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Abstract Objective: To explore the expression of sirtuins in endothelial progenitor cells (EPCs) from periph-
eral blood of patients with coronary artery disease (CAD). Method: Patients diagnosed with CAD by coronary angi-
ography (n=237,research group) and normal controls (n=35,control group) were enrolled in this study. Peripher-
al blood were collected and EPCs were then isolated. The expression of sirtl ~ sirt7 mRNA was analyzed using
qRT-PCR method. The expression of sirtl ~sirt7 protein was evaluated using Western blot assay. Moreover, the
levels of serum vascular endothelial growth factor (VEGF) , high-sensitivity C-reactive protein (hs-CRP), homo-
cysteine (Hcey) ,and angiotensin [[ (Ang Il ) were measured using enzyme linked immunosorbent assay (ELISA).
Result: Compared with the control group,the indices like age in research group varied indifferently. EPCs numbers
and VEGF levels in research group were significantly lower than control group,in contrast to hs-CRP, Hcy and
Ang [l levels,which were higher than control group. The expression of sirtl,sirt3,sirt4 and sirt6 mRNA and pro-
tein in EPCs from research group was significantly reduced compared with control group, while the expression of
sirt2,sirt5 and sirt7 altered insignificantly. The expression of sirtl and sirt6 mRNA was positively correlated with
VEGF levels (sirtl:722=0. 7383, P<C0. 001,sirt6:r2=0. 5576, P<C0. 001) , negatively correlated with hs-CRP lev-
els (sirtl:2=0. 6568, P<(0.001,sirt6:2=0. 5364, P<<0. 001) and insignificantly correlated with Hcy and Ang
Il levels. Conclusion : Sirtuins are differentially expressed in EPCs from peripheral blood of CAD patients,with sig-
nificant correlation between sirtl and sirt6 expression and CAD related indexes.
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Fi (hs-CRP) ELISA 17 & . [7] 2~ bt 2 BR (Hey)
ELISA {7 & 1 B 5k &K 1l (Ang 1) ELISA i
F AW HEE RED systems 2 ), Trizol i, &2
52K £ . SYBRTM Green qPCR X5 &4 [ 38
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Table 1

Primers sequence for target gene analysis by real-time qPCR

HH AR

519551

YR

Sirtl LUESI 5
TUEEIY .5
Sirt2 AL/

-GACTCCAAGGCCACGGATAG-3

110 bp

-GTGGAGGTATTGTTTCCGGC-3
~CCTCCTCCTGGTCATGGGTA-3

146 bp

THEeI :5-CGAGGCCCATAATCATCCCC-3

Sirt3 L5149 . 5-CTGCTCATCAACCGGGACTT-3

171 bp

THEEI4 . 5-TGGTCCATCAAGCTTCCCAG-3

Sirt4 U519 . 5-CAAGTCCGGAGCTTTCAGGT-3
~TGCAAGGATGATCCCACCAC-3
~GTCTAGTGGTGGGCACTTCC-3

TUFEI
Sirth J:ﬂj?%l%<

[SANeA]

il

161 bp

160 bp

TUEEI9 . 5-GGAAGAGTCGTTCCACAGGG-3

Sirt6 L5149 :5-TGCCAAGTGTAAGACGCAGT-3

197 bp

THEEI :5-CGGATCTGCTGGCCTCATC-3

Sirt7 L5 . 5-ACTTGGTCGTCTACACAGGC-3

158 bp

TUEEI Y :5-GGTGATGCTCATGTGGGTGA-3

L5149
TSI

Bractin 5
5

~GGACATCCGCAAAGACCTGTA-%
~TTGATCTTCATTGTGCTGGGTG-3

123 bp

2 gR
2.1 CAD 3 5 %F BRI K BFAF 5 M7

555 B AL Lb AL R 5% 2 AF 0% PR ) MR R 4 AR
I8 I A I 55 8 A5 JC B 25 57 (P=>0. 05) . #&
1M WAL E EPCs 8 Al VEGF /K V- 84K+
XFARZH (P<<0. 05), [l B}, hssCRP. Hey. Ang 1 7K
S W TR B4 (P<<0. 05), 45 ILEE 2.3,

F2 CAD BESEEXBAIGEREFMELL

Table 2  Clinical characteristics between CAD patients and
normal controls ats
o X R 21 W4
(35 ) (37 )
i/ % 59.648.3 61.447.2
/) 13 14
WIRIEH/ (kg « m™?) 25.443.1 24.743.4
23 G I B/ (mmol « 1Y) 4.840.6  4.940.7
B B/ (mmol « L71) 4,14+0.8  4.340.9
=B H M/ (mmol « L 1) 2.3+0.5 2.240.8
R EREE M/ (mmol « L1 2.64+0.9  2.840.7
EEEIEE A/ (mmol + L) 0.9£0.1  0.740.2
W4 % /mmHg 115.349.5 119.6+10.3
&5k E/mmHg 81.247.6 83.948.2

2.2 CAD B #E 55X AN Il EPCs | sirtl ~7
mRNA %5535

M T X B4l EPCs, BF 58 41 58 #F W sirtl
sirt3,sirtd ,sirt6 mRNA 7K 85 i F & ( P<<0. 05) ,
Horr sirtl Fiosirt6 T B0 BE B KL B 1.5 A%,
MiFsR 4 5 X4 EPCs P osirt2 . sirt5 . sirt7 [ FE
IEKSFE 22 SR S (P>0.05), SR WAE 1,
2.3 CAD B & 5XEANE ML EPCs 1 sirtl ~7 &
EESSu 2

W32 4H EPCs 7 sirtl .sirt3.sirtd .sirt6 5 [ %
IRIK S B AR T BE 4 (P<<0. 05), Hidp sirt]l
sirt6 2 P RENE B 3 K, sirt2. sirt5 ., sirt7 76 WF 5%
ZH AN B T SRR AR, T i 25 5 (P>>0. 05)
R 2.3,
2.4 EPCs ' sirtl # sirt6 5 1% VEGF K1y

9T 4H B # EPCs H sirtl fl sirt6 mRNA &
K5I VEGE K HA W3 E M LKL R
(sirtl:r2=0. 738 3, P<C0. 001, sirt6: r2=0. 557 6,
P<<0.001), ZER WA 4,

®3 CAD BESEFEX RN MENLIBRS

Table 3 Biochemical indices in peripheral blood of CAD patients and normal controls ats
wa EPCs éﬁ(:ﬁ VEGP; hstRli Hey . Ang ]]7
S e ml™) /(ng+ LY /(mg L1 /(pmol « L™1) /(ng+ LY
X4 35 102.3+9.8 94.54+9.6 3.94+0.8 8.3+1.2 58.5+3.8
ot 37 58.9+6. 3" 83.449.2Y 7.141.0Y 14,4414 80.945. 1Y
tfi 22. 380 6.038 15. 214 11. 744 16. 301
P1{E P<20. 001 P<<0. 001 P<<0. 001 P<<0.001 P<<0. 001

HXTREA e, P<<0. 05,
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Technique of slow-pathway ablation in patients with atrioventricular

nodal reentrant tachycardia without junctional rhythm
LI Feiou ZHANG Jianjun CHEN Ming YANG Xinchun

(Heart Center,Beijing Chaoyang Hospital, Capital Medical University, Beijing, 100043, China)
Corresponding author:ZHANG Jianjun, E-mail:zmn0359@vip. com

Abstract Objective: To investigate ablation technique of immediate success for AVNRT in patients without
junctional rhythm (JR). Method: The study included 867 adult patients with AVNRT who underwent slow path-
way ablation successfully. The clinical data, electrophysiological characteristics were reviewed. Result: One group
had 846 patients with JR that used to be a marker of procedural success,and another group had 21 patients without
JR which inducibility of AVNRT was assessed after each application of radiofrequency energy. There was no statis-
tical difference between the two groups in age.sex.combined disease.,basal heart rate,tachycardia form,and target

site (P> 0.05). One patient of those with JR got one degree atrioventricular block because of ablation and did not
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