl sl s a8 il eals QLS Dl S ) 5b &,
S Gl s s c B8 L LI a8l Sl
a3 il 4 Al o A 3500 g o 50l S
S RPN vy WS S VA L S U BBV [
st Syl dpb e fB g 505
ot (Sl DAS £ S s 53 Sl
IO NCERCANRI

e Al SBS bow
o Sl Lagg sl Sl gobmms Lo 5l 5 a5l
Sl S 5 s 5l D A slas e
Y.L'G‘j.ﬁﬂfk;aﬂjbbt;'_wéucj;rw‘\sm
‘;&)QMM}cJ_wQ)lM}J%“‘;")SLML
QM LL},&L&A a Q\W\JJ #l)bbb‘)b )‘ J.»J‘)L..C
033l s la e i 4 sl ps  ad e slacsl L
jjj;j:,u;u&ig.ﬂlgw&uwuﬁdjs@u S8,

Golaw Ol o3 4l i g 05 e (YATA)
05 5l 53 e 45 (FoFV) wleds Lobs
sl ter o 5 w2 TR ;DKCI, TINF2, TERT
(FA) s (ke ol a6 Dhawe 5l 31y oS SLulis
S S ol I Ko ancls 5 a0 e Ol jley
s S S O a5 s Xq28 0L 43 DKC1 o5 s
Sl ds oSS slacns s 5l ) el dyskenin
(YA) (Gl L3 jo sl Lo a3 a8

Dyskeratosis congenita ;s gl sl
¢4 s Hoyeraal-Hreidarsson pokes 4 Ol 55 oo
Hoyeraal-Hreidarsson p o 3 S 0Ll Revesz
oo TAS; 5 ot T iy Sea Sz (M g L
s b5 ey JoHs Ay (Sle s & el
Slasiie aS I 53 (F) (ol Lot LB Ol gl
s Cadl s 55l 3S1 SLss, Revesz oot
s Ol sae Swsbc ey s s, Sl
L gk ol 48 T 03l O Slalllas (YA) .o
(£4) e LI 3 aje sl o 51 i Ol ol 58

Y b e T eiT

o 55 ot s ST ST ol 55050 58]
2Ll L5 o slrm) gmnl et Jan 5 5 2 (sl 5
36 Jsb 04 ol S (Solens ol 4 M 0l 31 51 (shs 5o
Gl S A e Sladllae aslsl L (1) i sl
S IS (slals 53 DS sla e shls Obles
(£YY) azea TERC U TERT s 550,05 (15!

"S53 39 b
-1 s Dyskeratosis congenita L .l ;s

3 S0 St A Sal s p et &S Sl

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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