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different species

SHI Guiying, HUANG Yiying, LEI Xuepei, LI Xinyue, BAI Lin~
(Institute of Laboratory Key Laboratory of Human Disease Sciences, Chinese Academy of Medical Sciences( CAMS) ;
Comparative Medicine Center, Peking Union Medical College(PUMC) , Key Laboratory of Human Disease Comparative
Medicine, National Health Commission of the People”’ s Republic of China; Key Laboratory of Human Disease Key
Laboratory of Human Disease Models, State Administration of Traditional Chineses Medicine, Beijing 100021, China)

[ Abstract ] Telomeres are at the ends of eukaryotes chromosomes, protect chromosomes integrity in replication.
Telomeres shorten with mitosis, telomerase prolong telomeres in cells, such as embryonic stem cell. There are two protein
complexes binding on telomeres; shelterin complex and CST complex. Telomerase synthesize telomeres use its RNA components.
Both the telomere binding proteins and the telomerase play great role in maintaining telomere length and stability. Although
telomere sequences are similar in different species, telomere and telomerase functions are not related in physiological and/or
pathological conditions. Here we review the composition and function of telomere binding protein and telomerase, to understand
the biological function of telomere and provide scientific basis for the treatment of telomere dysfunction.

[ Keywords] telomere; shelterin; CST; telomerase

UKL L T B A Y COROR I I B - M B R GRS AL R AE L ik DNA
DNA B& ik e fld R b R i e A Am A 5E 8 i TTAGGG B P HNLH I, A [l Wy ol ) i b 1< B8 A

[(BEETE ] b o i 5 AR F ol 55 2% 4 300 5% 4 (3332020051 ) 5 [ 5K & £ 0F & 3120 (2017YFA0105200) 5 b 580 F 4R %64 1w -3 H
(5202024) ,

[MEFER ] A (1977—) , 2, B FATLHIE BF5EJ7 ] . T 4G R AL . E-mail ; guiying_shi77@ 163.com

[BIS1EE ] Ak 1984—) , Lo, RITFSE 5L W 7 1)« TA0MEIG R % 4L . E-mail : bailin49@ 163.com



P PR PR AR 2R 2022 4E 3 A4 32 %45 3 1 Chin J Comp Med, March 2022, Vol. 32, No. 3 137

[F) , AHE AR I s b 1 B 24 0 8 ~20 kb, A B ik 1<
JEZYN 15~ 18 kb, 75250 0 /)N B s s 4 B2 24
J325~500 kb(F 1), Sipki DNA F 37 A3 f1 —
Be>12 B RR 19 BRBE P 41, I BB 1 81 4 A B A
HEFP AL T SRE5R 1 ik B 2 A0 i 52 o
At i R A B 0 4 5 3 G RS 52 A 1Ok 58 i B
shelterin 11 CST. MHiFLzh4¥) shelterin 51K H 6 &
FIEH A, Bk 842 25 5 7 1 Fll 2 (telomeric repeat
binding factor 1 and 2, TRF1 TRF2) ki {18 1 1
(protection of telomeres 1,POT1) 'TRF1 Fl1 TRF2 AHH.
YEFI#ZHEH 2(the TRF2- and TRF1-interacting nuclear
protein 2, TIN2) ]/ #3155 1 1 (repressor/activator
protein 1, RAP1)  POT1-TIN2 £ 21 % H ( the POTI-
TIN2 organizing protein, TPP1, X # & ACD, TINTI ,
PTOP .PIP1) . CST 45 3 2 I CTC1 ( conserved
telomere maintenance component 1) ,STNI1 ( suppressor
of CDC thirteen homolog ) F11 TENI ( telomere length
regulation protein TEN1 homolog) . shelterin {43
HEGE DNA 505 107 25, 38 3k S Ar g 80 1 g 4 2 5 1
CST 42 il vriASr Jt o v B 1) A2E AV 1 C B A7 AT 81 1)
W LE D,

1 shelterin

ikl DNA & J7 515 shelterin 454, 7] LLIX 43
Yo P TE B R s A5 1 W 2458 407, 90 DNA 1852 )
N, A i A A R B 2B ERE D shelterin
i 6 e 2 AL, Bl TAZ1 . RAP1 POZ1  TPZ1 . CCQ1
M POT1, TAZ1 45 & vk XU DNA, Potl 254 St
bk DNAY' D W FL 31 ¥ shelterin 1 TRF1, TRF2,
POT1.TIN2 .RAP1 I TPP1 4148, FHormiglahk
HH TRF1 il TRF2, 5 TAZL RIS 45 & Wik

A Human
0 TTAGGGTTAGGG
AATCCCTTACCC
- —>
/IR Mouse
& TTAGGGTTAGGG
4 AATCCCTTACCC

sk DNA ,RAP1 Bt 5 TRF2 AHEAEH], #2585 TRF2
otk 5 A2 A AR SR L POT 45 & PG S hr
DNA,POT1-TPP1 & & 1A% Bk ik DNA A 5 B
SO TIN2 2B AR E 1, (7 T shelterin
gy fir & [RlA 5 TRFLTRF2 1 TPP1 A E AR,
PR A RmfaE " (£ 2),

R AFEY R R A ) A
Table 1 Telomere biology of different species

g SRR OCHY
g 1 S S st g 1
Yifh Ik i B (kb) By JEDTEE
X Telomerase
Species Telomere length . Age related
activity L.
telomere attrition
A ¥ A
Human 8~20 No Yes
" .
LY 13 15-18 s A
Macaque monkeys No Yes
N A /
25~
Mouse 5~500 Yes
R J A
Rabbit 20~50 No Yes
j; 10~23 % A
Domestic dog No Yes
A J A
Domestic cat 5~26 No Yes
P R
o oy % #
Sheep No Yes
H
Z‘_ﬁ 10~30 A gl
Pig Unclear Yes
¥ 7~21 % ol
Donkey No Yes
X 7 H
.5~4
Chicken 0-5-4000 No Yes
B £ A
Zebra fish 2-10 Yes /

SRRV . A K S OB AR 2H 4 v R ) ) v O 5 C
A B H 23 b SR ARG ) S AL O 42

Note. Telomerase activity. Yes, Telomerase activity is detected in the
majority of somatic tissues. No, Telomerase activity is undetectable in
multiple somatic tissues.

1 AFUNER shelterin & A14H CST & AR 2K

Figure 1 Schematic of human and mouse shelterin complex and CST complex
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F2 AFYF shelterin AL AL

Table 2 Shelterin complex of different species

By Fh Shelterin & &4k
Species Shelterin complex
A TRF1,TRF2 ,POT1 TIN2 ,RAP1 TPP1
Human
N L&L«t[ 12]
TRF1 TRF2 POTla ,POT1b TIN2 RAP1 TPP1
Mouse
Z it 1t
. i TAZ1 .RAP1.POZ1 TPZ1 .CCQI1 ., POT1
Schizosaccharomyces pombe
: PRI .. RIF1 RIF2 RAP1 STN1/TENI CDCI13
Saccharomyces cerevisiae
an=cN
}%ﬁ TEBPa . TEBPB
Ciliates

1.1 TRF1 71 TRF2

ZHH TRF [FEZ5H9 5 ( TRF homologydomain,
TRFH) 1 C K% SANT/Myb DNA 4544, TRF1 #]
LA S s DNA BRI BE X e R , TREF2 AT LA i s
DNA JERL T H25# . TRE [a] J5 25 4 35 n] 25 & 3
EHH, TRF1 FITRF2 S HRIEFF, ol LA a6 6
ANukL, R T AR BRI AL R R AL % R
ZREE

EAWTIE R, — 3 nl it 2 R 5 AR ki
FasE o TEAFVN R BEAE RS 1S, TRFL 7K P FEAIK,
S TRF1 AU 3K, Al HE 52 5 28 A0 5C AR BV AL Y &
A, TE/NROR TR AU TRFL S AT 520+ 4 i 2
RE, AT 5 BT SRS R A1 L 2 /) B i e e
TRF1 i}, DNA 451475 18 52 0 e (5 5 i B A G 9 2
SRAETEH, NECTREL AT P ] 4R 20 i 1 1
# H ( promyelocytic leukemia , PML) ,breast cancer 1
(BRCA1) . Y £8, i 25 #4) 4t 5 ( structural maintenance
of chromosomes,SMC)5/6 & &R 2, X EEH
A [ 4 AR RNA O BRI,

TEAR M 390, T S0 A R BEE 2 (cyclin-
dependent kinases 2, CDK2) ##% TRF2 BY#EfR b, ¥
il T BB, DT PR 37 R, I kA A A Y
DNA #8453 18 27 . TRF2 #9 TRFH AT LD AT™M
( ataxia-telangiectasia mutated ) {9 15 P, R Bf 2 5
P T AMIEAL . TRF2 5@ 3R Sk 4 20
SNEZ AW 2 (origin recognition complex, ORC2) 2| i
WL, AR S R 3l , LAB Lk i 2 BE B A, 107
FEMEAE A BEE H 2 [FR Y (sucrose non-fermenting
protein 2 homologous , SNF2H ) i 5% 2 /> ORC2 1
SEEEFRLIN i 3 . TRF2 SR SRR A
TCOF 1 IS L 4 s S 2

{EJ2: 7/ B G T 40 B ( embryonic stem cell

ESCs, fajFr ES) F1 = 2 140 il i A9 5 v & B, TRF2
TESRAR T R R A R, ES 4000 T HIE A
AT TRF2Y . TRF2 BBk ES I H B0 il A
PG AT AT LATGRRY 1>
1.2 RAP1

RAP1 J& % BF 10l L 20 4 b M — & 57 10
shelterin £ [, 7£ H 258 5% 8 F4 22 8 Db 97 BF
DL-1 H', RAP1 £ 2 /> % [A Bl HpRAP1 A HI
HpRAPI B, HpRAP1 B A iH JI {4 4 3% ki DNA,
HpRAP1 A 5o br X SAHOC . AERZ AR B 1 2 A
(a7, A HpRAP1 A Hl HpRAP1 B HY 454 4%
B AR R R R R B 2 T LA RAPL
ZA SRR, {2 2 RAPT 5 BQT4 1 POZ1
FARE ELAE P 28 T 4 5 i R 5 A2 0k %) B, R ol
Yot ST UTER G M TE L, R EERE RAPT 7E4R
ISl = WA A G VA B S S (9 R

HFLE Y RAPL J& TRF2 4545 1£15, 5 TRF2
TR A 1A, FLAE s hr i) A6 8 R R M RO T
TRF2, #ifl% TRF2 B, RAP1 W27l 5% . 7 St hor il i
RGBT, RAP T X otk (1) 4 45 AN 4 HAg B %2
YRR, Sk e sk /N BURH LL , AR B2k RAPT Al
SR /N B, BE A A7 Rl T Bl A AR R AT PR AR
TEAS A BAGRE I N &b rp, N U RAPL & %
St 25 % G 5 7 it A 8 BH 1 200 R 2 g R
RIS, BEBR RAP1T 238 I a5 >, 7E
NEfediffirh ,RAP1 SHEAFIURES S, 25
NI ANTTRERTE - Y- E A ER S - AT E 183
Zit

TE N ) 78 5T T 240 M R b 28 1 21 il o RAPT £
Pl kA B ) I 1R A B S 1 B A A
R PR H SRS . RAPL Blede o] LA #E A ) 78
Fr AR [ TR BT, S HE s fE A& T A
2R LRI Y AR e 2n i SR kit AR
H TRF2 Fl RAP1 KPR, AHH T TRF2, RAP1 HE
R . FEZ AN b, 40 A% AR R T 9 RAPL
Frm AL, o A Ak AL B A0, a0 R A T
RAPT /b, T 2005 Py A el s 17
1.3 TIN2

TIN2 fii F shelterin [ H1.00 i B, 7] LA &5 &
TRF1 . TRF2 F1 TPP1, if 4 5 bt K i 5 o A% 1) &5
4700 TIN2 5 TPP1/POTI1 PME AT LA 3 o i 7%
P TIN2 A5 3 Fl S A A, B TIN2L, TIN2M
TIN2S, = F AL Tk o, TIN2 SRR TR A A g1k
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FIRE [ 58 4 AN [A], TIN2 2 5 58 P 28 728 i s A=
shelterin TIfE & A AP o RS RIEMAILA RAE H
TIN2 &A= 587 | 78 i b it 9] mi 1A 240 B v 25 1 300
DI RE S A | 7 itk i PH A 20 At w00 Jon o
WA 2k 7 7 AP R (human antigen R,
HuR) 254 TIN2 mRNA 3° JEEHEIX . HuR FEME AT,
A LA HE TIN2 3835, 3 4oni ik TIN2 35/, i ROS
S | DY NRTITN 7 A ol i v N (5 NS = 1 1 U 3
TIN2!3! o Siah2( seven-in-absentia honolog 2) £ HH
A E3ZRELEM AN, T —SEANZ R
TR RIS TIN2 RH 22— 7ERN, TIN2 55 Siah2
E A Rz £k, Siah2 1 Rk AT LR E TIN2 & H
R fige , DTS o ) TIN2 R 2% ; 1 e Siah2 J=
TIN2 ety =
1.4 POT1

POT1 J2AE4E T 2 FhAE Y —FhB5E DNA 254
EA, 5 E TS E ) RAE DNA 3° Bipmas 4,
AN POT1 R—MEREN,H 22 MM F,7EAR
SRA LMz K5, POTL el FiEMS
POT1 Rk v 1< BE 1E AR O, 5 N st br il 2% 35 12
fAASERY . POTL 5 TPPL 458 T R E &1k, L&
AT B Sk DNA AT B 4R 4. POTI-
TPP1 & AR AT LA b — G4 | 45 o bt B i
P AR R AN M £ BTS8P, microRNAs
(miRNAs) A] DA 5 3 33K miR-185 7] B 4%EAEH]
T POT1 3" AERHIEIX 76 Al 240 e A J A s A4 4
i miR-185 #o Ik AT T B b DI RE K M, 7E
JEARAIE , miR-185 i Fak n] s sE b e

Witk 2534 2 4 POT1 # 11, ) POTla Fi
POT1b, — # % Y #1 54, POTla #ll ] ATR ( ataxia
telangiectasia and Rad3-related kinase ) /1% ) DNA
P B S AL e v b A S U3 S DNA W g
POT1b A um kL 3° B o B2, A POTL [R] i E
AIXMFIIRE, EANEM, CST & G145 4 POTI
FTPPL, 7 /N H 454 POT1b, POT1 5 34%
DNA 254, fiiJ2 G4 DNA Z544, Il IR N S
BB S R, AT AR 2 A 47 St R LG DINA 5 4100 il
ATR 45 DNA S0, 7E 2B (0 20 18 PRk T 4
R F I 25 22 AR v, R B POTL 5848
1.5 TPP1

TPP1 M N R A7 7 DA% 1 IR/ B WSS & 45
¥ 3%, ( oligonucleotide/ oligosaccharide binding, OB ) ,
Sk B YIAR G ; L TPP1 N K3 OB 25 b1l g5

] AR H X i o it 1% SR D 52 o i . 5 i A
g4, FEOmRI 4, TPP1 C Kt
SHS TIN2 A EAER™ BN TPP1 275
T p53 AT A KA AT ATM ARA M DNA 5475 17
2B A/ NERUIRBG LT A4 i b, TPP 1 5 PR 34
J(ER 7S RO N YA e S A T o YA TR YA
waE

TEVRZL S 40 b TPP1 5 200 i 8 309 9 425 P9
WG NEK6 AHEAEH, 76 G2/M ] NEK6 415 TPP1
Ser255 FBAERR fk, , TR 15 Sy b Jilg 175 P4 S 5 TPP1
A EAEH . 1 POT1 135 TPP1 Ser255 HYWMH2
6197 FENJHREAIAL T, TPP1 OB 2540585 11 40 i
vty A 3 siokr -, DA T 410 o1 400 346 4, 375 5 4
BT N2 BE T 0 s A B 18 R A A I
FEAKHE T TPP1, TPP1LI04A 545 0] g 48 A T 4
it S R

2 CST

CST &4 3 AN B 4 A, B CTC1 ,STN1
MITENL, EEHE CDCI3 ZMFL Y CTC1 1y [A] &
Y1, CST & AN T Hdik itk DNA , BR il stk il 1
H, AR 217 vt BE AE . TENT A By FRE CTC1-
STN1 sk DNA B9 A B AE ., CTC1 AT L3 %
DNA A o (Polar) , 78wtk & il Wk A 1E
STNI-TEN1 MIYEFZERIE I A A FEE RS T
ol 40 1 A

/IR CTCT JER B G 2L C B vkl DNA YR
RS, DI S Bt r A 9 e vk 25 2k Fnad BB T,
CTC1 7E CST & A7 ke SR |, 58 28 X5 44 il
W EARESENE, B CTCl A A RITERE 5
Coats plus disease ( CP) Fl ¢ KX ¥ f L A~ R
( dyskeratosis congenita, DC) #15%, STN1 £ 2 ~4%
F 3R, N K v OB XA C A ¥ STN1 g5 444, TEN1 H
A 14 OB 458, A TEN1 A5 BaEEsR. DNA 41
HAEA, Wi A STN1 5 Busk ik DNA 3R, H
Bz H 5 %k, STNI-TENL & & %) 1078 ikt F 1E %
K CST BV RE R CE 2, STN1 RAE 5 CP
A

RUETELE B R A Y A L 3h 4 v 0 47
e CST Z AR, P 5 R RAR, P Fp el 2 55 8 3
FEREFI CST & Ak, STNT F TENT FEZ5#4
R SE, M CST & A R 1) E 2241 45 CDC13 Al
CTC1, &AFHRIIENE FE KRG L 2 5 B2,
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FEEE CDC13 5 wiphr i 4l A9 EST1 AHBEAE T, A
[T Svrey a5 =y vl RN O N O WU Efik | by s 22
iR S I ARG & B ST HLU Y p75-p45-
pl9 5 CST FHEA R, B H D) REZR I £ &
CST 44, M G e C BERA

3 imfirfEs

Uit L B — P A% A 1, A b A% 2 SR
fif RNA (telomerase RNA component, TERC) . 3t i/ fil§
S 5% (telomerase reverse transcriptase , TERT) , LA
LW Jm E F dyskerin, 3 ORL B R W R K A
(telomerase Cajal Body protein 1 homolog, TCAB1) |
B E H NOP10 NHP2 .GARI 'Y, RE¥)
M), TERC 9 R/NHIF S 22 53 8.3, hTERC A 451
MEZHE R (nucleotides, nt) , £ & H ~ 150 nt, [ iE B%
BE~ 1150 nt 3 (4T 55 18 >2000 nt, TERC #YR/)
MFF AR S BEORSE, A TERC A 4 IRkt .
S SR R A A 5 TERT M AR HIAY 126
(stem-loop) \RNA F2 & Fr#5 1) 3° Jt% . hTERC H
RNA &0 1 WNH A B8 8 73wk, 280k
Yy TERT 3 H & A 4 DIIRESS 1 I . S ki il N R
¥ity % #4) 35, ( telomerase essential N-terminal domain,
TEN) .TERC %54 %5 #4135 ( telomerase RNA binding
domain, TRBD) , fz % 5% B 45 # 1, C S 9 Ji€ X ( C-
terminal extension, CTE) , hTERT "' TEN 7 ¥ $7. i}
SR B i 1 ) AR R DGR T, 2 5 4 Ak A
SIFHNA

25 2 2 g A TG P R | H AR |
Mt 55 NARRL - 75 22 B80S0 R 21 2 v s o il 37 1 52 3400
il ZERR i T A b A 5 0 P S R TS PR
Bro TR R H B AT A 0 A R A 2
4 JICAAR 2H 2 v 2 A A DN 38 i R O M, R Y 2
JARZHEL, ANtk L 25 it B RN A B B 2 K
ST G P R g it R T A T AR 3 R
FNIBOREAN AL /) Bl D1 S5 v 2 [T 5 3R ik P vy e 3k
T AR

s bR JE 2 1 AR AT EEZEAE . dyskerin
RS LR & DKCL T X Jefa ik, dyskerin 7] L)
FE hTR, #4598 hTERT {f 14 . dyskerin i 2 8 2>
o FEURIE, TR ARSI dyskerin 7K P
e, dyskerin 7K - B 5 i T 4R 95 2 A ¢, DC
dyskerin 7KK, DKC1 FE R 248 /N T & 4= &
FhOGHERPR Y NHP2 B T LU TERT 23k,

BRCOR S it 52 G A P e, DA TG 90 ) 400 i 44 7, 2
FEAIME I T2 5 NHP2 (19 095 1 28 48 Wb /A
RNA (small nucleolar RNAs, snoRNAs) A9 2 521
B {K RNA ( ribosome RNA, rRNA) A9 0 T 4b ¥,
NHP2 5% 7] 9 2 xRNA A= 1, 5 UM £F 48 4k Al
Hoyeraal-Hreidarsson Z5 & fiE'™ . NOP10 ] 5 iy i
JEW TG , FEA G snoRNAs AT DLAE 37E il 488 40 i /9 A4
K BB GERERREDY . FEFLIE T NOP10 = 3%
BURBUG A R, DKC1 Rl NOP10 %8748 S5
BRER AL, 45 N B W ) RS N 25 T R
000 AESRAINL R 3] TCABL %35, Al /b p21
BT N7 1 IS e

4 RESRE

Ut RL A 5 B L S, DA R s bl B I 2
TEAERF SR I RE AR E R T 2, ik SE 2 2
PRAZ R A U, i) S B0 RO, I DL S
R AR e 8 S R, 455 ST R PR A AR AN R £ 4
o AR BT 0SR20 MR v S
RIZh 5 8 RIS, e LR 18 | HUIR S5 I 25 iR
R POTT 5881 15 g Ty il e A AH G 1y
o FETEST I, T RS S R0 25 45 2 1 L SR Tl | i AL
[ Y SRS (VSRR WY

EA BT R, W 7L 3 Wy v ki i) 15 5 7 i B
TR, Sk I 1E 55 PR E R AR G /N B i
B AR BN, LR A, 25 AU A [R] 7 L i
G TN B R0 SN N S NI RS
22 2RI S R O P DR O A R o R B
G0 AL R 1 G A 288 B 0 A R A 5 i
S R TR A A W e P ) R A TR (R AR P T TR
ABIRFE N 2 52 28 FB H S 6L 01 S A 56 1) 1 o
BEOR AT I S M S AL i 7 N 2B P BT i

i AT
B3k
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