CN 43-1262/R  h [Eah k{42 2018 4F5 26 5 3 1Y) 295

[XEHES]  1007-3949(2018)26-03-0295-05 - IR -

B BT I A~ FORUIRRESEEAR 2k S 2
PP K L B B

FETIE, K W, FWAE, B
(THAFTLTEHE ARERS A =ZF 7Té 4 P70 F 467000)

[REIF] WATKRMRIT, 93N, BRIRILENFRE,;, ik

[# ZE] BHM HKIAZCREFTERIRANARG KA SHAT R ITHBIRE ZF SUNG J77 EIRE RS IRELRA
FRE R ERGHERI ST ozt FHrn, Fik 218 Kl AR LR ARG EF IRFERAMF A k5 WA 4(109 4))
Fast BRLE(109 ) , XTHELE B F 45 T 3hATRAL T 45 20 mg AnE ALiE 77 WL LA B o5 12 % HLik I Bomh b 45 T s AT 4% 4
4520 mg BEA WK 250 mg, — B 2 K WeE M 1 FE BRI EANFREER OB FFEAEFE, R U
Rp G BA B E TR LN FREE L LR K 2.9%(3/103) 2 12.0% (12/100) , # K4 Ik b &5 5.8%
(6/103) #2 15.0% (15/100) , # Z 4zt S BAK S H1 A 4.9%(5/103) 55 18.0% (18/100) , £ F34 4 %3t 3 & L (P<0.05) ,
LA e B 3K AR F (56, 0% ) WA B & T3+ B2 (43. 0% ) , R HL R st Z B5 69 % vh, 5 xR0k 2 7 F B F M (P<
0.01), &t ACREFTERIAIINRG KR AR TAIEA = F SRS IT A5 B E AR RS bk LR A
FRF K AEFR B3R IE Aok i K Ik % AR dEm R A& B bEdBALEE £,

[FESZES] R5414 [ XEFRiZm] A

Effects of rosuvastatin combined with metformin on coronary stent restenosis and

blood glucose

LI Xin-Feng, ZHANG Ling, LI Man-Sheng, CAI Hua

(The Second People’s Hospital of Pingdingshan, Pingdingshan, Henan 467000, China)

[KEY WORDS] Rosuvastatin; Metformin; Coronary stent restenosis; Blood glucose

[ ABSTRACT | Aim To investigate the effect of rosuvastatin calcium combined with metformin on coronary artery stent
restenosis after coronary intervention in patients with coronary heart disease (CHD). Methods 218 patients with coro-
nary artery disease after stenting were divided into observation group (109 cases) and control group (109 cases) according to
the random number table method. The control group were treated with rosuvastatin calcium 20 mg and routine treatment, the
observation group was treated with rosuvastatin calcium (20 mg) combined with metformin (250 mg, Bid) on the basis of
conventional treatment, after 1 year of treatment, coronary stent restenosis rate and the incidence of abnormal blood glucose
were compared between the two groups. Results  Coronary artery stent restenosis rate was 2.9% (3/103) and 12.0%
(12/100) , new onset diabetes ratio was 5.8% (6/103) and 15.0% (15/100) , new onset diabetes impaired were 4.9% ( 5/
103) and 18.0% (18/100) in patients of observation group and control group, the difference was statistically significant ( P<
0.05). The blood lipid compliance rate of the observation group was significantly higher than that of the control group
(56.0% vs 43.0%) , especially TG, the difference was statistically significant compared with the control group(P<0.01).
Conclusion In patients with coronary heart disease after percutaneous coronary intervention, rosuvastatin combined with
metformin can significantly reduce coronary artery stent restenosis rate, and does not increase the incidence of diabetes, hypo-

glycemia incidence. There was no significant difference in the effect on renal function compared with control group.
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xR1. BELE5H

Table 1. Baseline data
m H Xt IRZH (n=109) WL (n=109) %6 P18
TR (%) 58.3+10.2 60.3+9.5 1.4980 >0.05
B4 (#) 78/31 71/38 1.0390 >0.05
i s (mmHg) 138.4+13.4 140.4+14.0 1.0775 >0.05
& 3K (mmHg) 88.4+8.3 87.8+7.9 0.5467 >0.05
EFEE (kg/m?) 23.4£2.3 24.622.1 4.0226 <0.05
CUEBE S [ (%) ] 21(19.2) 17(15.6) 0.5099 >0.05
PCIL S [ (%) ] 28(25.7) 17(15.6) 3.3883 >0.05
CABG H[ (%) ] 2(1.8) 1(0.9) 0.0000 >0.05
DIFERE[ (%) ] 16(14.7) 15(13.7) 0.0376 >0.05
LR B %) ] 56(51.4) 49(44.9) 0.9003 >0.05
HEIRIR [ (%) ] 24(22.0) 38(34.9) 4.4177 <0.05
MR [ (%) ] 40(36.7) 25(22.9) 0.5082 >0.05
FIRFN [ H1 (%) ] 18(16.5) 17(15.6) 0.0340 >0.05
B AZARBHA I B ( %) ] 34(31.2) 37(33.9) 0.1880 >0.05
BB AP (%) ] 26(23.9) 22(20.2) 0.4275 >0.05
AL S [ B (%) ] 40(36.7) 38(34.9) 0.0799 >0.05

R 2. BIRBBRREFHE

Table 2. Characteristics of coronary artery disease

W H S EZH (n=109) WMELLH (n=109) %G Py
HIFE [ (%) ] 72(66.1) 68(62.3) 0.3194 >0.05
[EESZ [ (%) ] 39(35.8) 34(31.2) 0.5149 >0.05
EEF[HI(%) ] 13(11.9) 9(8.2) 0.8089 >0.05
F bR B[ 1 (%) ] 65(59.6) 58(53.2) 0.9142 >0.05
FASZ MR BI(%) ] 37(33.9) 31(28.4) 0.7694 >0.05
WSZ MR AR [ B (%) ] 34(31.2) 27(24.8) 1.1154 >0.05
=X IMERHREL (%) ] 38(34.9) 51(46.9) 3.2090 >0.05
A B[] (%) ] 43(39.4) 57(52.3) 3.6210 >0.05
B BURAE [ B (%) ] 39(35.8) 29(26.6) 2.1373 >0.05
C TR B (%) ] 27(24.8) 23(21.1) 0.4152 >0.05
Gensini FL43 87.6+50.2 84.5+55.0 0.4346 >0.05

R3 WEZENBRELRERRMAE AFEIEE . MARER LB
Table 3. Comparison of the incidence of in-stent restenosis and blood lipid, liver and kidney function and blood glucose be-

tween groups

m H X} HRZH (n=100) WEELH (n=103) % e P i
TN (%) ] 12(12.0) 3(2.9) 6.1230 <0.05
A BERIE [ BI(%) ] 15(15.0) 6(5.8) 4.6050 <0.05
WHTR S [ 15 (% ) ] 18(18.0) 5(4.9) 8.7276 <0.01
K27 BEE 2R 1 (mmol/L) 2.3£2.1 1.6+2.3 2.2626 <0.05
% BERS A 1 (mmol/L) 1.2+0.4 1.1£0.6 1.3930 >0.05
S E B (mmol /1) 42424 3.9+1.7 1.0301 >0.05
H il =& (mmol/L) 2.5£1.9 1.6£2.1 3.1990 <0.01
B IMLIE I (%) 5.6+1.5 5.3+2.3 1.0973 >0.05
AR M [ (%) ] 4(4.0) 5(4.9) 0.0021 >0.05
B AR (U/L) 42114 3917 1.3703 >0.05
NN EM(U/L) 36+12 38+14 1.6371 >0.05
BHRLZ (pmol/L) 14.2£2.4 13.9+1.7 1.0301 >0.05

WL (mmol /L) 66.9+12.9 68.0+9.0 0.7063 >0.05
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®4. MARHEEOHERREH

(major adverse cardiac events, MACE) & A= R i}
RT XA, B A AR50 15.5% (16/103) Al
37.0% (37/100) (P<0.01;% 4)

Table 4. Major adverse cardiac events during follow-up in two groups

. H HFREZH (n=100) WEELH (n=103) X2 {H P1A
BB HI(%) ] 18(18.0) 7(6.8) 5.8981 <0.05
AL IEPEC IS 1] (%) ] 5(5.0) 3(2.9) 0.1628 >0.05
TRz FE [ B (%) ] 13(13.0) 4(3.9) 5.4958 <0.05
D EHERRBE B (%) ] 1(1.0) 0(0.0) 1.0000 >0.05
BRI %) ] 37(37.0) 16(15.5) 12.119 <0.01
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AV T N B A A DR AP L ] S —
XU T — e 2 iR 7 3% Ak 19 B8 1 R ( adenosine
monophosphate activated protein kinase, AMPK ) 4
ST AMPK S AN AR B AR IR AZ 2RO SRR
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AR SCEIR AL L B R IE T 25 M AR 5 AY 2%
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FIARZ IR S e 52 20 B AQ S m # o, i /) B
2t AMPKa2 13 D LA P9 B2 20 M0 2 B
B HAE N, FeBLA NF-kB {51k \NADPH S A1 (1)
Fik B IkBa 25 FI7KF T B LA R R i R 4

A:bt As BRI B P B2 A AT R ORUIGE st B
W R AARIF A 5T AR T (0 1% 38, Db — ik
JEHF (adenosine triphosphate , ATP ) BJ& h%, fifi AMP/
ATP LEB BT, IR 30E AMPK S A g
N ZHUNCE L 456 T vy WA RS AMPK; 7R
AW HE R OB a3 A0 Y AMPK o
MRS 172 7 JR  FR 5k 5L, AT {2 ff AMPK
BRAk  ELEE AMPK, AS 50 oo R ZH SO 22 40
YT AR B Dk S 2R N AR A e A 351 R 12.0% (127
100) .2.9% (3/103) , 7 & BRI L Z R 15.0% (15/
100) .5.8% (6/103) , 3 AW it 12 9K 4351 24 18.0%
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