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Relationship between telomere length and atherosclerotic
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Abstract ; Objective To investigate the relationship between telomere length and atherosclerotic cerebral infarction and plaque stabili-
ty. Methods Seventy patients with acute cerebral infarction were randomly divided into stable plaque group and unstable plaque
group. Sixty-eight healthy subjects were selected as the control group. The telomere length of peripheral blood leukocytes was determined
by real-time fluorescence quantitative PCR. There was a difference in the telomere length between the case group and the control group
and the stable plaque group and the unstable plaque group. Results The telomere length of peripheral blood leukocytes in the case
group and the control group was statistically significant (P <0.05). There was a significant difference in telomere length between the

unstable plaque group and the stable plaque group (P <0.05). Conclusion There is a correlation between telomere length and the

stability of atherosclerotic cerebral infarction and atherosclerotic plaque.

Keywords : peripheral white blood cell ; telomere length ; atherosclerotic cerebral infarction ;carotid plaque ; stability

Bt R EZ A8 W A AL 2 B PR | i I
i i L s 55 KL AP g 14 K 3R 2 W 4 i , 5 A
SRR I LA b T DA o — 8 A T M Bk 1 R
T 5 JE 65 F 2 A e BRI A 306 S5 14 L A
2R o Herp R P A rp G DR Sl K ok B A AL
Pt A A HR 7 i A ST B B AR R L
AT, Skt BERE A T i 1A 1/ e
DA BB PRI SR AN R S P I A i A o T
RENBKAHERE AR A o R A ARAR TSN, HLE
YU AR E AR T A s P RESE R ke
BRAEXS Sl bkt R R AL VR IR A AL RO BT 5, 24k
TE SRR AERE AL 1 A P A 18 1 8 T T, e HO e
PSR B AL AN FEE BEIRTE 1l S % J 1) R 1
T RPTRIN T, AR 9 ke B A0 & AL T 1T o it AR
Fe JE AN, SRR SRR B A 1) B3 Sl 20 45 0 A 2 1L P B

AN A AL S I RERREA o ST R B - gk T AR IA
AN A Y ph o Sk e, 2 A 20 i 2
REJTBRZE , TR AR 1R 73 U A 5 S A, D R W]
AR 2EBE T3, AR B 3 BRI o i KL F) 4
ZHMMEMNTERE . KA T, Skl i 5 FE n] GE
23 P EUMAE P KA L PN B AL AR AR T LA
FEE TN RERRRT , HE T 215 Sl kol BEAE 1L ( AS) HY
BGRB8 | A IO P L 6

S i 20 R I JBE (LTL) 55 il A v (4 A 5%
WEgE A2 HEAR IR 78 22— 2, 5 RS ko A A
PP I A AE B I FE 0 B /D A, LTL 5k af 1 2
Hh ke A 5 DDA 56 1 BRE R B A RE PR AIF S I P A ) B
MELLFRE o PG, ASCEAEMF ST LTL 5 KBl
R AP N A K 2 ik 5k A0 56 P BRE B A 1 =2 18] 114



- 262 - Z # B %5 Anhui Medical and Pharmaceutical Journal 2018 Feb,22(2)

1 #ZREHRE
1.1 —fg&aB kEL 2015 4 12 H—2016 4£9 H
N RL R 7 Wit s 4 S B2 B 22 N RFRY 2
G PRE N SE 8 (AR 40 ~86 2) 70 HilfEh Wige
4, DA B 5 Z AR B VS L Ak B 2808 ST B B
Rt R fE A AG #6815 (4E 1% 47 ~90 %) fE
YRR . AR R IR R R I, M & REEA R
Bk, i pl g R 3R DL E IBURR B i
Lo A BFE YIRS 2010 48 b [ 2ovkE Bk i 1k 2
LitEs SRR . HERR R Gk (W
JRE DA 5 i | 98 A JHF R 350 I 9 9 A 38 12k 98
S ) HEER OIS e A T PR | 1 e A ki 2
w0 I A RE SRE - A5 A MR AR | i R
TR ARGy (L2 A 2V 8 A BN B kR 45 5 e R
SR K 4 B | S R I A R LR AT
NI 22 | i BEARAS W R S5 AR R A R I R A
LR R AS B i 4 R o 30 SRAF TSNS GR 10) BE
2 R GORMEL 35 A 0 PR L LA L I PR R AR
SEVERIE SE OHRE PR BE R IR S e e B A . [
I, 10 SR MBS 2H 1) S0 ) K P A A 2 R o SRR HERR
14 G5 5, Horp A3 i AN 9 DNA LA KN
FEALFI DNA S 90A 70 il Fip 76 30K 3l ok ot A
BB Ak P A B0 R8RS WL 2, LA B 68 1] fid Bfe {4
R VR k) R, s FH S 520l 5 e PCR SR ) G
P NINSE ViR RS Ry TR N -
1.2 SRHE
121 #asmak g™ ALy AR
SRS ARG K I 2 mL 20 °CORAF LR $E S
JELIL 40 i DNA, S0 1 44 i DNA $2 B0 7] 50
B T AR LA W), HRAE D TR ™ s i B4R AR U
BI45 K47 . DNA $-IBCGE UG , 5 o oot
THIWE DNA ¥ B2 FN 4 5L, 54 &b 0D260/0D280 7£
1.7 ~1.9 ], FH DNA 4fi i 754 20K, R 5 7 B
DNA FEAE 100 mg « L™ LAR . A ARBH 1R E
KU $E B DNA R4, 3 DL 45 57 B 58T 42 X
DNA, B2 GEOR, &t ki #E , AT A FEAR
() DNA Y i FNAE T I REIA B SISk . SR 1158
N6 PCR BEATAME i A0 s FROAS

Jer B < AFDGS SRR B AT LA 3 3 o P S ) 2 o
o SR T S Ny G T 71 It 1 4 s b B 52 D
K (T) FHEP5 UKL [N -globin f) 45 DL (S) , ] o Aot
HAZPE DR T Fl-globin A $5 DB Fo i T/S &
MRo SERPOGE B PCR , CLEFRIR A SN E N
M IGAE T 2 K BEE BUE I A8 ER 8. FH X i hr
KE(T/S) =2 — [ Ct( telomere) — Ct( B — globin) #

i ]/2 = [ Ct( telomere) — Ct( B — globin) FR#E M ] o
PSR 26 i PCRASGI AR X sz A< B I, e
FIAARERT i o P20 7 ) HEK293S 41 il DNA
VEIAR e i ABE ST AR £k HOAR BB BEE 0T
293 FR#E S 100 weg - L™ —Ff AE 200,100, 50,25,
12.5,6.25,3.125 pg - L',

H WK Z R 20 wl, K SYBR@ Green,,

FRAEAHSCSCHR , Heg [ e 9 F

Telomere-F: 5' CGGTTTGTTTGGGTTTGGGTTT-
GGGTTTGGGTTTGGGTT 3’

Telomere-R: 5" GGCTTGCCgTACCCTTACCCTT-
ACCCTTACCCTTACCCT3’

B-globin-F: 5" GCTTCTGACACAACTGTGTTCA-
CTAGC3’

B-globin-R: 5" CACCA ACTTCATCCACGTTCA-
CC3’

J2 W 2544 . Telomere :95 °C ;15 s;54.3 °C ,60 s,

Globin:95 °C,15 s;56 °C,60 s,
1.2.2 #HFHrkhERFLE Wi LALBH,
it 223 S P A2 i SGHEA 7 255 0 Jk o A 7 A e, A
BRI ARTE 7.5 ~ 10 MHz Z [A], £6 2% I Vg
SR UMY I 76 23 TS , 35 B B8 Sk Ak e [ Ao A o
AR A 7857 2 Sk 0 X R A A TG A . AR
P T P RSK IO T RS #  I BRL LR BT B
2, N— SNk e 4 b R PR el A el 1) Oy A
UCIRA A 25 56 52 I Pt PR ) 69 D 12 A6 2 — {0l
KEHIE BEE SRS RFR IMT=1. 2 mm B3 = i
A A R B A 1.5 % MR 25030 ko 75 B
8 ] P s, 4 RS 23 DA B R T DR R RIS i P A
oo I EGR BUR T, D5 7R BRESR AR E , 4 ]
AR BRI TE (BT 75 X, SR BERAER E
AR ARV BE TR RIBEHAE . 38 I BEE P [
R s 70 191 58 23 D AN AR E SIS Kk ok A R AL BRE B
ZH AR S BB KR A AL SR 2
1.3 ZitFEAE R SPSSI7. 0 G #fF ik
MBI AT B, 24 P <0.05 RmEZRA ST
%5 Y, EYRH Kolmogorov-Smirnov 1E 7257 £ #6:
B BT A T ORI T AR 5 o0 A B R, A R
BOPAWBERHT x +5 R, ARG AT I 22 551K
B, ARy 225 AH ] 22 59 LU BT o A s 47 U7 22
ANFF, W8] 22 57 LU BCR T o Ky s A IR 70 A
(T BERE, AR S ) =, £ A R A g
SrREUE R A 1A HE 3R AT Mann-Whitney £ F
K, TR RHTIRE (A 3 b)) s, P ) 22
[ HBCR A X K g6, o, (AR K B A ST



Z= # E 25 Anhui Medical and Pharmaceutical Journal 2018 Feb,22(2) - 263 -

SO T AT, B ST AR A B b B BVERC TS
HA B AR Tt a3,

2 #R

2.1 EZBEREEE ARFFRILHAPRT SR
138 {51, U 25 20 K 5 ik ok A Rl Ak 8 i 45 98 R
70 5], %k REZH £t R4 AG: 68 {5 WLEEZH T3 45 ],
1 25 ], AR 0S40 ~86 & SF-IAENS 65.39 X, X HR
2055 40 ], Zc 28 {4, AR A 47 ~ 90 %, 7 F4F i
62.22 %, YRR X K, 22 R G E R
(P >0.05), fERFFAESSMR ¢ K, 22
FIGAF X (P >0.05) o BOWESA] SOo] B2 7
SRS AHVCE, HA o] bt o At 1 4 fa B P 3R
NLEEZH RO RRZEAEPE ) AR 0% L = I8 H v L R R 8] 1)
ZER G (P >0.05) , SR FE S H [ B &
% FERRE I (HDL) (IR %5 B2 s 85 1 (LDL) |, & 1l
R 52 W PR s k2 L R A s S R s v 22 e A G
TR (P <0.05) , X5 B4 M0 90 KRB £F
BRI T EREZE NG E

2.2 WMEASBARKMNKEMNILE WA
A s BE 1. 31 (0. 88 ~ 1.94) | %f BB 4H LTL
1.84(1.06 ~2.63) , HURH X simpbr 1< B2 1) [ 28 % Bt
118812753 Hr , Kolmogorov-Smirnov 1F 254347 K6 3675
R g A28 1 40 A, AN AF A IEAS 40, 411 L3R
FHAEZHG 55 v 1) Mann-Whitney BRFIRG 5, 25 R &
P Mann-Whitney (Z) = -3.158,P =0.002, 2% 54
et ag o U B i 46 -5 K 3 ok ok A A Ak PR
B AEZE ] fig B — B A OCPE . (HIFASREHERR
flfaps K 2= T o 25 5. Rt — 2 i, o
RS S PRBER I OC R o

2.3 BERRASAREPIRA B A KERLL
B WL i B Sl KR 1 G I 25 2R S AR
FEDEYRLH (40 191) LA B2 RS E BEHRAH (30 f3i]) o ANFasE
DEBRA Sk K BE (1. 48 £0.78) , W] @ J T 4505 BE R
24 (1.72 £0.49) , Kolmogorov-Smirnov IF 7573 Afi #6:
Bk R, FFE IR T, ARG T 2
Sk, WO ) P BRI L ¢ K B, A5 OR 0 =
-3.750, EFRA G FE X (P <0.05) o X
LR R AT RE-5 BEER AR M AN Ea E PR G
3 itig

Ui R (v T LA 200 i G €5 R R i 119 6 M DNA
HEBUL A, Hh B E T P51 TTAGGG M
Ui RS 5 B A B SR Y BRLEE DNAS' Sy 55 S ki
i EASSIEE L DA T SHRyskiEh, T 3
GNP Sy RN R (7 F i NI DY 8 RGN EN
DNA K i, Bj 1 %% €6 /& DNA K i B 4% W2 i
Rt TR ARV . (HJE B T2k DNA &
il i B AN 58 A, RIVEE YR 41 i 73 2 i b AR T RE
SRR /NER A P 51 (K29 50 ~200 bp) , R, i
Ko Bl A0 AW R s AT YR . — 2 R
JEE PR 206 6 0 AN 2 B ) 200 D 1) B AR A i % 2, H 224 i
RLAR B B T AERE T BRI, -2 Jyi s )t TG 125 A 4 G
AR A S, G (0 AR 2R ZS A8 1, & AR 2 | DB 2R
BB AR AN BT R SR B R Sy
0B 2 0 AR e ik R, 40 ) 2L RE ) B
72, TS 73 BER B 5 vk B, 20 i 23 AL BE )
9, TR A2 o Sk B FE T R 2 3 3L
N R A0 VA R AR 240 B A ST FL A0 i 2 R0 2
BEREAS | 1F 15 215 3 o A8 8 A P 8 BELSB E 2 J

F1 WEANBAMEEREZHLLE

gE| X BEZH (n =68) WAL (n=70) e DIPAL: P i

AR/ (% x s) 62.22 +10.00 65.39 +10.69 1.797 0.075

B/ 1% ) 40(58.82) 45(64.28) (0.435) 0.510

MAAREEZ/ (mmol + L™" X +5) 4.21 £0.97 5.22+0.85 6.461 <0.01

ZREH I/ mmol - L~ 1.50(1.15~1.95) 1.51(1.04~2.07) [0.368] 0.713

LDL-C/(mmol + L™" X £5) 2.55+0.76 3.10+0.8 0.3625 <0.01

HDL-C/(mmol - L™! ¥ 5) 1.10+0.26 1.40 £0.33 6.080 <0.01

JRIR/ (mol « L™! % +5) 329.79 +116.80 358.82 +80. 1 1.684 0.095

e I/ 5] gl 20 >3 (29.680) <0.01
Jc 48 17

W bR/ 151 7 ) 20 (6.024) 0.014
X 60 50

2 A0 s/ 44) a 4 25 (3.893) 0.048
T 54 45

AR S/ ] ol 10 20 (3.898) 0.048
¥ 58 50

T a8 =G H A A 8 (P o (o B R ) R



. 264 - Z # B %5 Anhui Medical and Pharmaceutical Journal 2018 Feb,22(2)

5| S K I 1R I T4 5 o

UEAESR AT T LTL 525 v R A | & J AH 56 1
J, WA IR 2 HAFTE 2 5% . Ding 45" 249 A 26
Hh R AR BRZL 45 1 309 3], Br s HL AN A o ity
AR G5 ML LTL [X) B84 W 4, i —
BT H b 858 filfil A vh B 5 AR, & B B
205 J 0] LTI A5 o S A BB T KU o A B 2R Be AR
P AR AIF 5T Hp 0 R A i B 9 P 0 R AT TR
PERIRIFSE , SR 55 206 19 0 BRI 1 5 12, 45 2R
KB LTL S4F 88 i EE , WSS 2H -5 6] B 4] s bor 4
2 F IG5 X, A U A sk K B 5 I A 2
IR o — Tk WP A% AF 98 0 A 156 BH v bz 1
J SArp Z AR . EAH R MR Z,
Zhang S JAEAS H P ) 6 BEAIF 5T, e UL 801
A FRARAS VR Jp i BERAL 1 756 Bl 25 p SR 1
W 2 (H v Bl oo p 1 Ak 1 oG 18 E 767 1], fs it
PEIRAEBE 503 461, 5 L 1 486 f5]) , SRS B 4. 5 4F
A [ U5 A B AR I G B TR 26, e A5 1 285 SR
J2 , SIBK S AR B L0 o 5 B0 58 3, SR R e o R R
A PRIBE T 1 IXURS G I 69% .0 i 1L 45 FE T KUK =
URLLEL B 2. 57 £ o IR K B B A A 6 R A
L7 4 56 5 4 PR AE T 0 i 1L 78 T2 AU 7 5%
B TEMCIERE B, 2t X A 1 F 200 B X s
K B 5 A P AR SR EAT T B9, AT A T Y
S X BB T, WA T R W) K N A R R
543 5] (Herr 224 4514 fikoks A A8 AL M Rl A AT ) gt
FREXTREZH 616 54 Ay it B8 41, RT-PCR A 0 A X} 375
Wi BT LT Logistic [H] JF R 4B i 2 rp &5
Ui R BE 1 DG 3R, B AR R BLRL K 5 g A< vh
Z VA O, AE 7 — 20 X AR 7 R (g 43 A 2ok AR o A5
HH Bl RS R R L i BT 25 ) R4 F A, ik K
¥ ES . X 5 Z AT Zhang 251 B ST S R4
AH. Ding 28 i 19 xF BEBIF ST, 45 B8 5B ik
A et R SR K R A IR 4 05 S KK R AR
A AT B s 5 2 i A 5 5% R B A, i 4
B A 5 TG IS X BE A B g b K R 25 5 T
GiiteFE o Dbk s s R, LTL Jf 4R 2 545
FRI R A AR S, SRS K S kR A Ak
IFESEA 560 AR FT 45 Rl W] T ok K 5 K
S Ko RERE Ak o A AE A7 AE A 5 HL LTL 0] B ALk 7
T bk Sl B R R Ak A BE 1) 2B 8 A o A7
S A 46 e T R JE A HE Sh Bk R 1 R A
R JERAR I Bl kks BERE AL MM ST 14 1= o

ki 5 2 ik s A AL i AF S ok AL TR T
Chang %" FBIFST , A 2 B0 32 B4 K 1M 45 30 7 1

JIALIG N Bz 20 i i R AR R T — 4
Chang S5\ A iR 1< J5E T LA S e 2 ik sk A A AL
A 2o A T ST 4 LA 40 D ) ) E A Bl ik ok A
A e AR KA M. 7 Chang F 5T HY LA I,
Okuda %738 32t b 450 5= 3 ok izt s 60 302 3 1 iz 40
Jr) DNA S 4 5, e 3R a2 v M 5 20 ik P9 J2 R e
22 240 ) S K -5 FL ko A A A 114 R SIS
Ho, #E— 2L 3CHE T Chang 26 AR . 56 [ 35 BT IX
IR FE LR ARIE , 6 HE ok 57 A1 s o i A 4 6 3
2y fpk A - r SIS (IMT) 3§82 4 ik 7 90000 PR 5 —
TO0E 55 1 #50 f) Bk 55 A A A B B R S R I RE # A
S A B Bk o A A W R R
Jio Chen 25" BRST T PN ENARS 22 A I Jo S A< JEE
S BIBKIRERE A I S 2R R R R I 5 2R I BIE 5 2 i
WEPEBASIBIEST , A 2 819 A {EFLLT ] BL (2001 —
2003 4F ) Jo.i ML R B 2 5, B 2B U5 F)
2006—2009 4F (“FHIBEVII E 5.5 4F) 4R R
AL B 5 BEBR A9 4 A Rk JE AR O . IR TS
MTAT I A JEE U A T S R B2 15 30 ok ok A0 s A
K R ARG , AR IR FE 45 2R 5 B AT, R A
e g BEH A LTL AR TR E BEB AL, 25 & KBl kol i
REALPENRREZE 0 P A g AL, 0 LTL fig ok
SR SR B AL 1 i A S 1) A A= R R T 1k B Wi B
BB PRI, (2 i BEHR e BOR S IR

S 3k

[1] BAZAN HA,SMITH TA,DONOVAN M],et al. Future management
of carotid stenosis ;role of urgent carotid interventions in the acutely
symptomatic carotid patient and best medical therapy for asympto-
matic carotid disease[ J]. Ochsner J,2014,14(4) .:608-615.

[2] MINAMINO T,MIYAUCHI H,YOSHIDA T, et al. Endothelial cell
senescence in human atherosclerosis: role of telomeres in endothe-
lial dysfunction[ J].J Cardiol ,2003 ,41 (1) :3940.

[3] MURASAWA S,LLEVADOT J,SILVER M, et al. Constitutive hu-
man telomerase reverse transcriptase expression enhances regenera-
tive properties of endothelial progenitor cells [ J]. Circulation,
2002,106(9) :1133-1139.

[4] MCKEE JA,BANIK SS,BOYER MJ, et al. Human arteries engi-
neered in vitro[ J]. EMBO Rep,2003,4(6) :633-638.

[5] MINAMINO T,KOMURO I. Vascular cell senescence :contribution
to atherosclerosis[ J ]. Circ Res,2007,100(1) :15-26.

[6] ANDREASSI MG. DNA damage, vascular senescence and athero-
sclerosis[ J1. ] Mol Med,2008,86(9) :1033-1043.

(7] AR Ao b 23 o0 22 I LA~ 4 2 PR B AL PR A 2 rh g
TR R R E 2. T E RS M A T2 TR 4 B 20100 0], o
e 28475 ,2010,43(2) :146-153.

[8] CAWTHON RM. Telomere measurement by quantitative PCR[J].
Nucleic Acids Res,2002,30(10) :e47.



