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Abstract Objective: To study the relationship between fractalkine and no-reflow after the percutaneous coro-
nary intervention (PCI) in patients with acute myocardial infarction (AMI). Method: A total of 195 AMI patients
who underwent PCI in Weifang People's Hospital from October 2017 to October 2019 were included and divided in-
to the no-reflow group (n=47) and normal flow group (n=148) according to Thrombolysis in Myocardial Infarc-
tion (TIMD) classification criteria. The baseline data and related clinical indexes were compared between the two
groups. The receiver operator characteristic (ROC) curve was used to evaluate the predictive value of fractalkine
for no-reflow. Logistic stepwise regression was used to analyze risk factors of no-reflow. Result;: The proportion of
old myocardial infarction,levels of peak cardiac troponin I (¢Tnl) ,C-reactive protein (CRP) , neutrophil count,neu-
trophil-to-lymphocyte ratio (NLR), platelet-to-lymphocyte ratio (PLR) and fractalkine in the no-reflow group
were significantly higher than those in the normal flow group,while the lymphocyte count was significantly lower
than that in the normal flow group (all P<C0. 05). The area under the ROC curve of fractalkine for predicting no-
reflow was 0. 897,and the cutoff value was 945. 77 pg/ml with a sensitivity of 78. 7% and specificity of 91. 9%.
Logistic stepwise regression showed that old myocardial infarction, CRP.NLR and fractalkine were independent
risk factors of no-reflow. Conclusion: Fractalkine is an independent risk factor and a potential therapeutic target of
no-reflow after PCI in AMI patients.

Key words acute myocardial infarction; percutaneous coronary intervention;no-reflow;fractalkine

28 B R B kA ATRYT (PCD J2 H i 20 L f0 A8 2 RO T Jd 1 AR AL S AT RE B AR 3l ik G
FEFE CAMD 1Y e A5 R00R 7 5 it o BT AR 2 1 ) KO T B e 1 T AN RE 2 A AR B o JUL 2L 2L 3 P

i =7 B g Pl SF = A
AT A K ES T AR AR H A E (No, R R T E R LY, &k I E il HKH

2016WSA07033) PCI 7 K 1 16 PR AR 25 o J2& 0 IUBE JE B 3 A8 R LS 19
T o R 20101 SR AT AL T frac-
23k by E = ok A . ~ N 3 > N

3@4’;‘;4’}5%%—:}:%);& ,Efmail:doujianxin@IZG. com talkine 5 AMI 3% PCI AR J5 J0& i 19 K & AR

A Y I8 52 0 WU A 5 DL R TR IR T R A



I5Ae, %, Fractalkine 5 2 PE.0 IUAEZE i PCI ARG L E R A KR

* 702 ¢ SU Liang,et al. The relationship between fractalkine and no-reflow after percutaneous coronary. . .

1 W&5F*
1.1 X%

ZhA 2017 4F 10 H —2019 4F 10 Hidihi AR
EERe4T PCI ) 195 ] AMI &%, H o 5B 106
(54. 4%, % 89 ] (45. 6%) ., 4E #% 45~ 78 %,
AMI 2 Wi f B8 v A B 27 2500 1048 0 2% 4 & 1 R
YED T g B S & A SE 10~ 20 min; 12
SO HL BRI ARAR 2 A EE 2 AL ST BrA kL
T =0.1 mV.IHH sh & 8 A AR 3% w5 T 6
(CK-MB) 5 L 55 & (1 @8 & 1E % L BRIF A 3h & 48
b HEBR AR ME - O G IF A i il 4 2 A0 06 sh M i
A JE A R MY AR G e N8 M S RE RS L B
B S EVE BN L 208 MR IR PR e R M R s @™
EIF B AR 2. HERPUm /MURERIT AR
Jei - BTN B8 Y508 R BT ) DE AR 300 mg . B4 Fii i
180 mg i faf wEPL il /DR IR IT . AR LK
B A BEZS b1 2 H AL UE , ir A SR 3 R B T R BLIR]
BESIMAR  EHEBEAERES.

1.2 SEER AR bRl

FI A A8 N BB S HE R TR 4 A i 5 0l T R A
A I REAS T 1L ARG TN I ¥ R A B 6 1 = B K
ISR T B D BE L H A S iR | g L CRP LD AL
it 3 KO ILILAS 26 1 TCeTnDD) K L 75 BUAS: 5 3 K
RIBFEZ G RE 2 ml LW FEA HT fractalkine ¥
M FEARFEWESS 4 h WL H 1000X g BO0EEE
T B E 10 min, H4E — 80°C T R 47, H 2 iF
— &4, RH ELISA i 7] & (A fractalkine %

P2 K6 ) AR 41 156 W 45 0 R I T AR S R B AT R A frac-
talkine 7K,
1.3 R g dsbr

T WKL 2 e 2 44 B 32 4T B 0 K DA 1 R RR
) e 5 A A B i ] A7 AR 0 LA BE 335 4 3
57 CTIMD 43 2% bR . TIMI I3 40 0~3 2%, H
L TIMI MR <<2 B FH W AT E i, TIMI Il
T3 PR A LA .
1.4 Sil2pubH

K SPSS 25. 0 B4 47 B4 Ak 43 BT L 4 A
TE A3 T B R DL o s R, 2 ) F R
ST REAS ¢ K 505 T E9E R DL B CA A ) RO,
KRy KBS 2 i A2 3 TAEFR1E (ROC) il £k 1T
i fractalkine X} JC & i A9 T 24 i€ ; R H Logistic
B AT CE s F %, L P<<0.05 A
ERAEGIHFEX.
2 H#R
2.1 IECE I 45 T T A I R B R EL #R

195 ] v, 47 ) (24. 1 %) KA T E Hi (6
B, 148 (75, 9 %) I 1F # CIE % i 40) .
TG 52 Ui 20 Bk 1H o WLAE B 95 52 LG ) c Tl 0 {H . C 2
N2 L CCRP) | b H s 40 i 31 0 v o R 40 il 5 ik
U0 440 Jf LA (NLRO | I /)i 55 9k T 40 B L (PLR)
VA M fractalkine 7K SF-34 & 35 & F 1F H L7 4H - bk 2
AT 3 R T I MR 4 (3 P<<0.05) ., B
I HAbFE AR G- 225, Wk 1,

F1 EFMRASEERARKERELE

Table 1 Clinical data xts
=2 1E B I 4H (148 1)) TCE W 47 ) P
i/ % 62.36+7.97 64.98+8. 69 0.056
HYE/ V) 83(56. 1) 23(48.9) 0.392
W A /) C 95D 61(41.2) 26(55. 3) 0.090
T I /3 (9% 44(29.7) 19(40. 4) 0.172
B BRI /19 C V0D 29(19. 6) 15(31.9) 0.078
4 B0 LR BE /451 ( 26) 17(11.5) 13(27.7) 0. 007
Killip 432 >1 %% /%1 (%) 31(20.9) 15(31.9) 0.123
5 48 5 /mmHg 127.19=+21. 87 124. 6825, 35 0.511
&% /mmHg 74. 85410. 97 72.74+11.18 0. 255
AR T 8%/ (mmol « L™1) 7.3941.35 7.8241.53 0. 090
HIH [ B/ (mmol « L71) 5.9241.07 5.9441.29 0.918
=M/ (mmol « 1) 0.924+0. 38 0.87+0.48 0.513
LDL-C/(mmol « L") 3.390.79 3.58-0. 89 0.194
D R/ (ng» ml™") 1403. 62207, 60 1440, 01+215.57 0. 301
cTnl M /(ng » ml™ ") 19.1049. 33 23.33+£11.70 0.012
CRP/(mg- L") 17.2846.31 32.47+7.74 0. 000
sRERLAR L/ (<107 - LD 5.4941.49 7.454+1.54 0. 000
E AN B/ (<10° « LY 1.70+0. 25 1.544+0. 22 0. 000
/R E/ (X107 « 171 218.78454. 00 224, 11446.51 0.544
NLR 3.30+1.06 4,9541.33 0. 000
PLR 131.13437.75 148. 40437, 50 0. 007
fractalkine/(pg * ml ') 860. 14+59. 80 961.44+50.72 0. 000

1 mmHg=0. 133 kPa; LDL-C. {It 2% B BS 2 1 il [,
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no-reflow
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Table 2 Multiple logistic regression analysis of coronary no-reflow
EELan B SE Wald y’ P{H OR 95%CI
PRIHE O LA SE 1.765 0. 875 4.068 0.044 5.839 1.051~32. 436
CRP 0.232 0. 054 18. 506 0. 000 1. 261 1.135~1. 402
NLR 0.564 0. 280 4. 066 0. 044 1. 758 1.016~3. 043
fractalkine 0.026 0. 006 16. 368 0. 000 1. 026 1.014~1.039
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