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[ ABSTRACT ] Aim  To study the effects of three kinds of domestic rapamycin drug-eluting stents ( rapamycin drug-elu-
ting stent, biodegradable rapamycin drug-eluting stents and polymer-free rapamycin drug-eluting stent) on serum secretory phos-
pholipase A2 (sPLA2) and high sensitivity C-reactive protein (hs-CRP) levels after stents implantation. Methods 126 pa-
tients with unstable angina pectoris (UAP) by angiography were divided into Firebird 2 generation group (33 cases), Excel
group (43 cases) and Nano group (50 cases), the patients without coronary heart disease (CHD) by coronary angiography dur-
ing the same period were selected as the control group, serum concentration of sPLA2 and hs-CRP were determined before and at
24 h after coronary intervention. Results Clinical data had no difference in the four groups, and angiography characteristics
had no significant differences in the three stent groups (P >0.05). Serum concentration of sPLA2 and hs-CRP in the three
stent groups were significantly higher than those of the control group before and at 24 h after coronary intervention (P <0.01),
but there were no significant differences between the three stent groups.  Serum concentration of sPLA2 and hs-CRP at 24 h
were significantly higher in each group than those in preoperative (P <0.05). Compared with preoperative at 24 h, serum con-
centration of sSPLA2 and hs-CRP in the three stent groups were significantly higher than those in the control group (P <0.01),
but there were no significant differences between the three stent groups. Conclusion Three kinds of domestic rapamycin
drug-eluting stent implantation can induce the increase of serum sPLLA2 and hs-CRP concentrations in short-term, but the inflam-

matory factor levels had no obvious differences between the three stent groups.
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W It S A8 245 W) B T 58 Jis e SR SR T 23 5k B R 0
TURZE NS BOH — 25 W) S50 R A e 1 e 7
I AR 22 4 P ) T AR S 2R S BT i
NICEMA & 25 UEIRE SRR gt ARG e IR S A
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1 X&RFMATE

1.1 MRIFH

% b B R 42 N 2% 2012 4E 12 A1 H E 2013
10 A 1 HARRS AFHER AT &R 20 ki % A
B & AL 48 (unstable angina pectoris, UAP) A&
H AR EREFARERIA, N#ArE:OF &
RFTE R T UAP By R 3 Av 8, HE IRk & M0 ALEE 3L
e e AL SR B s AT R B ik R S o G
T, BRERE =70% , FAT AR 30 bk RN B3
QREEZEXEFEMEZHNREMIELIT., HR
PR AR F R A 2B MR B 4 4
AL E & Rk MR NYHA 2 M IV & B o
77 38 5 i1 ILEF > 120 wmol/L; £ 77 #2 & By fT o 8 57
WK RERE PCL ¥ 48 EWE R
BUAALNME BB T 2R, IR B E R
N ECC ErH ARk L, 2R R KEP R T
K IE# R BRI E <50% , KK E TR BEER
XA, H R AR R

1.2 FRFEE

PR N8 B N\ I Ja 3 S BY 4 F FF I#] &) I8 Ak 300
mg, A% H 300 mg 5T &, DR % FF I F] T4k 100
mg/d, A HEF 75 mg/d, L L H 20 mg 677, RIE
AT E ST e %K K 4 38 30 % 7 (angiotensin
converting enzyme inhibitor , ACEI') s Kk & A4t
FL 7 (angiotensin receptor blocker, ARB) B % & [ #
7 4518 18 P W7 7 (calcium channel blocker, CCB) X ##
BRERAGIET, IABHEEBEIHNERNED 2K
JEATRR B Bk % & PCL K, 4% 5 ik 35 R 30 Bk ik 42
TR, AR E T EHATRER S R, EX i ARk
% =50% F| B % 3 i A g 2 T, B AR B E =70% 1
BFATPCLIET NEEEFARYEARE - LB IR @&
FAT P 3 2R 5 B 1 B R
1.3 —MHErE

NBEBI 2T R Fm R E, TR AR #
(body mass index, BMI) , 2. 5% BE £ M & | & L & /&
$ORE R S v iR AR R S DA B RTARR B 25 4
1.4 MFFEEFRNE

R KA IE P o 3 mL, W E o iE KRR
[ B (total cholesterol, TC) . H i = B ( triglyceride,
TG) & % & fig & & JE E B (low density lipoprotein
cholesterol , LDLC) . & % /& fig & & fH [E % (high den-
sity lipoprotein cholesterol, HDLC) | i 7 /& B | fis & &
(a) AF;PCI AR Z fE A JE 24 h H BUR IE 9 & Jik
i 4 mL,3000 r/min & & 15 min, 4 & M % & T
—75C KA AR A, U E o7 hs-CRP 7 sPLA2 AP,
1.5 SZitFEFE

TEXRBUx £s XR, HATES D ARL,
AELRRA B, SHARLRXFARLEE N £
AN, HEHE B ¢ ¥ B RR KA X Ak,
P<0.05 K ZRHRITFEXL,
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2.1 —RIEREMKE PClLERILE

s A3k 126 1] UAP H3 33 fil35E52 53 M
Firebird 2 1R 37481477 ,43 #35Z 70 # Excel 2 483A
J7, 50 352 83 M Nano SZHAYT , FARKIFK NI,
M ABE —dHE g g ER (P>
0.05), fEpcWAmIAARIG 1 ABEV, U4 TERET
O WUVEIFE B A< | I a2 3 A DA B S 240 A AR
TR A DU A T) AR I R 98k L 3 8 o g it
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Table 1. Comparison of basic clinical data between the four groups

W H SFHEZH (n=48)  Firebird 2 {83728 (n =33) Excel ¥4 (n=43) Nano 3222 (n=50) P
PR (R 55.65 +9.77 56.64 +7.60 57.6 +11.03 55.32 £10.75 0.69
B (H) 34(70.8% ) 24(72.7% ) 35(81.4%) 38(76% ) 0.68
WA (5] 12(54.5% ) 13(48.1%) 30(69.8% ) 28(56% ) 0.29
e I (81 25(52.1%) 16(48.5% ) 25(58.1% ) 31(62% ) 0.6
BRI (1) 12(25% ) 6(18.2%) 15(34.9%) 10(20% ) 0.29
BMI(kg/m?) 25.61 £1.59 26.10 +2.81 26.70 £2.42 26.62 £2.58 0.09
TG( mmol/L) 2.83£0.25 2.96 £0.43 2.90 £0.31 2.92 +0.32 0.28
TC( mmol/L) 3.89 £0.61 4.12+1.03 3.66 £0.59 3.91 £1.02 0.12
LDLC( mmol/L) 2.55 £0. 64 2.55+0.76 2.29 £0.74 2.42+£0.77 0.34
HDLC ( mmol/L) 1.08 +0.26 1.02 +0.26 1.03 +0.27 1.10 +0.29 0.44
SRR ( umol/L) 303.1 +68.4 302.6 £55.6 326.9 +81.5 318.5 £66.0 0.29
MBI (a) (mg/dL) 186.7 +52.8 185.6 +54.9 184.9 +47.5 205.1+49.5 0.16
254
ACEI/ARB( ) 11(22.9%) 10(30.3% ) 13(30.2% ) 16(32% ) 0.767
B SZAARBH A7 (f51]) 30(62.5% ) 18(54.5% ) 28(65.1% ) 32(64% ) 0.79
CCB(#1) 8(16.7% ) 4(12.1%) 8(18.6% ) 8(16% ) 0.897
THIRERZE () 35(72.9% ) 27(81.8%) 35(81.4%) 40(80% ) 0.708

®2 ZMHIZEENER

Table 2. Three kinds of stent implantation conditions

1 4 Firebird 2 0% Excel 3742 Nano 742
ZEHTRE S () 17(44.71% ) 26(49.13% ) 33(57.94%)
AR (32) 6(15.80% ) 9(17.01%) 11(19.32% )
FREREIK () 15(39.52% )  18(34.02%) 13(22.82%)
EIEWIE (% ) 88.91+6.69  87.02+5.28 85.51 +4.99
SCBEKJE (mm) 27.24+7.33  26.13£6.41 25.11+4.43
SCHEEAR (mm) 3.03 £0.37 2.98+£0.35 3.14+0.43

% 3. KRBT ARJF 24 h 5 hs-CRP #1 sPLA2 7k FEL

2.2 ARBI.AKJE 24 h 1% hs-CRP # sPLA2 7K F
23

DPUZHAS IML77 hs-CRP 1 sPLA2 /K48 AR Fij 1 W]
BIE (P <0.01) , RAT=A LA M hs-CRP Al
sPLA2 /K0T BREH I S s (P <0.01) , =348
LA AT B 255 (P >0.05) ; KRG 24 h, =43
BRG] I hs-CRP H1 sPLA2 /K HCBAT TC ] i 2%
S(P>0.05), 3 ZHRARIG SARATH2ZE 5% 8
AR B THE (P <0.01) ,3 N Sc 220 4 6] o g 2%
S (P>0.05;%3),

Table 3. Comparison of serum hs-CRP and sPLA2 levels before operation and after 24 h

5 PR XTHRZH (n =48) Firebird 2 183748 (n =33) Excel 4 (n=43) Nano 3Z4%(n =50)
hs-CRP(mg/L)
AW 1.32 +0.44 4.98 +0.43" 5.09+0.61" 5.05+0.51"
AJG 24 h 2.12 +0.51* 12.04 0. 45 12.11 £0.61* 12.01 0. 54"
sPLA2(pg/L)
p NGl 6.33+£2.18 15.40 +5.58" 14.90 +4.00" 14.70 +4.35"
RJG 24 h 7.39 +2.38" 27.34 +7.15" 26.38 +5.73" 25.96 +5.51"

aly P<0.05, 5ARATHE ;b I P <0.01, 5% IEAH HL#

3 W it

PCI AR J5 F8e 8 AR S LA X 3 kg 47 1 —
it B B S SR, e — BB R W o AR K TR
I FRE AR Y2 R sPLA2 Sl & Mk A
FMEAS 5 PCL ARJG FRZEH VA, Korotae-
va 2 PVHFSY SR PCL ARG 24 h I3 sPLA2 048 )
TR T BT, S IEH PCT R J5 ML sPLA2
55bR 3l bk 2 FEBe A R R UIAH G, ZF AR

-l

ST on 2bE IR 3h Bk 25 A E 3 PCT S BP
%] .6 h.24 h hs-CRP /K5 F AR, Saleh %57 #f
7R PCI ARG CRP K5 AR 5 H A % UIAH G,
55 DA RS ABFREBEARJS 24 h il i sPLA2
o B B i K A 4R I3, PCT R J5 I hs-CRP,
sPLA2 BORHTHI ] b w57, HF =0 i B A xo) RE 2 1]
BN S A A IS, SRR — 2
AR, AR Bl ks 5% B v, SERE S Y
A IMAE PRSI FR I il A5 28 KR8 I YR 5
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FRIE RASSFEA O, R ARSI 8 SN
22BN G B B A e RE AR AVEBOR 1Y 2R
FRIE AR SOM S5 | 78 100487 11 P4 i B 1 Th) B4 A
4SO 48 AR I AN TN A AR Y Lo 91, G2
PR R P R MR T 2 7 A 2 S 2 S e I A
SE AT R 1) R AE SN ARSI SR B
K& FEA G BARTTRAE R FACE T, F S BT
AREAERI AR, T35 =SB 5 0E K F 7K R
J5 SARTT R 22 R Sl AR S ki 52 20 B 8 Ty B
REE I SCAAH A ISR A SV

T, 250 VR I SRR 7 18 R AR AT 10%
FeAa, Ka e B2 B SR S, SR R T R 2L Ak B
FRIAN T R figp 24 % J 2 o 2 B0 30 11 6 B S
I N R AT R RS R AR A R R R B
RN Excel SCAEAF—AUTT A4 2 75 A
TR VR SR IR 2R EYEEAKRN 3 ~6 DA
J5 HE AR S KR — AR, SRR — ARTC EUA
P85 R 25 e B0 S 48 Nano , B 321 7 SR (A 2 1 3
TR TS ) A L . ARSI ST M B R S A
ANJEARJG 24 h L7 hs-CRP sPLA2 284k, &8l =41
(B JC A 25 57, 7R — & X PCI AR S5 S0t 9 0 I 1
A A FARLARL, 5 45 )1 45 B 9 2L TE ik
SO R] I figk 7R A R 2R 24 WDV I S AR B A T fi
B AR 2R 25 ) DRI ) Uk S S LRI R 2K

JEE ARG 78 = R SR S5 BN %
E SR, ARG R W] 22 5, 28
DFAFTHAN JE TR S 0B A 1Y KL A A
Bo fH Kang 251 BIFFE R AR T sl 52 4885 T [ it
SCHEFE AR IR RAE R T I R IR e 22 51, PCI
AR5 RAE L5 AR G RATAFAE P, X AR
KAUNY) SR AR S5 P78 () R A R LA
K AWESE, FB0SE0F 55 3R B 0] % A S 480 mT [
fift SCHRAEREAR AR S5 PR 78 S 91 RO I A8 A
Jr e .25 5% . 1] Massberg AR S IR S , Jo#k
PRVG % 50 R S48 5 38558 7Y 2 52 W) A AR AN T [ A
SR 1 AERE IR AE Bt AN RO U A
Tada %5 WAk TC 2 4 SR 24 ) S SR 50 A ] I £
2 STORAE AR 5 A oA RS0 A | I 40 A Jl 25 2k K it
B AR, K, T i — 2 T =
SCRARIG AT 5, WA RFEAS & S K A] | R
BRMBLRIRTSE
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