CN 43-1262/R " E sk b2 2014 4255 22 £455 11 1101

[XEHES] 1007-3949(2014)22-11-1101-04 - SCIOAFER -

e 259 DEE S22kt e IR kA A8IY TG
WIS A e TFPI-2 [1% 55 )

BFED, FXH - ZAKE, HRE, K &', BT, REH
(L F AR H—ARERS AF, 358 FT L% 843000; 2. %M EAK KBS = EBs QA #w 43 H T 325000)

[EA] %4, MBS, =R, CDI33'#ik; TFPI2

[ E] BN #HiTH2ARm Lo Hhdk B LRA NI R g i W IIE 8 BAT W BAS SRR, iR
65 R P AL A AE SRS RTRIR 4 B AL AT R KERG + Ak E L RN A fosk R0, RS
YRR IR 4 B et e TFPL2 K-F 47 B K 31k OCT & & J5 & L 5 IR B IR S Bk fe B 2B AT o F A M F 4
M, EHR OOCT AR TURERGAMENIY X, AR E HHBEEAE M BFRAKKET, L RHM
NLLEP s ML/ P REE AR IR B AR5 20(2.23 £0.72) , L BAAENLL(2.01 £0.56) # & TR F R41(1.89 £0.27) ;
PR/ PR B b A AR ERAG LR (2. 12 +0.74) , L BANM(1.74 +0.66) 5B F R4 (1.52 £0.47), X %4
NABFERGAT Y, ZFARITFEL(P<0.05), BF AL IRHENA RERG A =206 3 TIFI2 K-F
SR A 135.2 £22.6 wg/L127.2 £23. 4 wg/L #2 52.4 +22. 6 pg/L; il AL A AR (2sk E 45 0l B F e, 257
HATFENL(P<0.01), BF R ZRHENA FREBH Z4 TIFI2 5 B-actin FLAEL5H] 4 2.45 £0.22.2.22 +
0.26.1.27 +0.33 TFPI-2 2 EF ShhRfr B2 PRV R A X RHNBEA XA R TFERFRARK ZFLZHFMR(P
>0.05), M ERGANEEAR THE, LZRF AL FEL(P<0.01), Hit ROLWAEAEIREHRERGA
YA Al AR B R B3 4 ) AR R OK B R R R RE TFPI-2, e 32 TFPI-2 K-F 7+, 3t M T AR, ¢V % 28 1 e i
2

[FHE4SES] RS [ XEFRiZAE] A

The Effect of Functional Drug-eluting Stent on Intimal Hyperplasia and TFPI-2 After

PCI

GAO Xue-Zhong' , AMINA - ahemuti' , HUANG Yin-Qing’ , ZHANG Xin®, HUANG Ming-Yuan®’, and WU Lian-Pin’
(1. Department of Cardiovascular, First Hospital of Aksu Prefecture , Aksu,Xinjiang Uygur Autonomous Region , 843000, China; 2.
Department of Cardiovascular, The Second Hospital of Wenzhou Medical University, Wenzhou, Zhejiang 325000, China)

[ KEY WORDS] Stent; Endothelium Repair; As,0,; CDI133 " Antibody; TPFI-2

[ ABSTRACT ] Aim To investigate the efficacy of the double coated compound drug-eluting stent of As,O; and
CD133 " antibody to repair vascular endotelium and prevent smooth musle cell poliferation. Methods 65 China minia-
ture pigs were fed with no-fat diet for 4 weeks, then divided into 3 groups: sham group, stent implantation group, ballon
injury group. Four weeks later, coronary evaluting with OCT was performed, the plasma TFPI-2 level was checked and
coronary artery tissue was used for immunohistology analysis. Results The OCT images showed that the coronary
plaque enlarged significantly, endothelium and fibrous cap obviously thickened in ballon injury group, and the sham group
was normal ,the group B was found between the two.  The coronary intima/media thickness ratio was 2. 12 +0. 74 in bal-
loon group,1. 74 £0. 66 in stent implantation group and 1. 52 £0. 47 in sham group. Intima/media area ratio was 2. 23 +
0. 72 in balloon group, 2. 01 +£0. 56 in stent implantation group and 1. 89 +0. 27 in sham group .  The plasma TFPI-2 lev-
el: sham group, stent implantation group, ballon injury group was 135.2 £22.6 wg/L,127.2 +23.4pg/L,52.4 £22.6
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g/ L respectively; The sham group and stent implantation group were similar, but the balloon injury group were significant-

ly decreased, the difference was statistically significant (P <0.01).

Western blot results: TIFI-2 and B -actin ratio of

group sham group, stent implantation group, ballon injury group were 2. 45 + 0.22,2.22 + 0.26, 1.27 + 0. 33 respec-

tively; TFPI-2 in normal arterial tissues expressed less; The expression level of TFPI-2 in double coated compound drug-e-

luting stent and sham group were similar with no significant difference (P >0.05).

significantly decreased, the difference was statistically significant (P <0.01).

Balloon injury group expression was

Conclusion The double coated com-

pound drug-eluting stent could promote the endothelium to produce TPFI-2  enhance the plasma TFPI-2 level, and then re-

duce the formation of stent thrombosis in possible.
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Figure 1. The contrast of OCT image
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Figure 2. Coronary artery expression of TFPI-2 in different

group
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