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Systemic review of telomeres (enzyme) on regulating
aging and cancer*

Zhen Tang, Han-yan Wang, Dong-mei Guo
(Department of Biological Chemistry, North Sichuan Medical College,
Nanchong, Sichuan 637000, China)

Abstract: Telomere is located at the end of chromosome and is closely related to chromosome stability in
eukaryotic cell. The length of telomeres gradually decreases along with chromosome replication. Cell with over
shortened telomeres ultimately end up with death.Telomerase is composed of RNA and protein and maintains
telomere length. Compromised telomerase activity leads to decrease of telomere. Therefore, The activation of
telomerase and length maintaining of telomereis were necessary for human tumor cells. Mutual regulation of aging
and cancer is important since aging caused by telomere induced cell death, which may be a natural barrier for cancer.
The authorsperform a systemic review on telomere and telomerase. We try to elucidate the relationship between
aging and telomere and regulatory mechanism of telomerase in tumor development, eventually provide guidelines for
disease treating.
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T E SR PR

5 28 &

B A AE A R 51 2 5 A B AT
O, VNG sty it T BEL L S R 4 | RS P R SRR T AL
TR FRRI S A A K . A AR T A B4
L RAS T ELZLRA, Ao I s 4 & kR
(7] Fof Ffr e A B il — P 5 3 A B0, A LT
W, MEHIAMEHER . 47 AR b 254 i
ZH e (BRI Ras SN /N T 254, I shY)
B NFERPIY Ras {551 ), SRuaAar V-S4 (E
K 129", eI LTI Soxd RN FEA, ATIE AL B |
T DIEEE LR, 24 Soxd Fikid it
W (i 2 A 5 Y Soxd FIAMCTIEACE, /I Rl
IR s, HHEPUERE ) Y. HAT R X
Je e [ N AP BRI R ARG, T 2 ] 56 R TR A
FERIE NSRS R . Rk, e ERE
USRI IR ISR, OSBRI 5 7 1)
Z—, mivtehs () TR KR &4 . kR
A Scavks () S EMERRHAAEMRE L. &
J IR ML TERIAR it — 2D i s v
ki (B ) SRIF R, IR R HtE S

1 SRR R dnirEERY £ Y

1.1 imHL

viiphr FH S kE DNA SAHSCER AL, ikl DNA H
B CHHRBKELS FIAR, NEURERN, &E
57, AIEYIF SR DNA 31 K K — i 22 5.
Ak DNA JE31 2 5'-TTAGGG-3' T & 541, K%
15 ~ 20 kb, PHi8 / 875 85 E( repressor/activator protein 1,
RAP1) J&—F BEORSF 1 s BAESR I, Wk RAPL
P b TR R S A A 4, FEdR 1
TRMEEEAER, IS 5L Es . e ™,
WFL Y RAPL AANTT /> R4 iitphr o [R5 F 2 %
5. RAP1 ) MYB 25450 5 vk #1521~ ( TTAGGG-
repeat factor 2, TRF2 ) [ #2454 5 ~TRF2B 4545 1)
TRF2-RAP1 3R, #0ili PARP1 Fl SLX4 25 & vk .
/N BRI N 26 41 i P #57 JC RAPL Al TRF2B, D] PARPL
H1 SLX4 HR 256 sk 02 i PR Ul , M5 8
KL E RN K s [ A S o WL SR L e
FEFFAEREAS S WIS, SVA0 AR AL 40 i 40 ff 3 442
e TN, XF SVA0 K A= A 40 g vh A i LB
FERMY, LA A R b & ] R AR, I
B R RN G AR HE A Y R 2 S BUN R
L it T BT I s e s B B, s ) A2 il s ] 32

LEZ ik S P AT A Sk X (< 500 kb ) DNA
FIFE o
1.2 imIES

Uik RNA R BT, T4t i
TR, LLH B RNA B, A himki DNA,
D NI 2 1i[0% 7 R RS T Ry A 3 S B Bl 220
[ B i 7 i RNA (humane telomerase RNA, hTER ),
yiki PRI 1 ( humane telomerase associated protein,
hTEP1 ) J% %t #0 ff 135 %% 5% 1§ (humane telomerase
reverse transcriptase, hKTERT ) 1, H. A7 hTRT #% 1\ &
Ui oL PTG PE IR OCHEZH 7, hTRT A A mRNA 7K
V-5 ik R AR B, TN (LS LR RS TR
SN TN ) Hhom RIS R R, LA R IX Se A0 i
s — O P IR R AR, AR 24
i v A P T EARAEG

2 ImALK IR ER ) £ W FE R
s HARE Qe AR, Bl e @R DNA Ffig SR
Ul IIRE, PRI ARG RN, R AR I R

AR IEF AR T ZME DNA Z 6l f v 5'- K
SIPYIkE, TEORRAE, RIARIABESE, sk
BRI . Muihidn 2 — e AR, WIAN M ik 2,
AT RS, Wb PR AN 2 i
R ST e A A, 5 A 2 R e % DA
Koo Wit R R A0 HE H ) 32 A 2R T R A e
Bl ST TG R A FAE R Sk DNA, iU Yt A iibr
DNA P EE . Sityhor i (%) 0 1 A A i ] ARG 3],
HI R A s (LR A st i, o DR g 400 i 3 4
TR 40 ot ) A A P A DA M2, 1B TR e o 1
Sk LASORL 3'— A —OH 51y, LACFTHIRI )T =,
WL S A R P81 DNA, SE RSk, 7
JeE AN Hh sk A 2 5 T X R A AR A R T A R A
FROE R, Sk i 2 A WA m AR R, b
Je A R A7 AR A 2 R ey R P 4 L Sl R
Ji — R SR AR AR BHR 5 /KPSt il 14 A 2
RESEATIRFE , DR H AR S sk AL 3R

3 ImMINIGRIBAERZMMNBEEZE. &R
rhE{E

IR R IR S R

AR NI K BEZY 8 000 ~ 10 000 bp., Stk fifi %
AR Ay 2T AR 0 2 IG FR R, A5 1k 4Rl aE

3.1
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55 30 4]

B, G .tk (B8 ) Xpece R bR I T T St

T2, PUbSER s R r A A R . —Fhelaa
Uit R SR mRNA, AR R JER A A 14 s 1
FESER: 1000 bp, BRumfi K ERIME 10%, X Eeumkn
KRB AN, LEARAC A A 22 5324 40 F504 s
311 mEpminbshkgsa ImbiKE, XA
WA . BT, uhidid, 4TS )i ; o
B, AR E R . e RO RIE R
HEHF TERT slmbifii RNA 2432848, fR ik Al 7
g, HEAEEMEME, Ui e ik
LR BAEFE AN TR I RER ST R, i
SRR, 7R/, B SRk,
Uity A 50 P 39 v 5 35 PR A 1 1 B N R R DDA G
Ja B R B RN ardi ke, I SME kLA SRR
PRI, RIS LA T Ay Y /N B
i T iR 4G A R I B AR E N s A O IR
PEFMIC, ok DI RER B T S BUNR B i, K
AEET AN B AR SRL Y BE ) T P oA A s ks
AIVE A NARBERDL . 1545 B PRI D AR R
b, FEJ. IVARER S dn kb B, WA B AT R mT
FEBUIAE FE AN IS | e b 4,
AIHUR O SR " A REdE R K B, 40
Mo T REIRZE . A Ar T REAE K. FRANARIS & AD 1Y
FEIEHER, = 85 it A AD MRERE AT EHk 40%,
M AD 247 i) 1L BPA% 248 i g s 4 8 6 T o) B0
Down's ZEBHER I AD Fumbi K R, nEfaA
Ff s s 1 3 408 o S R R A DG

AW RW], sk AR 2 5 R AR SR
KA, MERRLR AN R, AR B e A
GEIN S B TR 4 52 i A e R A ) i e
NN B RR S, BE o & Bk A e
M R ImFHE, HA S5 MM AR IO C, i
7 AR B A PN IR ZH 2 1T AN S 1 5 37 IR L ot
o ARBEGE LA AL A5 P I 2E 2[RI sl AR R
SR DNA 451405, S BE4H 40h i itk 46 8 Al DNA
PO R BRI, BT R HABA L™ A4
AL FEFEREAE N I A e e
312 MiEshEBEREAL s R ik R TR K
Bop RN 1157~ 2O 10 1 @ S Y OIS Iy YA =3
%, BRI E SR R LI T A Y 2 R
BAF G Lok A e Rk K B . — % IR R
I T R AN A ) A T R A A T
KB, BLAA = AAE B s s A4 0 ™, FEim
AN Bl )2 5 2R A P B IR G . AR Il

WA B R A 5 HILAH A Az s b K —BOF A
o At R R B R Y, R R AR S
JARR IR SIS S BRAE RS IR, IR0 5 o T
MU ARG, N IEIFsRL 5 07 5 & e f B
), 8 i A B S A A A ZH Ui b T ARG, $om
MBS BE AN — R 7R HILAACH A ZH 2 A i (4 A [
KRR B sk B

3.2 it (B ) SEIE

320 JEfmlehAzegsnas Skl KR HE D O B
DURR, BT, smkid BT e 2 e A i DT
—BUREDA T L T A G — S P,
ANSRLEC I, e RS 5 e AT i —Fh T %, fif
oy v 8 1 (R P R NI e 1 | B S5 BB e ¢ = v i S S
e g2 TRy A I Y R % o oty | 0 A L i S
KL A BERL IO FSZ N L R OC . Smbr I 5 Fhvkd
DggEht CFLIRE | Wi . R de . RS M i e )
ARG o o AP AT R Y dmb , i 4 L 5 JRRIE R A O
IR RE W S IRRAE TS A O A b B 5 g R
AN RIS | B R R IR LR R A
OGP AR e S R L R 2 M A R R
ST o ™, i 2 s A ) A A B R A R X
W A A B 1 U T AR R R I TS ™, X LR
S AIE S R B0 A ] It 1 4 i R R BE S AT 2
FLIRIE 0 & B B o 6 52 {5 0 Mg A8 34 IV 11 48 i
SR BE B AT R, LR I S R Y 2 A
PP R T Z U I B ¥ . HER2' LR
I 20k B A T HER2 SR . ik 4
K vriASr I 1 7 A 55 TP Fgg 1) RSRRE , FFEE g
oAl R RER A, D2 mT AR A fie e
RS AT U fFa bR o Xk St L4 4 i
95 (acute promyelocytic leukemia, APL ) Sk VE IR
KR, APL B MLV B BRI A sk 1R L A
RIS F Ak, Homkbids B 5 R0 KU AR 5 X
WA TE R, Ik R 2.0 kb, AL
C A SR Y APL XU PTAl PR 7 it K B2 I e A7 0 1Y
TS A A TG R A HE AR . DNA &2 1y 33OkH 5G4 B [
AT SRR B I, I E 5% (fork
protection complex, FPC ) 7F EAZ A= Wy b4 [ 458
BEGE G R A e DNA K vt A5 =i 52 i SUARY A
Mo kR s & GT Ay 91 RS 45 & 45 H 2
PRI, SRBHEERE SWIT JE FPC I — A SBrifke
KB, Swil Timeles HYBRIC T BURAIAAL, HAHEA
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T E SR PR

5 28 &

WA TR i . Swil Timeles Hit2k i 55 5 15 471 52 M) i
RSEREME . SWIL BT, skide s fEFE RADS2 HE4H
it S RN SiARE / IV S X A A 38, A g 4
ORI ALT ZEffimbi i

i B 0 AE R 45 1 B 98 (colorectal cancer, cre )
BE TS B . CRC b8 40 B L 1F 2 2 40
AT 5 B ks, 80% LIl CRC HB 35 S Ao il 1% 1
R 5 TR AR A NG RAS I, b 46 0 R B e
R B IR . TS BF 98 & B, P2 uiks K <
6.35 kb (14 & I PR T4, L omher g 0 o R
T—GITERE DR & K, PR A< B mT 480k — 1~
SERTIUG PRI R o i D T e D2 T S R ) 4
HbrdZ— "

FE—ENRET, AR BRI 1 40 A s 1
S, SRR ARG s 7T AR A LI [ e S A
T M ARSI, B Al AR K B S
AR O, I TRIRHRR R ) 1 0 e A R 5
RS A% Y R e s RS B BET-AHOE ™ XF 75 309
AR AR R, SEGAE YRR =R
AR LR, i 0 s R 5 v g JXUBS A X B it 9 R O
R b B 5 R e . PRI | WOMAE . HETEA
O PR RBE AR I R b L AR R KU TE 6, Bt i
— R AR B AR 2 A5 ] 3 0 2 P AL A 1 40 iy
AR BRI/ 32 ARG P AU 0 R T A B R
550 155 B By FB A VR A v RUR A OG0 i A
205 0 2 e o v DA TR, 2 2% 081 R ) o R
BT Lo A B
322 Komkah—ikggaE AR KigkiJRS —Lm
JE OCHK [ anfiisig (JUHOR M ) ] vk 1000 bp,
D it g AU st 2 A, w8 e S R R AR —
FICHE . HEI PR R b A T oy 24 e 2, 75
A, HET R AEUE AR R BT R ™, TERT
M TERC J2& 2 5K ki Sy WALR 548, %5k
PRI 15 2 ot 22 G IR A XU R, (2 e T g KL
SN, 07 51% #5747 TERT, 72% #5747 TERC, #
Z5%F 56 B FH LR AHRE 9T & B0 ) /DA FR A IR
21 7 K R B ) T 4 o K A A i A
BIARAE PTREEOR, feRKumki ] REEA 35, HAERHIRIF
ARG IFIEZE R, Xt 1 644 (IR 2808 T8 H
17 736 Bilfd e 5 1Y 3L A B o ™, TERT Al
TERC W1 PRI I 428 g B0 M AV, T s
i 71 % 4E 5k (91 BE, TERT Ml TERC 2878 B 5

B A RA JC . TERT 2848ty K ilisi . mirs s |
S2Ug MR, TERC 2828 WIBG K (s . K
K22 K VB BRI . TERT A TERC [F] R 2748 16 25 45 5
— T R 1 P S 0 — R R Ml T £ kY RO
W I ™, BRI Fost e ZL R B (2
54 MICFLNRSE 5 BIE R BRCA1/2 9878 ) A& I A
N R BERIF ST e AR T T (R R A, (H
ARRRTTY . RITESHRE, Rk L BEAERER 2
PIAEITA], ASTRIAGS T 2490 5 Wi sitohor 40 Jo B A 4K 3k
R HFSE R BUERIERRIZ T, IR Ak 2 TR
FRIUAERTIR], 2 05 A i i B 2 e i & 2B i 1k o
X v b A BRI B, 33 T AR Sk T8 B e i &
AWAEYERC ™ kK R S A o, AU,
FIGERIGE S 25 A5 T UE ] s b B 2 e st A% ™, (H
ViR B 5 ACRESE R — D7 AR DG B R, A Rk —
HptgE s

323 nkBREML R AR M 2 — T
TCRRIEFE TR RE , X — T 35 iR RS SE I
Vi LRI PR AE R 2B AR T 1k, R S5 1 4
Ui BRI 2R 03K 80% ~ 90%, AT {1 4 ffd 5 o
WG, 5 SRR A e A T e T A0 R 4
Mo Sk AN AT R B, i HA H A
R RIMVER, W0 hTERT 2 5F 2 558 . B
WFFE LRI, AZT AW ki BEE 1, H AT 3a e 4
hTERT 2515 {5 -l e i ™ /B S
e IR BTG S5 A b e e, I AR 2R 45 b
A OGS FLE AR (N H A 0 M B R B U TA-65,
AR TA-65 RITS0& skl ), i/, BE
A T N i B SR AR ™ MRS T R SR
0 GOy AL SR 2t N Ry gl = A A 1| R
T2 T BEL LR P A RS A N B e e, Rk
TR S T S R 2 R SRS AR DS IR AR . (T
UKL 235 2 SR A, DRI Fi I e T s e
R T raeons 1 8 TS Y o WV SR ) s e S TR Ea
YAk B A RS B 00 B ACRRAE ) /N B ARL
AR RY AT T RIF 5 it -5 A S EIRTRYT o

324  nkEpEMLEEEA A IEWHNTAEA
Hp e/ TERT L 19 mRNA M fGA [, PRk
FFI AT, ithor Tt FIT R AR i b AE AN 2 LRI ] DNA
W B Sy SV R S G e U8 1 A e
BT PRI . R MO S 2 A e
Y AEAE BT TERT JE 5 8 71X - 124 C>T #1-146
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B, G .tk (B8 ) Xpece R bR I T T St

C>T A5, MRAS AN s+ GABP (9455 Al
7%, DAMHE AN TERT JER A9 mRNA K i 1 7 i, 48
TSty TG A T A A O A 4 S R e ey K
P35 ™ hTERT €250 Ji 2h 2848 Ml B A hy 3k
B FAT IR T I A AR AR . Sk SRR 4 R
( head and neck squamous cell carcinoma, HNSCC ) B —
UHGE 7 A R sk A, Ak ThTERT €250 Jii 5l
F- 537 Fil g kA BEPEAS AT HNSCC & Ji i) 5 4y
Fhric ™. TERT 3L G sh 7248 K . — 7 i ke
57 4 6 s Ao il BRI e R AR R 2 — )
T3 — 7 W R 2GR 1R AL 200 % (TERT 25
B RMBC 2 B SR YT REAE 1 TR ). R B
ACA AN ARAR Y, T DX oM A AR T 4

IEFEOLT , APy H =44 TERT 9 mRNA
MR, FrIem O A LIS DNA & il he iy
ARHRN , T A M BT SR Bl -124C 5 - 146
RALN T I A INES SR F GABP (45 & fETs, M
TG mRNA FIEE 3 i, B0 v L B 1 T A 2%
PRUE LA 53 240 R b b A B R

B & M AR 40 i 9% (primary hepatocellular
carcinoma, HCC ) FZ IR T K04 £ T s ( hepatitis B,
HBV ) FIZ KRR (hepatitis viruses, HCV ), AZ&
BEPRI 20 rhast AR o8 A8 (AR SR R . JE R g IX.
KA X U TERT Ji 8hF i i IR AE (b A2 i HCC
MR E, TERT A ahFR5AHN (-124 C>T Fl -146
C>T) CHIEVIATE T 2 F0 g 268 (4248 HCC),
FFE sk B A . HCC TERT J3 8 R4 K27
SIRT R, R (56.6% ) AR (53.3% ) %78
IR (40%) MM (42.5% ) & HHMS5 HBV
AHIXEHT HCC (HCV 7ESEEH 21.4%, dEVNN 45.5% ).
HCV AH5C HCC ARSI 5748 (£ E Dl 44.8%, WM
H69.7% ). AEM A EE TS A HCC s il 285 K A=
TERT J&i sh 752748 ( SE[E K 43.6%, AR 43 51
H 52.6% F157.7% ). VB S kL AR K AR HCC & 2R
K&, TERT JA 8T 5728 alfEN HOV JERGL sl il it
s KB PSRRI AGHI 1% i 2B b i B
325 shAREEEEL RIS SRR IR N
BTN, 24 85% A AR i Jed 4t B3 3 88 T iAo it 4
FedLumbr K B, 204U A hTERT Rk, i iF & &
Y R4 hTERT ik, hTERT 425 1 B4 % i,
DU S A M R 4 L O R TSRS, R
hTERT 23R A A 7 85 . H A A 3 2 Fh

LU hTERT 24 £ AR YT RN . Dok Z P50
s 7 BRI A 55 (telomerase inhibitors, T1) B3 RE %
P, FEH TG 2 TURYT U RCRAE £
MM 2G A 2B, HAZOr g AR BRI ok
o BFFE TI MST-312 X AFLIRFE AR MCF-7 A0 2R
3120 h BYSENE , MCF-7 40 7 25 PR B2 R R (]
AR, MST-312 X/ N o 40 s s A e it i
RIGRL, R R PRS0 A BRI A AN SZ 5
FE B & MST-312 I 1] 42b FH3 41 e 717 5 S50 4
P iAo Pl SR KR R AR R, X AT RES AR T
R R BE A RAT Ko PHIRAE an MST-312 3XFE Y
TI BARE AT 1, AHREE IR R, F¢
SR FLIREEIRYT I, W20k L2 W A1 FH i
EE SR B TIEAL ™,

29 15% B NARIE A0 ( 2 Ok IR 78] -4
LR R ANNE, s AN . ROMEZIE IR
AL, S LR AR AR ) SR b 2 A A AL
(‘alternative lengthening of telomeres, ALT DR REHE R VA
KB, ISR A= %93 40 B AEAG: Y ALT AHOC
A S E TR BRI Rl IR A, AR B %5k F
Sy IR AN IE R, I ALT ML 2 b 4 B B4 i
e — MR . R KU AR . BHIF B
FE/NERIERG - R B, ISR R S b 5 A 14 e
AL A TS BB R SR T, IR At 2 e Bl
ALT HLI, BT LA BRI 7k R, BT LA ALT
MR TEHURS AT T T A 2R AN
4 RE

ikl () 2R R AN L SR RE R AAE , Y
W Mg AR . Je R 2 W T,
IR B e 45 0 2 105 DNA B9 Lk, Yo R
W, s s, (HURAEMIBAET, Ak
SR, UMLK A2 A HEIRRE o 98 200 YL 5 i R
RIFRM KL, LA R AR A DU B 8 S Shr , R
il WP X RLG E FAMTE, gtk
VAR, TRAAEAET, DR 2 S B L e
RAERCHE, QoM d AR Y )T N — . TR
SRFEE T IR I R v, SR B R AT S B AR
FOMNTFBOE L, 20 e id g 41 ol D I )
R, ARORAE A AR, RO SR {1 10 e 1
BH, BIR ALl , DR HAs il r b HE K s T
SEAM R A A T T A L v e
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R B EE 2 Ak %28 %

J5 AW IR RO OG, S /N S s
g, /NGRS AR 2 LA R S RE R s, RIS
STEMEARART R, B LA Sk il T T AR 42U
RERREAT, FER AT, DAIMOR R i S s Al
AR SR T e ek . bl (i ) -t o 46
RO AL SR B — P ER T Tk, AR A Bk
FRHUE FRAS AT R B LD T A dtr, 55 A7 Xl
PO AR LA, DRI HE (s n] RESE AL QLR SR
AN RIETEIRT T I
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