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FiEEESNE M SIRTI mRNA fRIE R
ER R O =R

ERE X M O&mBRE % F SHE F =

W OE B/ WSRO R R SN 8 % 40 il ( peripheral blood mononuclear cells PBMC) §1 SIRT1 mRNA (1) # ik 7K -,
TR A 0 R IG YT T 5 SIRTL A REMISCHIALE . JFiE  SEaRsroh 3 4, BT X IR 2 Ll 25 40 & S F 2 4% 21 491,
S350 25 ) T BUHT 3 LABE SN 4 SIRT1 mRNA 33K K 1 b H 5 25 I A L i B AR DG s IR 25 6 TR, P 25 41 SIRT1 mR-
NA £ 3E7KF B H 5 25 JE 0% 008 AH G 5 P9 25 20 25 9 T BUAT /S % 1o, B9 SIRTL mRNA R 387K 28 JE I008% Il i A8 Fe v 0
R OFIH:XT AR AZ AN b STRT1T mRNA R KK P8R 2541 /WAl m, 2 R EA R ¥E L (P <0.05);
Q@25 T T, AT 254 A S V-2 SIRT1 mRNA 3K KF- 25 F G iT 2 5 L (P >0.05) ;254 TS , & 43t °F 41 SIRT1
mRNA 7K -5 3 il FH 25 417K SF- 1 (P <0.05) ;@259 T Wi mi Ja %t L, SE ik 25 40 SIRT1 mRNA 3k K V22 5 T4 2= B (P >
0.05) ; & & 741 SIRT1 mRNA KX K FH BT & HERTFHEITFEL(P>0.05) ;@Y T HAE, U5 %4 SIRT1 mRNA
kK5 FBG.TC TG J LDL - C £ /A1, 5 HDL - C 2IEMX, £i€  SIRTI mRNA 575 W4 M5 | 8 K 1 K 5ed b
o DR AP 7 T EORAE T, Z A M- AT BB 2 5 STRT1 mRNA 11 38 38 F1H: A= 52800, 38 458 5 72, 38 2% 30 Ik o A A Ak i e
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Abstract Objective To investigate the expression of SIRTI mRNA in coronary heart disease patients’ peripheral blood mononucle-
ar cells(PBMC) ,as well as the mechanism of amlodipine in treatment of CHD, which may be related to SIRT1. Methods There were
three groups: control group (21 cases) ,foundation treatment group (21 cases)and Amlodipine group(21 cases). We measured the human
PBMC SIRTI mRNA expression level of three groups respectively before drug intervention, then analysed the relationship between SIRT1
mRNA with fasting blood glucose and lipid. After 6 months’ treatment, the SIRT1 mRNA expression level of foundation treatment group
and amlodipine group were measured again, as well as the relationship between SIRT1 mRNA with fasting blood glucose and lipid. Moreo-
ver, we made a comparison between before and after treatment about the SIRT1 mRNA expression level, fasting blood glucose and lipid.
Results (DSIRT1I mRNA expression in control group was higher than foundation treatment group and amlodipine group (P <0.05).
@There was no difference in SIRTI mRNA expression between foundation treatment group and amlodipine group before drug intervention
(P >0.05) ,however, with drug’ treatment, amlodipine group expressed SIRT1 higher than foundation treatment group (P < 0.05).
@SIRT1 mRNA expression between before and after treatment had no difference in foundation treatment group. Amlodipine group had a
increase though P >0.05. @There was negative correlation between SIRTI mRNA with FBG, TC, TG and LDL - C and positive correla-
tion between SIRTI mRNA and HDL - C before drug treatment, as well as after the drug intervention. Conclusion SIRT] may make
effects on the regulation of blood glucose and lipid, also on the protection of coronary disease. Amlodipine could delay the progress of ath-
erosclerosis through SIRT1 mRNA probably.
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SRR B 15 3 4 7 AR e 2 AU BT S T BG4k
I K- 5 v IR 3 B8 38 o 3G B A% 20 e B T AN i
SO0 L DY B 7 AR TR BE JEORE & A2 . NAD +/
NADH Fb R AR i SIRT1 w] 3 if 2 2, Wk Ak 41 25 11
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MAPK 55 3 i % 40 480 £k 0 380, 400 ) il A5 1 9 L3 5
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1. S0 5 0 S 4 5 I R 30 Bk i B R (CAG) 1
WL A =50% 19 42 19158500055 £ 4 , 452 42 75 JR Y 20 S M T 3
WAL SERR 2541 (JERRFIZG ,n = 21) VR 500 T 41 (L R
2+ G 0 =21) 5 PR IR K S B 1L R LB B e s
{1 £ g PR XS 2L (= 21)

2.5 B VA < A AE I AR sk R BRI
S ST LT S 5 2 R OB R AT 2 1 T A

AT E T30 4 R A F 2 S I K 8 B Ll B R A B
FE NS5 4 1 8 AR AR A A A B R S R AR R L0 R 8
S5 (A0 B i H0) .

3UE T (1) 2 5 R R A S T 7 (T 4 R TR
) MRS 2 A PR W A BT AT 2 R I e A A% T
HAE Smg xT R/ 6o (2) bRA RS RAL 3 BUE 12% EDTA
R LA, SR B FH 21 3 4 %) 4 35 S 23 M A AL # Bk il 3l , &
F 4C KA h 5 R Il Z AL BRIRIBG < 4h, 5 45 8 A R A
W% A0 AR RIS RNA G 5% SEHE 380k i 1 PCR R I SR B0 A
R i) 45 2 BFF 58 %6 42 /1 JE 0l SIRT1 mRNA 3k 7K, & & Hh T
4 [ & ARG IR, BRE PIERE A 2540, 5 H AR 1 1K Smg 2K
R A A T . FHZE 6 A 53R BE S T2 3l il , B vk K T
4% 0 JE I STRTT mRNA 285k 7K -,

4. el 77k R F SPSS 17. 0 B #EAT 43 #7 , 31 ik BEkt
B AR £ FRiE2E (2 £ 5) Wik . ffi H Kolmogoro — Smirnov
Test My 96 FEA IE 251, A5 A 1 25 10 BI040 4 1) i 1) ¢ 46 58, R
Levene S 31K 50 07 22 57 M, £ & 154 HJ7 25 5% 09 5038 41 18] £
BOR B R 7 22001, AAF 6 IR 40 10 10 3008 41 1] L 38R
Al Kruskal Wallis ¥ 5, S 0ERER F X° W56 . B0 I AL 4
BTN Pearson 5% Spearman #5653 #1. LA P <0.05 FERH
Bt L.

& R

1.3 ZH R 58 X 92— Ml DR B8R b A 3 2 F 5 %
G PR GEOBHEE AR08 43 A1 M0 Lo 1) W s e R
SEOME PR s g I | R I I E 04 91 B, 23 0 I mE b AL
ML£T A Ll B 3 i LI PR R K A s 5 33 1l 4 4K
(EF) I H 2R LG IT¥E X (P >0.05), LA 7]
et LR 1

®1 3HEBEE-—REERERLLE

i H [EREopicE Ll 254 AR T4 X/F P

n 21 21 21 - -
TR () 64.238 +10.324 68.714 +£8.295 68.571 £9.469 1.13 0.344
PER (T M/ V) 8/13 14/7 11/10 3.436 0.179
W 0 51 %5 () 7 7 6 0. 147 0.929
PRI (n) 7 7 10 1.212 0.546
g (n) 9 9 11 0.511 0.774
= AR IMLSE (n) 7 9 7 0.548 0.760
FBG ( mmol/L) 6.49 £1.153 7.085 +1.724 7.214 +1.867 1.204 0.548
HbAlc(% ) 6.386 +1.916 6.533 2.100 6.438 +0.862 1.908 0.385
TC ( mmol/L) 4.94 £1.226 4.995 +1.053 4.893 +1.109 0.046 0.955
TG ( mmol/L) 1.747 +£0.828 2.189 +0.509 2.032 £0.629 2.971 0.226
HDL - C( mmol/L) 1.186 £0.294 1.02 +0.222 1.105 £0.351 1.682 0.195
LDL - C( mmol/L) 3.282 +0.829 3.506 +0.688 3.007 +0.981 1.853 0.166
CR( wmol/L) 90.038 +25.728 99.028 +34.571 102. 942 +36. 562 0.864 0.427
LVEF(% ) 68.333 +7.303 67.952 +£7.95 63.095 £9.33 2.637 0.800
i 45 i (mmHg) 131.476 +11.822 128.00 =12.798 126.71 £15. 668 0.696 0.502
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2. 259 T HiAT 3 s X 4 SIRTI mRNA %Kik
KV L5 - LAk 25 41 55 [ 1 ) R b g, Sk H 24
24 PBMC 1 SIRT1 mRNA 2 ik %5 B M % B 1A%, 24 5
A G (P =0.007) ; & & HF-41 SIRTI mRNA
FBEHHIEX A M AL, Z5 A SR FEE X (P =
0.032) ; L flt FH 25 41 A & & 3 7 41 41 e %2, SRITI
mRNA K TG 1525 575 (P =0.568,K2)

R2 HYTHE3ARFRTEK SIRTL mRNA RixKF LB

VRS Vani! SIRTI mRNA F/t P
BT REZL  1.056 £0.757  4.285 0.018

ESE S
BERL 4] 0.757 £0.273
HESH HEHM T4 0.819 £0.336
BAEXT R4 1.056 +0.757 0.007
HREZE4] 0.757 £0.273 B
LSD BEXTREZH  1.056 +0.757 0.032
ZE I HEMTA  0.819+0.336 -
HALFHZE4] 0.757 £0.273 0.568

A4 0.819 +£0.336

3.5 s & S o A S R Al 25 4k
SIRT1 mRNA R kK A E AP E X & A
IR RE R 2 A HF- 6 > A J5 , SIRT1 mRNA Rk 8k
i 25 2 Tk (P =0.033,% 3)

R3 AYTHEESMTASEMAAAH
SIRT1 mRNA % ik 7k T Eb i

il SIRTI mRNA ' P
FLmh 254 1.143 £0.670 2.237 0.033
AT 1.766 0. 845

4. 25T TS LTSN B as TR IAUBE | it i K
O PR AT T X R 25 W) 1 WU 23 R L0 | If i 3% £
RS A RN PSR ¢ K50 0 B o 2590 T B
P LB 0 G 22 (] 245 T W LT S H 3l = T
S TR R O 1 e L AV B T A P [ KO 22 S
WG E (P >0.05,%4),

x4 HYTHERAARTR=EME,
1 B& 7k T b (mmol/ L)

AR e EE AT t P

FBG  6.546 +0.956 6.853x1.182 -0.748  0.461

TC 4.580 £0.971 4.546 +1.102 0.084  0.933

TG 2.033 £0.481 1.794 £0.433 1.379  0.180
HDL-C 1.126£0.276 1.212+0.448 -0.593  0.558
LDL-C 3.442:0.561 2.877 +0.861 2.019  0.054
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5. 2591 Wan o oxd b LAl 25 41 & A o 4l
SIRT1 mRNA A /KF-A2 4k KLl H] 245 2 5 2 A -1
HHZ5HT 5 SIRT1 mRNA 3k (1) H B X R 2R HI B X
e K9 o3 AT o EE 25 A 25 ) T PR IS 25 S g it e
HY(P=0.919) , 1 E M -2 25% + HiJ5 SIRTI mR-
NA AHXF R R T AT A U B e, B 2E %
it E N (P=0.219,%5),

x5 Y THRaEXbEEMBLGA . SKMTEA
SIRT1 mRNA FikkET

S| SIRT1 mRNA t P
+ 1.049 £0.314 -0.104 0.919
FEnl 254
T HiA 1.079 £0.852
T i A 1.087 £0.413 -1.127 0.279
AT 4L )
ARBTA Lye 146 0.857

6. 2541 Winl J5 X b L B 25 40 R S O 4 2
LA | I AP AE A - T 2 5 4 25 ) R S
25 WG I | IR 33 2 AE A A A, R R EC T ¢ A6 38 43 BT
2549 1 T i Al FH 24 21 2 I It A R I I R H v =
B 45 FH 25 i W B R B (P < 0.05) , 2 & b - 2H 2 J1E 3]
BRI A W R (P <0.05) 25 5 il 4% K H il
=2 G E E (P >0.05) 5 1 P4 BF 58 X 4

e 2 R A 1 e R AR % R R JIEL [ R 24
HifE 2R B¥ g it m L (K 6),

7. W) T TET S A A BE X 4 STRT1 mRNA 3%
TR K- 5 25 I It BE i A 04 A OGP 43 AT - 25 T TR
SR G XA T UG AL R R B2 1 A5 Il
W ENH [ H =R L R e AR E [ R R
JE R 25 1 IE [E] B J2 STRT1 mRNA 3835 7K 7 ¥ o8 3% 42
i, BIESS A0, LL SIRTI mRNA 3R 3K 7K - Oy A 48
Lo ) DA 2 I IORE K i iE b A A8 &, SR H Pearson [
Spearman #5C 5y M. 15 1 & 4 B 5% X 4 FBG  TC |
TG .LDL - C 7k F 5 SIRTI mRNA 3 ik /K F 2 17 AH
XK ,HDL - C 5 SIRT1 mRNA Fik/KFEIEAHK,

it it

SIRTI i it 2 Z, BE 4k eNOS P53 \NF — kB ,FOXO
F % PPAR -y .PGC - 1o \LXRs %5 2 BEAL IR Y , 2 5
A PR 25 A 3T L 4t 0 S 9 4 | 5 IO 3R R g A AR
AR FINT Z R SIRTI {5 L) - £ Fh ik 4% %t 56
DR PR AR o 9 R 20 R i A — 4R AR B (NO)
AE I8 2o 9 /D I A8 AN i R B 7 - 1 (VCAM - 1) 25 A
TERIK AW LA RE A0 BT RS BRI PN B AE B M
/i A8 RE i AR E AR B S AL S BIL I X 4 2l ik ok B A
e A= SIRT AT 2 20 Bk Ak 19 iz 780 — 4 Ak ik 45 Tl

N
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B 2015459 H44 % 59 - e s
%6 25w T FEIS X b B AN B2 A L 6 4R I A M B 7k F 25 4% (mmol/LL)
sh4 A e : ' P
T Wiw + i

FBG 7.092 +£1.490 6.546 £0.956 2.444 0.031

TC 4.956 +1.107 4.580 £0.971 3.813 0.020

SR 25 20 el 2.294 £0.532 2.033 +0.481 3.093 0.009
HDL - C 1.018 £+0.218 1.126 £0.276 -2.042 0.064

LDL -C 3.563 £0.606 3.442 £0.561 1.841 0.090

FBG 7.233 £1.953 6.853 +1.182 1.106 0.287

TC 4.982 +1.200 4.546 +1.102 6.100 0.000

25 T 4 TG 1.920 +£0.630 1.794 +£0.433 0.382 0.903
HDL - C 1.039 £0.390 1.212 +0.448 -1.789 0.095

LDL -C 2.910 £0.998 2.877 £0.861 0.376 0.713

(eNOS) Bt 2 [ 7% i , 42 Bk 9 % NO A 1, 4 3 1M 4%
B2 s NF — kB 275 5 4 1 40 i DR 7 6 g ) o 0 5
R, SIRTI gt fi Ak p6s W7 3k 1 310 34 i ik 5t
(7 522 AL, F I8 NF — B 3% 1 5 30 Ik 5 AL B L
i, KIS R4 (ROS) 4R i, SIRTI il 5 25 2 fit 1k
FOXO01 .FOX03a fll PGC — 1, 11t 345 48 & 1k ¥ 4k
it ek 4 S S B R A T A B TR AR A A
2 A B A5 5 ) 5 8 B IV S R BE B b 5 L0 9 i 5 T
T UL i 2 A 5 B B e A B FE B PR K, VSMCs R
T Oz A 2 A% M B8 ( Nampt) B SIRTI i ¥ 26 3K ]
PEE5 SIRTL 3% 1, TG40 ] P21 LK, i) VSMCs 5
KB AR E M HE T

BERE A LW e R R R R R
Rl Z . SIRTI "] 454 ) W B B 40 v FOXO &
1R A O SV T 0 i 40 45 4 A 484
DNA 1585 , 4 K 3% 240 M0 75 iy , [ f SIRT1 ] i i 38
I - ¥ LA B T TIMIP3 3 1k L et Bt e, T i i
> ACS 55 S B SIRTL A8 43k 1 ¥4 i), i i
PPAR -y 4 5 B 7 21 40 o G 6 22 /K 57, 8 g s
SAL IR T A L BOE O PGC - Lo AR
B 9 = A S B I R K R R NT —
kB T X 524K (LXR) 1% P, 32> LOX — 1 f ik, i
L R 20 M T B AR OB [ W 4 i o 396 1)
iZ AN E R E R s AT ASBESE T R
41 JE if. PBMC At SIRT1 mRNA /K4 0E 5 K F F K,
A A 55 X S A IO Y Y TR A0 TR R L 9 R B e R R
S T A0 A AT i 50 K G e A A P

AT LA E BRI Rz — %
FH 16 PR 85 10 VR YA 7 46, 7 B2 T 58 0 00 0 R VA
ST, WEE AT 5 35 7% L0 3 Ik g R B AL A T T B 5 B4R
A2 A0 A O S 2 LSRG B A P R L A 4 AL
WA S EEAMLE R 2 A . P9 R A

J2 Bl K oK R RE AL 1 G S PR I DN R T R A R AR
RN IR NO KRR, 2 AT 7] L eNOS
FEPE M NO B K, BT 5K L L 3 A S L4
I A0 /I K B A R R A S B AR N B
TNF — o |IL - 6 & 2 1Y R P N+, i 2 & F T
FilJ5 , TNF - o \IL — 6 7 mRNA 7K % B [1 3% 6 K F
A B TR B S S T T S 0 ] A 4n T
(1 26 A HR T B Bk ol RERE AL . w5 g I e 0 U 2
21 RGN 8 A A B AR (SOD) K 43 bk H IR i 4
Ly i (GPX) KF R R, 2 A M F T3~ SOD K&
GPX 7K F-BH &8 T v, 136 B 42 S b S ] 3 3k Bt 4 Ak g
W ARG OB RERE AL

E B Ik B R AL AT v S G b T T B A i P
35 AR T O A S VUL AN A B, O 3 i o) AR
(] P75 5 1) M e L A P Vi L 40 B G 2 3R 1Y 43 8 I
2 J5 A A ) SMC 35 RN, 42 58 M SF- 1] R
il HMG — CoA A J5Ufiff 3 M ) 235 915 5 LDL 52 {3k
PR3 ol /0 L [ T 45 o st 7 U T A3, A
WA . AT, & S T AL TC K8
THUwG R, SR 2541 T i FBG . TC J TG #H
ZHT T, AT RE S REAR 2 iR YT R R 2 S R E
FHZGH A B B AR B /N AT 6, AN HEBRAE AR 9256 v, 4
SAHL T AT REE S A E B T N AR . A E AT RE
P REAR, - PHSE AT ERE.

STRT1 38 3o PR 471 P9 Rz AT & o0 B Ak N7 38 L A 5 1
BV LR BE 5 08 T A R Y I AR A —
FR GBI X O R = AR R . SR R B,
ST 38 ok 3R AR UM R A 5 R T ek o0 A 2 B
YER . B, T LA 20 S - 77 76 T 10 SIRT1 (1 4E
FH 38 2 AE R ke AR B 9T h A T 4
SIRT1I mRNA k7K - 5L hil 25 41 T e, 1 B 205
Hb VAT BB o [ SIRTI mRNA 335 2 2] %F Hit sl ik
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