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[ ABSTRACT] Aim To investigate if erythrocyte membrane cholesterol (EMC) precipitated the onset of the percu-
taneous coronary intervention ( PCI)-related coronary slow or no reflow phenomenon, and to determine if EMC was a new
predictor for this PCI-related coronary slow or no reflow in patients with non-ST elevated acute coronary syndrome ( ACS).
Methods 295 patients with non-ST elevated ACS were included from our hospital from march, 2012 to march, 2014, age
57.54 +12. 16 years old, male 168 cases, female 127 cases.  Biochemical markers such as EMC were detected before
PCI.  Gensini and syntax score were measured and cardiograph and PCI were normally done.  The blood flow of TIMI

frame count (TFC) was evaluated in the process of PCI operation.  According to the result of TFC, all patients were divid-
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ed into two groups: the normal flow group and slow flow or no reflow group. Results EMC level in patients with non-
ST ACS was significantly up-regulated in the slow flow or no reflow group when compared with that in the normal flow group
(142.05 £26.37 vs. 95.46 £22.58, P<0.001).

score, the stent length and number were severely increased, and the inflammatory markers neutrophil and high sensitivity

The scope of culprit-related coronary stenosis, Gensini score, Syntax
C-reactive protein were remarkably up-regulated in the slow flow or no reflow group (P <0.001). In addition, it was also
found that smoking and elder age were closely related to the onset of the slow flow or no reflow phenomenon.  There was no
difference in the level of total cholesterol, low density lipoprotein cholesterol, high density lipoprotein cholesterol between
the two groups.  Moreover, EMC level was significantly correlated with the scope of coronary stenosis, Gensini score, Syn-
tax score, hs-CRP and smoking by the multivariate Logistic regression analysis (OR =0. 81, 0.61, 0.33, 5.16, 3. 17, re-
Conclusions

spectively,P <0.05). EMC was closely related to the onset of the PCl-related coronary slow flow or no

reflow phenomenon and is a new predictor for it in patients with non-ST elevated ACS. It can be explained by the mecha-

nism that EMC may precipitate an increase in the volume of intraplaque contents and their release and activate those inflam-

matory pathways.
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HEAARRS kT, 2 54 PCL A #T A0 A J& B 4
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Systems GmbH , Holzheim , Germany ) , P % K 3 &
A3 K,
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A SR E A0 M EIOR DI R 25 S TR e O R
P2 B fE s 2R rh e i A IO A9 3E ST 468 &
R ACS HE T 5 kA PCL A OGS Ik o0 Jik 12 1L 3% 5%
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1. BRMSHIEREE AR
Table 1. The baseline clinical data of the research objects

MM AL 4

= H (n=109) (n=186) P
I (%) 59.32 +14.25 56.28 £10.95 0.041
B2 () 66/43 102/84 0.339
BMI(kg/m?) 28.26£5.47 27.43+4.98 0.184
W bR (1)) 41(37.61% ) 55(29.57%) 0.155
R L (1) 38(34.86% ) 58(31.18% ) 0.515
1R i IAEE (1) 29(26.61% ) 43(23.12% ) 0.502
R () 18(16.51% ) 27(14.52%) 0.646
W (f51)) 46(42.20% ) 33(17.74%) 0.001
S 9 T HE (A1) 5(4.59%) 12(6.45% ) 0.507
FEBEAET-F () 2(1.83%) 0(0.00% ) 0.045
RAC ML EPAEFEE (% ) 94.23 +5.27  85.41 £6.94 <0.001
Gensini B4 63.42 +24.75  46.28 +26.51 <0.001
Syntax 14 27.19 £11.26  16.95 £9.28 <0.001
SCHRBE () 1.58 £0.81 1.09 £0.62  <0.001
SCBRAKE (mm) 22.16 £12.06 16.83 £10.39 <0.001

EMC(mg/g) 142.05 £26.37 95.46 £22.58 <0.001
TC( mmol/L) 5.61+2.04  5.53£2.32 0.765
LDLC ( mmol/L) 4.25+2.16  3.97+2.54 0.336
HDLC ( mmol/L) 1.16 £0.23  1.1220.19 0.108
23 6 1L ( mmol/L) 6.12 £2.68 5.72£3.15 0.268
ML ILEF (mg/dL) 81.14 +29.81 75.25 £34.97 0.135
IS E I 1(pe/L) 0.46+0.18  0.37 +0.21 <0.001
EF(% ) 46.35+9.11  57.27 £8.53 <0.001
L1401 ( x 102 /1) 4.28 +0.96 4.14+1.02 0.246
/MR ( x 10°/1.) 221.19 +64.36 208.42 +75.57 0.134
PR AR x10°/L)  4.38+1.22  3.97+0.91 0.001
WA ( x10°/L)  1.47+0.63  1.61£0.59 0.056
hs-CRP(mg/L) 31.03 £6.52  18.32+5.04 <0.001

F2. EMCKEEHEZEBNRHALEREMEENS
% Logistic [@ )34 #7
Table 2. Multivariate Logistic regression analysis for EMC

and other risk factors for the PCI-related slow or no reflow

phenomenon

i H ORfH  95% WIfEXIE  P{A
EMC 7K 1.01 1.008 ~1.011  0.916
LM A PAETEEE 081 0.732~0.957  0.002
Gensini 4 0.609  0.461 ~0.974  0.009
Syntax 14 0.327  0.142~0.783  0.010
TC 1.21 0.905 ~1.618  0.200
LDLC 1.19 0.817 ~1.325  0.159
HDLC 1.08 0.633 ~1.547  0.749
hs-CRP 5.16 2.23 ~8.25 <0.001
WA S 3.17 1.174 ~6.861  0.010

PhSZ PP 7 RS 2 — A SR TVUS
AT OCT 6 BEBR TR HEAZ 0o 0 PR AURT 0 2 0 L
ML PCT M C B E i &A1 fEARB ST, 1
IR ST #6758 ACS H BIR 3N kit 52 A UL S il A4
SN R A PCLAE S SRR 2l i ifn 38 2% 0 &2 3t A8
FHEMC /KPR T m, R EMC 5 PCIAH G
ARSI ok 0 ot 378 5% T8 2 3k A B DDA G 2 1 i 3 B
TE AL EETM A7 R it —5 Z W, &
Az SEEAR S K 1t 3 5 JE A I R 1 PCTAH G TR 3
ks A8 B As R o fin e, HLHL SRR Bl bk Gensind 9
431 Syntax PF43 5 5, 2 BH S bR 3l Bk o8 A B e /N
R AR 52 2 T B 5 e R 2l Ik A 1 9 5% JE &2 U kAR
AHOG, BEAh, STARA B RN SR b K I s
WSLEPT LR IR A 222 5 R BRI R 2 PCl
AHICTREAR B ik 18 1t 3 5% 0 & 3 & AR ) T A B [
#, i TC . LDLC HDLC 7K 75 P 21 [a] A U 0 &k 22
St P PRI A S K% hs-CRP 7K F-7E W 20 i) A7 3%
PE2E 5, FRIITICRE ML AL e R 3l bk 48 1 37t 5% T8 &2 I
B T EE A,

A 2EE R EMC 2 e AR 30 ik BES o o 1 4 It
B EE R IE , BEH P I ROR B L) EMC fif g
JoRAZE o 18 T e EE TR i g L 8 I 23t 7 i 3 %) 55 1)
N IAE 2 4 08 5 45 5 KA, B Ay
FEBEPANER R 5 & A= e R B0 Ik =5 ) 2l ST o T
TR0 AT e B, 5 bR Bl kL 3 1 H
B ML, KA PCL AR C SR 2h ik i il 37t 2% 76 & I
BE EMC KR TR, 3R EMC 5 PCI AR G e
AR Bh ok p 1l 378 276 &2 3 kA B VDA G, I ad £ R
& Logistic [MH4 1 & B EMC /K5 PCI A& IR
B 7 FE B | Gensini PF 43 Fl Syntax 343 12 & AH
5%, W EMC 4 T el bk sh kook i B btk e K
HEINSRFEAZ AR, KA B A% PN 25 00 1 R il 38
T MR BB M & 4E . Triakas 25 B & B ACS
BE EMC KPR EF w2 TC & LDLC /K-
ToHRAEAE 5 UL BRI, AR5 & B EMC
/K35 TC LDLC \HDLC 7K JC i A 5e , dk— 3%
B EMC 257 F TC .LDLC HDLC /K, /&3E ST 4
A ACS S PCAH G R 20 ok 48 1 i 5% T &2 3t &
AT TN PR 7, B Ak, 4 A R 0 A = % mT 3N
B YR A2 A B Dy fie , 2 3l Ik ok A A AR 1 AN
RIRIGRSHIRAT L ARBEIE  EMC 500 | 5
0% ik 2 R DG 3k B 5 R AR R 1 T BN B T g a2
4 K EMC 78 N Bz T UL AN 8 3 ok o8 B B 119 T i
MR A G, Ioh i —2 &8 EMC K- 5rh
PERLA AN hs-CRP B UIA G, RARIENLHIZ 5 T
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EMC JE B 3h Bk e B (g i

Zi AR, EMC 54F ST 485/ ACS #3& PCI
AHOCTEIR B 0 1t 3 =5 T0 &2 0 kA 2 VAR G, 2
ST ¥4 ACS & PCI AH &5tk s ik 12 1 3 28 G
2 R A R ST TN R FCATL ) -5 00 S oA A BRE B
TE R, 38 IBE g T A AR BRI 2 SR AR e A
K, MARSEALHFIAE L P T w2,
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