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Fi, REBEMXFEMEFRIE, KBRS TR LM FH
Ko BMEFILZIT RN G A48 B4 B -F hnRNPA2*, X Iz KT
BN R B GARRsh, HMmIG R B R AL A, LEA
AT b4 B T 8 hnRNPA2* VA3 %) 5% ¥a B & M a3 B IEE T K. A4,
IR B RE R IR T stkiss o B CST fE3% 4 4 h A2 b oy X4k
R, HlEREFF CST AR REFHEMNFRERBATHRET £
Z 3 b4k Y. A%k TAE £ PNAS. EMBO J v\ B Cell Reports 5 22 & K k..
T EWEEHRF G LI (1)5%4 DNA L5 60 T4 2) %4
DNA & &M BT LR E O Hm 5 ) st REGEATH N LEF vA
B ikFn K 64 7o BALEI B R -

A4 RRimRIDNAE il 5K S 4E ¥

ETFE, & B, OF 4™

(1 REEERIR IR =08, R 300070; 2 il KA MRS, [ 510275)

B OE . b T YAk, R R BAE S DNA F B A SR A K. Ik 7E 4 RF 56 R 4 R 1
e et R g b e B TR AR 5 L EAEH . Sk DNA HE & G/C T 5IF 8, A5 OEEX K G & & 3!

B FUE X (G-overhang, G-tail). ik DNA AEWS L G PUBR{A (G-quadruplex) Al T 34 (T-loop) 57 4544
Y2 5 DNA i B A G 52 S imbks DNA 15 6] 5 b 45 K R 4ERE, FRARXS TR PR 4L 1 FAth X 42k,
Ui ) DNA S HBCAR A, A S EdE, ikl DNA [ 52 i) mT DAL 45 XUE S 1] (telomere replication), i
Wi &2 I 4L 1 (telomerase extension) FIl C %55 (C-rich fill-in). % 4% XN EE 5 1) 51 2 7wk 46 B 46 2 S EAN
PRI P 3 2 1 S R, 7 S A Pl 52 ) A A C B 55 A T I % 988 0 4 R FL b K B R KRR 00 L
JIM FBERAT . b 5 i) B HL 5 K D e T 9 A& AR A D 2 MU 1) — AN BB, R s 2 o] X AL B g 9
T TRT LT S AR ) S

KA - wiks o SR o Sk DNA &) C 5%
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Human telomere replication and length maintenance
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Abstract: Telomeres are special nucleoprotein complex composed of repetitive sequence. Telomeres play important
roles in chromosome integrality and genome stability. Telomeric DNA is usually G/C rich, and contains the double-
stranded region and G-rich single-stranded region with a 3'-tail. In addition, telomere DNA can form G-qudruplex
and T-loop structures. The replication of telomeric DNA is different from that of other genomic loci. In general,

replication of telomere has three steps, including double-strand telomere DNA replication, telomerase extension and

Wi EHEA: 2014-09-15
EEWmB: EFARFIFELTH31471293)
*BIE1E&: E-mail: zhaoy82@mail.sysu.edu.cn (B4 55); feng-w@hotmail.com (%)



EQNE ST, 45 AR DNAK H 5 K B 4EHF 1195

C-rich fill-in. While telomere DNA replication leads to progressive telomere shortening due to “End Replication

Problem”, telomerase elongation and C-rich fill-in extend telomere, thus maintaining telomere length homeostasis

in most human cancer cells and stem cells. Telomere replication is a hot spot in telomere biology, and the findings in

this field will provide a new clue for disease prevention and treatment.
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50 5 31 G 0 AR o0 I KL HEAT I, JRTR A — 5%
B K ) G-rich 1) 3' £ % (G-overhang) ; (3) 441 ffy
BEN G2/S W IS, 41 ML N 5 3 C- i 4b 5% (C-rich
fill-in) AL, X i AL i S0E fef1 T8 RS ) Sk T BE AT KB 5o
A DNA S 582 5, 3" R B 1Y) I A 2 T 22
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R K X DNA ) e B R Ak o B IF i ot [X
HEHH H3K9 [ H4 1) LB KFFEAC LA & H3 . H4
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AR . T R POX S, A0 R EOE
DNA i Zigft, Bk e mE s BIandE S
#], ATM. MRE11. RAD51 %5 DNA [7]J5 & 20
IR AR AE Sk DNA F g 4. 54, 5 DNA
SHMEE M E AR, U Pol-B. RAD17. FENI,
PCNA %5 45 5 M3 78 S 1'% 45 23 kB DNA |
BN EATTE SR 5 1) o ke B4 OB 7R 23— 20 1
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71 50 K i RL Bl 5 3Z & Cajal /My P22, i DKCI
3 Re AT BN R B AR, e E R
S L 4G R, 3 AL T BE K L. Cajal /MAHE A
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4 CHEFMST
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Gu 2 PR Wang 25 WU RIS, WAL PR E R
LA C BEAN AL

] DNA &0 o 135 PEREDS BHIT C 854055,
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55 i ki DNA B 2 ik 2 JL-F Rl 47, X7
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