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intervention , PCI) /& 2 40> JLFE L (acute myocardial
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SR VBRI OCHE S 5y, WFEUESE IL-17 5.0
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— AL
i (xxs, %) 64.3+ 5.6 65.1% 5.4 0.701 0. 485
BEHI(%) ] 15(48.4) 38(50.6) 0. 046 0. 831
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WEAE S [ 41 (% ) ]
= MLE 15(48.4) 31(41.3) 0. 444 0. 505
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Hith =g (mmol/L) 1.7+ 0.6 1.7+ 0.6 0.173 0. 863
SR E B ( mmol/LL) 5.4+ 1.2 5.3+ 1.3 0.526 0. 600
I % 2 J5 45 1 ( mmol /L) 2.9+ 0.4 2.9+ 0.4 0.515 0. 608
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p N} 3.2+0.1 3.1+0.1 1.608 O0.111

ARJF 16 ~18 h 1.3+0.4 0.4%0.1 15.471 <0.001
IL-17 (x =5, pg/L)

ARHT 20.4£2.7 29.0£2.3 0.923 0.358
ARJF 16 ~18 h 58.5+1.5 41.2+3.1 13.259 0.007
AL (2 xs)

LD ERMAE(%)  59.3+3.1 67.7+4.0 4.869 <0.001
LLEWHARNGE  41.0+4.4 33.2£2.1 3.329 0.001
(mm)

LLEFKANGE  57.5+4.5 50.3 3.7  3.381 0.001
(mm)

AN RO IS (% ) ]

AL NUEESE 5(16.1)  2(2.7) 6.445 0.011
T 1(3.2) 1(1.3) 37.479 <0.001
R 6(19.4)  4(5.3) 2.506 0.013
2.3 BV

Bt 4 (3. 8% ) Je )i, Hoh 2 I JE R i 4,
2 BRI A, BEVT A, JC 5 U A O LR
FE51(16.12% ) , 3BT 1 Bl (3.2% ) , i 52 Ui 20 15
R WUESE 2 B (2. 7% ) ,FET- 1 B1(1.3% ) . iR
MM MACE F 1/ K AR B T RE WA (P =
0.013)(£2),

3 4Tt

AT G R0 PCI 5 1k 57 15 6 A
R WS EE, CE T R PCT R B
AR S | 2 AMI B KR RO M S
PERG A S TN PR 7S R e T B R S G B A
LRALE

TL 2 ph 25 200 e 7= A 5/ 1 22 b 40 i 1 —
KA 1, HAjTED & 38 FIL, HREE 4=,
FFE R  TL-1 S0 A 53, 4N IL-18 A1 1L-18 , ] fig it
SRR ARERE 1L BEHIE AL WLET 446 TL-17 7]
P84 A A L 43 00 KT 2 200 4 iR A, 4 )
B U0 P Tl e kO ILEF Ak, 3
LA O UL 45 7 BAEG, D D) BE AR SR8 IF
B, Bz TIL-17a W/NRAE R A O HUEESE 7 d 5 A2
RO 0 AR SE, -7 R S R AN 3R
B LA T, PRI TL-17 ]2 500 %8 A
A HGT R, RATHORE ST 4E RALIE ST, TR i
IL-17 /KPS il o 5, G 41 ) MACE &
AR R IL-17 5 MM A0 & A, 1

ik — 2 UESE

Tl A& —FhF W B OB bR 58, AWFSE
KB, PCI RJ5 E AN Tl K38 Fidl i,
EMALONIETA R O ™, HAR S 1)
FEFE L B A5 0 R B IR AL O D RE R O A I
W WO AR 0 WILRE A 75 2 B A A e, K
R RO UL L, fR O T RERE

PR, AR 9T A — 5 Jm B . 98 A B REAS
B RN IL-17 B K-, L7 I ] 45
BRI WY, Mz, AMI B E T R A
(1 TL-17 B 8 42 4, IL-17 %} PCT RJ5 0 LG
WA —E M TIAEH
Fl35h5E K

Z % x #

[ 1] Bouleti C, Mewton N, Germain S. The no-reflow phenomenon :
State of the art [ J]. Arch Cardiovasc Dis, 2015, 108 (12):
661-674. DOI:; 10. 1016/j. acvd. 2015. 09. 006.

[ 2] Shah PK, Lecis D. Inflammation in atherosclerotic cardiovascular
disease [ J]. F1000Res, 2019 Aug 9;8. DOI. 10. 12688/
f1000research. 18901. 1.

[ 3] Lim GB. IL-I signalling in atherosclerosis [ J]. Nat Rev Cardiol,
2019, 16(4): 200. DOI. 10. 1038/s41569-019-0172-7.

[ 4] Allam G, Abdel-Moneim A, Gaber AM. The pleiotropic role of
interleukin-17 in atherosclerosis [ J]. Biomed Pharmacother,
2018, 106:. 1412-1418. DOI. 10.1016/j. biopha. 2018.
07.110.

[5] MM, EWH. SEERTELOUBIZEN ATRY7 IO ILEE IR
5 QT M HUE I C R[], PELMERE, 2018, 23
(2): 129-132. DOI: 10.3969/j. issn. 1007-5410. 2018. 02. 007
Zhao SY, Wang HX. Association between no reflow and QT
interval dispersion of the patients with acute anterior myocardial
infarction during percutaneous coronary intervention[ J]. Chin J
Cardiovasc Med, 2018, 23 (2). 129-132. DOI. 10.3969/
j- issn. 1007-5410. 2018. 02. 007

[6] LeyvaF, Zegard A, Qiu T, et al. Cardiac Resynchronization
Therapy Using Quadripolar Versus Non-Quadripolar  Left
Ventricular Leads Programmed to Biventricular Pacing With
Single-Site Left Ventricular Pacing: Impact on Survival and Heart
Failure Hospitalization [ J]. J Am Heart Assoc, 2017, 6(10) ;
141101. DOI; 10. 1161/JAHA. 117. 007026.

[ 7] Grebe A, Hoss F, Latz E. NLRP3 Inflammasome and the IL-1
Pathway in Atherosclerosis [ J]. Circ Res, 2018, 122 (12) .
1722-1740. DOI; 10. 1161/CIRCRESAHA. 118. 311362.

[ 8] Jiang X, Wang F, Wang Y, et al. Inflammasome-Driven
Interleukin-1o and Interleukin-13 Production in Atherosclerotic
Plaques Relates to Hyperlipidemia and Plaque Complexity [ J].
JACC Basic Transl Sci, 2019, 4(3) ; 304-317. DOI; 10. 1016/
j- jacbts. 2019. 02. 007.

[ 9] Zheng ZH, Zeng X, Nie XY, et al. Interleukin-1 blockade
treatment decreasing cardiovascular risk [ J]. Clin Cardiol,
2019, 42(10) : 942951. DOI; 10. 1002/ cle. 23246.

[10] Erbel C, Dengler TJ, Wangler S, et al. Expression of [L-17A in
human atherosclerotic lesions is associated with increased
inflammation and plaque vulner ability [ J]. Basic Res Cardiol,

2011, 106(1) : 125-134.

(Wki H 191.2018-07-18)
(AT . 228





