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ZHANG Xuehe XU Jinghong

Abstract Objective: To investigate the correlation between apolipoprotein A-I level and the incidence of coro-
nary artery slow blood flow in non-diabetic population. Methods: Patients were collected from the heart Center of
the First Affiliated Hospital of Xinjiang Medical University from January 2017 to February 2020. A total of 278
patients underwent coronary angiography indicating slow blood flow, and 266 normal patients underwent coronary
angiography at the same time served as the control group. Results: In the nondiabetic population, apolipoprotein
A-1 levels were lower in the slow-flow group than in the normal control group(P =0. 006). Univariate and multi-
variate Logistic regression analysis showed that apolipoprotein A-1 was an independent protective factor for slow

blood flow in non-diabetic patients(OR =0. 417, P =0.025). Conclusion: Apolipoprotein A-I has an independent
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protective effect on the incidence of slow blood flow in non-diabetic population.
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A E TR BRI X S 3R, 4118 LR k37 +
A K8, dEIEE AT E T RERH M (P,
Po) BB R MER., fLHRELKEZHE
logistic A1 40 # H LAPEAL apoA-T B52 M . ApoA-
1 5 9 0E M B 3R HRPUAH & F8 1k H] Spearman 5%
Pearson AHCHE 3 #r .
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CSF B35 A b IE 5 %F BB 3, P20 J8 3 AR i
P 1 L R AR S| IR L K B S (lymphocyte, 1Y) |
B A% 4l MY (monocytes, MO) . H il =8 ( Triglycer-
ide, TG) X %% FE 5 8 11 1 [ i (low-density lipo-
protein cholesterol, LDL-C) , HDL-C 7K 3 Z [a] #J
TG it 2 5. b CSF 41 3% BMI, [ 40 i
(white blood cell, WBC) ., " ¥ i 40 if (neutro-

philicgranulocyte, NE) /K F & FIE# 4. BJH
% (total cholesterol, TC).apo A-1 7K AL F %t f&
41, CSF 41 i Il RSB & B vt B4 2, 22 3 39 A e it
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Table 1 General data
XiSQM(PZS #PTS)

A XFHRZH (266 ) CSF 4278 i) P {4
R/ % 52.3049.12 53.0149.03 0. 360
YA/ ) 167(62.8) 174(62. 6) 0.963
AR 5B/ 481 C 26 131(49.2) 129(46.4) 0.507
1= 1L/ 4] C 24 85(32.0) 112(40.3) 0.043
BMI/ (kg + m—2) 25.9543. 42 26.65+3. 89 0.025

WBC/ (X109 « L—1) 6.19+1.62 6.75+1.945 <C0.001
NE/( X109 « L™1) 3.53+1.20 3.98+£1.53 <C0.001
LY/(X109 « L™1) 2.03£0.58 2.11£0.70 0.164

MO/(X109 « L™1) 0.41(0.32,0.52) 0.43(0.34,0.55) 0.093

AN/ (<1012 « L—1) 4.647+0.50 4.65+0.63 0.932
ML A/ (g L1 146.72492.63  142.20418. 42 427
S H) 21 41 ffl AR B/ £L 91.8345.33 91.4448.49 517
ST 49 21440 0 . 4126 11/ pg 31. 0045, 65 30,5042, 79 193

ML E AW/ (g« L—1) 332.03414.11
ZL 40 M 53 A5 58 B/ V6
/A #/ (X109 « L1y 214.01£51.76
3 /AR AR/ L
I /NE R/ %

Ifit 4/ (mmol « L—1)
TG/ (mmol « L—1)

0

0

0

330.55427.54 0
13.244+1.17 13.13+1.23 0.287

223.34£57.59 0

10.09£1.72 10.35+1.54 0

0.21(0.17,0.26) 0.22(0.19,0.27) 0

0

5.05+1.02 5.07+1.00

1.48(1.01.,2.05) 1.49(1.11,2.29) 0. 446

TC/(mmol + L—1) 4.3740.96 4.18+0. 94 0.023
HDL-C/(mmol « L—1) 1.13+0.46 1.10+0.29 0. 340
LDL-C/(mmol + L= 1) 2.80+0. 96 2.65+0. 84 0. 054
apoA-1/(g+ L™1) 1.26240.26 1.2040.23 0.006
) 106.57(52. 45,  130.88(77.4,
G H/(mg» L™ 0.018
205. 14) 216.9)
11.80(9. 00, 10.70(8. 10,
ML/ (pmol « L 1) 0.058
15.70) 14.68)
WUEF/ (pmol « L—1) 72.15+16. 99 69.95+15.91  0.120

JRWR/(pmol « L—1) 314.29+96.84  317.99+91.54  0.647

TyG index 3.54(2.43,5.50) 3.73(2.60,6.06) 0.434
94.79(60.67, 103.99(65. 38,
TyG-BMI 0.237
141.66) 159.81)
TG/HDL-C 1.34(0.88,1.29) 1.40(0.93,2.36) 0.604

2.2 apoA-1 Wl AR 1E

AP B AR i WE s L% I R L TG L LDL-C,
BMI.apoA-1 SFFE RN A LA R N 2 &R logistics
W28 H7 . BRI 2 logistics [1IH 487 2 B L &5 1L &
(OR=1.437,P =0.044) ,BMI(OR =1. 054, P =
0.026) ,apoA-ICOR =0. 374, P =0. 005) & 3£ ¥ IR
i B CSF BUR M2 m &R . f — 2% Lk
A ZHZE logistic [FF4H7 3B 76 £ R R L 4F
I IR R I R TR A R R IR A R, apoA-l
S AEHE PR B E CSF B I Sr R 37 I & (OR =
0.417,P=0.025), W%« 2,
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Table 2 Logistic regression analysis

AR FLHE OR95%CD P ZH#E OR 5% CD P {H
531 1.008(0. 712~1.427) 0.963 1.197¢0.789~1.817) 0.398
AR 1.009(0. 990~1. 028) 0. 360 1.011€0.991~1.032) 0. 287
U 0.892(0. 637~1.249) 0.507 0.878(0. 611~1. 260) 0.479
TR M 1.437(1.010~2.043) 0. 044 1.272(0.882~1.833) 0.198
TG 1. 058(0. 908~1.232) 0.469 1.060(0. 899~1. 250) 0.491
LDL-C 0.824(0.675~1.007) 0.058 0.863(0. 700~1.064) 0.169
BMI 1.054(1.006~1.105) 0.026 1.047(0.995~1.101) 0.076
apoA-1 0.374(0.185~0.757) 0. 005 0.417(0.194~0.897) 0.025

2.3 ApoA-T5RAE F R 5 2 ACHU 8 br 14 A7 1

AHOCAE 43 By 2 B, ZE AE W PR 1) CSF & h
apoA-15 WBC(r=—0.142,P=0.001) NE(r =
—0.121, P = 0.005), MO (r = — 0.160, P <
0.001) %5 % 4E 45 #r &2 1M OC, A B it % 2 7.
ApoA-15 TyG index., TyG-BMI JC # & #H ¢ %
{H5 BMI(r=—0.233,P<C0.001),TG/HDL-C(r
=—0.309,P<C0.001) & fAH %,
3 Wit

CSF J&—Ff LU I 45 Ty 68 25 6L 4 ¢ AiF 19 3 52
i, HAEARWMEEZMBHMEIES SR,
CSF g tA Ay & — i 530 2 ik ks E 840 i R B, =
55 By Ik ok e 4 1) 1 TR, R L 5 A 4l By fik oA A B
A5 1R O WL AN 5] 5 i R AT 2 3 2R o0 00 5
SMEIKEE B IR . AE O LTS KA R 15 5 F
i ok L AR 1 | v AE R B A 2 S 00 HILER I, AT
5% 2 BIAE BRAME S PR JI L0 I | i A P AR A
R R SO0 2 i % 5 2wl Ik es &
TEFE 2 2O U BE 1) B A A e B V) L R,

R AT S DF 5 R W, HDL-C 7K °F 5 3l
1 = o O ST [N = 27 S o O W = B
KM ARG B i HDL-C 7K SF 1] fE 25 (%A%
O HE U LS SR RURS: AR TR RO B I R 45 2R
I P IR A, R 22 B8 e i K HDL-C /KF 1957
I BA B A O I Y R R . TR S R [
fig % %% & 11 (CETP) #l il 52 8657 L e N a8t %
IS BB ST 2 B HDL 5 8l ik 6 1k P 20 i 5 95 9
KBS TE K . B AR HDL-C ¥R B A 38 m o] LU we 17 &
PN A T 21 2018 [ B AR ] AT DR 2 A7 0 BRI BE T
HEMERSHEREARZ -MAREBARY
STRRL . XA AT R X FE B EREA W
SR B A TN DI RE R IR DN a1 B Y A4 o
HORA [ 2 ) 68 ot s 2 BT 0 IR [ R AR HE . X —
ARESEH apoA-1 - F K. ApoA-1 & H 243 T4
FERR R A W E A B, Fh HDL ) F 2 &E A
BTG, BRI RE R 2 i ATP 455 &5 iz i 1
ATCABCAD) #% 3z 1) 240 J P JIEL 151 B A0l B 76 A [
Pt 35 [ 5 32 1) PR 20 BB op = A= HDL ki B

SR WIEIR B apoA-T W] fig & T b7 3h i A Ak 1k .0
MR B TR Y7 f 5. T HDL A1 apoA-T ¥
W AR O, FE apo A-T e 8 0 3 ik B Ak 10 i
P KU 22 ) A7 7 AR 58 B4 R i) AR S0t

AT T W B 95 5B A 2 Ik o A 5 A 0 it
PRI I e A SRR O I A5 S 1 LSS T 2% . AR
7% BB IR R 3 HDL-C Al apoA-1 7K A%, i H.
AU A UESE £ B HDL Zh g~ B . A 45 I8 [ E 4k
WAE 1 AT R T BE R AR . Barrett 5570 WF 58 £
B apoA-T 2o & 3k £ 4% PR /)N BRL 3 ok o5 A A 1k 71
BRI T apoA-T ik 23k B9 BE IR A5 /N B, F
Aty L ot 4% K h Bk R AL A% B AR 5T R A 4 i e 3k
apoA-1 P AERE IRAG /N B, 1T BE JC 74 4 T PF Al apoA-
TIFER . B R MG B 3 BE AR Ll apoA-T 7K P [%
1% 5 MOBE K S A (O B R HRBTK 5 apoA-1 K
Y O R I TC B R HL I 5 . T RE FR % 48 bR
FER AT RN . R T B AN BE IR A X H 1k ok
S B ), FR AT 38 BCAE BE PR A N BE PE AR H apoA-T
KPS0 MAERRA LR, FERNTFIE P, A
PR N 1) 12 0t 3 A 2 55 0 IR 4 R 3 22 1]
FAER TG 22 22 5 W8T e, ik BMI % 78
W 2 a)tIf o227, apoA-1 K FEAELEH I &
S 08 i AR R B K AL, RE R E
SAHT B, & IR & BMI, apoA-T #BJ2 i ik 12 1fiL 7%
FsEm AN E, #—2% LR A L HE =S
BT AE 2 BRI AR Y LW Ll L TG L LDL
BMI S8R 22 R 2 8918 0L F > apoA-T J2& JE 8 JR 5 A
A a3t £8P 1Y ik ST PR IR (OR = 0. 417, P =
0.025),

T, KT apoA-1 A5 19 8l ik o+ 5 46 £ 3
ML F BIF 58 2 B L apo A-T 138 i 5 £ 2% 19 B W 200
M43 CETP F1 apoE, apoA-1 B #{ ik B 18 15y />
toll FEAZ A 4[] JIg 78 55 4 K 0 55 A IR 6 A T 1Y
NF-kB #3% . . #816 apoA-T i 235 ] B J2 it
Pl 48 9 RE B9 A T B2, FE R RN R
apoA-1 1 Fik AT GE A B F ol 35 sh Bkok AR Al 4k . H
PR 70N PR S F 200 R L B 2 i 0 b R 2 4
B, i apoA-T 3 235 /N B 1140 i 1T 2500E R .
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B 2L HDL MR apoA-T 3 i 38 i F # L #
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2 I AN 2 B UL 20 i i i 3% M A B B R

A 10 4 R R, XSRS R WL apoA-T
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0.001) \NE(r=—0.121,P =0.005) MO (r=—

0. 160, P<20. 001) 45 RAE F5 5 22 T A 5. HOMA-

IR 2 PP A B 5 2 4850 10 A RLds b H 2 X T

AW PR 50 R U s 5 TR e B 3R K SF- J2 IR 4 A

R, T L 23 3 n A Ah 1 28 T AR I LR AT SR
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e £ BRI RARPT AR L L SRR R A AT

5 BMI(r=—0.233,P<C0.001) ., TG/HDL-C(r =

—0.309.P<C0.001) /KF B FAR K, DRI R L

B 7 A B s AR P s apo AT AT5 98wl fig i i Bl 3

AE LA B IR I R AT A A O ML DR AP
25 bR IR X T AR RE R CRE L A8 BR S BE R

Xt apoA-T K20 )5 - apoA-1 /3SR £ CSF 4145

Xf BEZH S W] W 22 5w R 3K . apoA-T 5 AEME B A

A I A R B SRR OC A Sy ST AR AP T A

BT K LA K BIBE ST 45 2R apoA-T Al fig i

T A0l K o e R A | A0 A S E S 0 TR R

FRT A J7 T 2O i A PR AR . (H R AT FEAT

SRAFAE—BER R Z Ak L o SR o Bl M IS,

5 %5 BBk B T [a]— B2 o %) ek ik ok 5 /B 3, AR A

AR 5 T REAF7E — E D fay  BIF5E AN RETS Z itk — 209

K IFBEAT Z P WS HE— LBk, 55— J i, X

TARRE R ARE apoA-T ik K- 1Y Ho At 52 0 A 3R

WG HE— L W B, [ BF CSF 1 350 B & AR £,

apoA-T 7E N BT RE 2R I L S I A8 9 42 L 0 UL 13 55

75 T B = A R AR R A RS .

PR A 1EH G AR TE A 45 iR
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adverse cardiovascular events in patients with acute coronary syndrome
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Abstract Objective: To investigate the predictive value of platelet aggregation on short-term adverse cardio-
vascular events in patients with acute coronary syndrome. Methods: A total of 169 patients with acute coronary
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