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27 KT, BREBHFRG—FATRAELTERR O HEFH(MACE) 3145 A st B4 fe MACE 41, #) A % B & Lo-
gistic BT EER Fo 3K F TAEHAE(ROC) W &K 5 47 1L-6.11-27 5 MACE £ A8 % A B L M h1E, &R 287 41
1K STEMI %% B 1 179 4] (62.4%) , F# 4 61.37+9.83 % | ¥ 57 ] £ & MACE(19.9%) ., MACE %1 % % %
# Gensini 74~ M3 11-6 F= 1L-27 K-F AR BIE BRRK KNI/ S I hTRTILFA{HTESD THBAEL,
Logistic &2 547 277, IL-6( OR=1.72,95%CI # 1.50~2.15,P<0.001) #= IL-27( OR=1.24,95%CI # 1.11~1.42,P=
0.001) & STEMI & F N6 77 —F 8 MACE £ A6k 3 S B &, 1L-6 f= IL-27 M MACE ¢ #h & T @A o5 A
0.701 #2 0.690, ZEif 1L-6 4= [L-27 5% STEMI & & B K S IRAMNE 76 — 54 MACE X A0 R A0 B &« &
F e R 2E By B A — A TR AL
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Impacts of interleukin-6 and interleukin-27 on the prognosis of patients with ST-seg-
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[ ABSTRACT ] Aim To evaluate the prognostic value of plasma interleukin-6 (IL-6) and interleukin-27 (1L-27)
level in patients with acute ST-segment elevation myocardial infarction (STEMI) undergoing percutaneous coronary inter-
vention (PCI). Methods Patients with STEMI diagnosed first time and underwent PCI in People’ s Hospital of Xin-
jiang Uygur Autonomous Region were consecutively enrolled from January 2015 to December 2016.  Clinical data and blood
samples before PCI were obtained from all patients. Plasma levels of IL-6 and IL-27 were measured by enzyme-linked im-
munosorbent assay. The patients were divided into two groups based on the occurrence of major adverse cardiovascular e-
vents (MACE) during 1-year follow-up after STEMI diagnosis. Logistic regression analysis was performed to evaluate the
relationship between plasma IL-6 and IL-27 levels and the occurrence of MACE. The receiver operating characteristic

(ROC) curve was applied to evaluate the predictive values of IL-6 and IL-27 on the occurrence of MACE. Results  A-
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mong 287 patients with STEMI, 179 (62.4%) were males and the age was 61.37+£9.83, 57 (19.9% ) had MACE. Com-
pared with controls, patients in MACE group were older with higher Gensini score, higher plasma IL-6 and 1L-27 levels.

The prevalence of smoking, diabetes, and two- or multi-vessel coronary artery disease were higher in MACE group in com-

parison to controls.

Logistic regression analysis demonstrated that IL-6 (OR=1.72, 95%CI was 1.50~2.15, P<0.001)

and IL-27 (OR=1.24, 95%CI was 1.11~1.42, P<0.001) were significantly independent predictors of MACE in STEMI

patients undergoing PCI.

respectively.

The area under the ROC curve of IL-6 and 1L-27 for predicting MACE were 0.701 and 0.690,
Conclusion Plasma IL-6 and IL.-27 levels were independent risk predictors for identifying the MACE of

1-year follow-up in patients with STEMI underwent PCI, indicating that they may help to assess the clinical outcomes for us.

25 B ek AR B KA AR 97 ( percutaneous coronary
intervention , PCL) B6-& el 0ok 2 B 259 b 38 FAIG
AP ST B s ALO A AE ( ST-segment elevation my-
ocardial infarction, STEMI) fZ T3, il STEMI
MR REIE . BRI, BN EE 2 PCIYR
J7 ,STEMI B3 —AEIBE TR i 3% 7% A A7 FEAE
J 0 J1 3 e A SRR A B I BT BT &5
G430 STEMI 35 PCLYIAYT TS Y fa B K 3R, Mo
A S A )G i = (major
adverse cardiovascular events, MACE) FJ4E W24 45 Fr
XF T R IR RS A M, SIE Rt
J& STEMI kB 1) F ZALHI , %o 5 4R sl bk 28 R )
O WUREZE T AR LA Bl R TS BoAT SR g M i, 0
WURESE K A J , 28 M 200 M 32 0 | 0% 7 A R 6 4 i
PF-, 46 H A 3% (interleukin, TL) ZK5 R R
JEHF IR, 250N RS SR 16
AITL-27 2 TL-6/TL-12 ZR I 32 2801, e 2k O
WIUAEZE (B E AR vh A ik . HA A6 IL-
6 75560 T B VE TR E R 2 7 2 IF I, HokF- 7
B SO NUESE KL FET BB R H WY M
BT STEMI 25 PCI i I PR 25 J&y 19 90 s A8 1t
WA, IR0 IL-27 5 STEMI (B3 I PR s ¢
PRPER R IEEL D o PR AR S 4U AR TL-26 | 1L-27
5 STEMI ##5 PCIJ5 —4F Il R B G R

1 #ERFNFE

1.1 HRIFH

HELNE 2015 F 1 A £ 2016 F 12 At T
FREEETREERARERIF#HZ PCL WA
STEMI &, STEMI ¥ b7 47 0 40, 45 . 22 A th & oo 14
Jl 6 5 42 #8 3E 30 min, & [ ST B E D £ B A 446
H 3B 0.2 mV ML ESBRER R EHE 0.1 mV LA
R A £ K AT, LB B (creatine
kinase,CK) st H B T B & T E % 1 L R 2 & UL
FY HBREEZERBT OCHARE RS

NARE G ER T EFE ST e SK
MEEURIE RS AR EHNNRFRL L&
e WEE, TARESEHEZ S EmE
FES, KARTEEHBLETREBREARE
(o S R i
1.2 ImRF R E

ERAEE - BT, GHEEN F8 &5 &
R N A EFRE (R R R E R R R
BRBRI) RS Rk w38 58 % A kK
WA AR E S E AR ARETY ) AR
MEEH ST EKRE ME . O FFE KA, T
B K 48 % (body mass index, BMI) , % 2832 3% 7tk
HRERREEREXRENE L,
1.3 MmikdEHRia

AR M2 IR B 8 B B % PCL AR AT # ik
1 5 mL, BL 3000 r/min. ¥ 42 15 cm E 8 10 min 4
B A, R e Bk g B MY R I o K TL-6 fu TL-
27 KR A & B UM B R A BOR A B A ki
VO JE £ R B A AR A B AR R
RAGRASERPAT, FHETEE N
AW NFERT, A HFTBELETREEEARER
IO RN, P mERE O ED A
LR — 3. & B & 8 (total cholesterol, TC) > 6.22
mmol/L, H# i = B ( triglyceride,, TG ) >2.26 mmol/L,
K % J& fig % & B2 [E B2 (low density lipoprotein choles-
terol,LDLC) >4.14 mmol/L = & % J& fis & & f2 & B
(high density lipoprotein cholesterol, HDLC ) < 1. 04
mmol/L')
1.4 FBRFBKER KT NIATT

B AT E AR G R B AR R
HE, EEERRFHEANRER LI FEHQ
14 AL BE T R A AR Judkins % $EAT &R B0 ki
B A R B H AL KA A Gensini 1P
AU R A ARAE LR Lk E R F AT AR R R
Raks sz e Ib/Ma 2 &304 7 &
7. ARJEE A 0 AR 8 ITAK 100 mg/d 1 A kA E
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75 mg/d F A HE 180 mg/d, L2 RAEF LT
BL AT 26 B AR LA R L R K R 4% 4 B 0
7| (angiotensin converting enzyme inhibitor, ACEI) / i
& %K & I % &4 907 (angiotensin I receptor an-
tagonist, ARB) % 25 41 16 77 .,
1.5 Féif

BrtwiE 1o ERL ST A EMLANE
BEHTHET NAECHEARAERALGRERZL RO M
%% Z 1 (major adverse cardiovascular events, MACE)
KA, HT R — 4, MACE & X 2 HE LT,
BRCHAER BEERE O FE EhEH
AT RO, TR Bl & A E R B
W RAEEH R T K E MACE, ¥ 35 2 % 3t 41
1 MACE #4347 24T o %,
1.6 Git=ZEaiR

& F SPSS 19.0 S it & #HATHE 2, T
AW ESELTEU ves R, RS HHK
J R B AR I oL B ] BE (TQR) #3840 5 % A 4
SLAE AR ¢ 36 A7 Mann-Whitney 4 30 35 4T 41 8] He %%
G RR B DL E M R R AT X B, A A
% % & Logistic B V345 A& A7 & £ MACE B /& [ &
%, B ZHK# TR (ROC) dy & 3F 4 IL-6. 1L
27 7 MACE 9 B, DA 5 K 2 & 4% B o € H 0
mAE, P<0.05 A ZRAHRITFENL,

2 & R

2.1 —RIEREEE

AL A 287 B4 32 PCI B ) & STEMI
B B 179 61(62.4% ) , 4l 61.37+9.83 %, Bifi
Vi—4F 57 Bl & K& 4 MACE (19.9%) , 5 1 37
(64.9%) ,4E#% 65.95+£9.28 %, Hirh 38T 5 ] Bk
D WUEFE 9 i) S OHERE 6 1], .0 32 20 i
LI AE PR A AR YT 12 B A S i, R 230
B, BE 142 B1(61.7%) , % 60.23£9.65 %,

[EN e e NN I N % N DA D E =1
M IS ARG 55— o R O s % 5 PCL
RJGHAZ A Z S H LB XL (P>0.05), 5
X HELLAH E , MACE ZHAR IS IR LA R A s R85 2%
E RN (P<0.05;£ 1),
2.2 ik MFEFR L%

[LERCE A U (1WA RS R 2K = =
it TG J HDLC 227 ¥ G245 X (P ¥>0.05) ,
5%t BZHAH H , MACE #H 5.3 1l 8% TC . LDLC ,CK %
{E \IL-6 A1 1L-27 P70 .75 (P 39<0.05;3% 2) .

* 1. MA—RIEREFRILE

Table 1. Comparison of general clinical data between the

two groups
e vew e
(X)) 65.95+9.28 60.23+9.65  4.036 <0.001
BRE(%) ] 37(64.9) 142(61.7) 0.196  0.658
FEHEH (kg/m?)  24.50+2.00 24.26+1.81  0.868 0.386
U4 (mmHg) — 125(110,136) 121(112,127) -1.479 0.139
#F 9% JE (mmHg) 78(73,85) 77(71,82)  -1.370 0.171
WA 51 (%) ] 31(54.4) 84(36.5) 6.071 0.014
R B (%) ] 27(47.4) 114(49.6) 0.088  0.766
BEIRIE[ B (%) ] 28(49.1) 77(33.5) 4.819  0.028
ﬁ;ﬁgﬁﬁﬁ 30(52.6) 135(58.7) 0.687  0.407
i;ﬁj{ﬁﬁ'“ﬁi 6(10.5) 20(8.7) 0.186  0.666
ARG LGB B %) ]
Kzl 18(31.6) 64(27.8) 0.315  0.574
5B 4B 24(42.1) 109(47.4) 0.513  0.474
ACEI 2 ARB 47(82.5) 193(83.9) 0.071  0.790
B ZARBH I 45(78.9) 172(74.8) 0.430  0.512
[IMES 55(96.5) 225(97.8) 0.342  0.559

& 2. FMAE MBI MIEHR LB

Table 2. Comparison of blood indexes between the two groups

MACE 4 X HEZH
i ’ /7 P
H (n=57) (n=20) VZME P
4L ( x10°/1.) 7.29+1.66 7.01+1.80 1.031 0.303
/MR (x10°/1)  202.09+£51.08  208.62+50.23 —0.876 0.382
B (mmol/L)  5.90(5.31,7.20)5.30(4.68,6.15) —3.796 <0.001
g 32.90 32.00
ANFEE(U/L) -0.791 0.429

(26.20,46.40) (25.70,42.30)
JRZ A (mmol/L) 4.95(3.90,5.93)4.79(3.98,5.80) —0.026 0.979

LB ( pmol/1.) 71.02+14.94  69.71x15.85  0.566 0.572
JRIR (mol/L) 205.72+77.95 300.48+90.20  0.284 0.776
TG ( mmol/L) 1.43£0.80 1.54+0.82  -0.981 0.328
TC( mmol/L) 5.19(4.53,6.17)4.79(4.14,5.37) -2.946 0.003
LDLC ( mmol/L) 3.42+0.70 2.93+0.62 5.192 <0.001

HDLC( mmol/L)
CK W (/1)
IL-6(ng/L)
T1.-27(ng/L)

1.23(1.07,1.44)1.19(1.03,1.34) -0.937 0.349
267.43+54.45 245.54+62.01  2.441 0.015
6.02(4.54,7.37)4.56(3.68,5.77) -4.694 <0.001

289.82+43.63  262.25+47.50 4.022 <0.001

2.3 BREBXANER
PIZH R A 7 2 A2 e B SO
Al AR Kb 1 I b/ I a 32 P30 570 107 5 T
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ZRE TG FE X (P $#>0.05) . SXHFELAAHEL,
MACE 2] H & W 57 8% £ 372 1ML 4 6 28 b ) DL &
Gensini PF33 B B FHE (P $<0.05;% 3)

R 3. MABREBKINEKIT NFRELE

Table 3. Comparison of coronary intervention data between

two groups
e I e v
@i;ﬁi 4(7.0) 10(4.3) 0.702  0.402
ﬁﬁ(gﬁﬁg 20(35.1) 121(52.6)  5.611 0.018
%ﬁ"iﬁimgﬁ@ 37(64.9) 109(47.9)  5.611 0.018
%ﬁﬁ[ﬁﬁ 19(33.3) 62(27.0) 0917 0.338
ﬁ%g&ﬁ?g;?w 15(26.3) 49(21.3)  0.662 0.416
B OE 1(1,2) 1(1,2) -0.805 0.421
Gensini 1143 56.00 42.50 -6.661 <0.001

(44.50,64.00) (38.00,50.50)

2.4 Logistic BYF4r#7 1L-6,11.-27 5 MACE HIX %

HLE Logistic M43 87 R , AR 0E  WCAH W IR
Ji% Gensini PE4)  IL-6 1 1L-27 /K ¥ 5 STEMI £ %
PCI RJG & MACE B I (P #4<0.05), £ZH
& Logistic [M1JH43 4T SR, B2 IE AR08 KR B8 PRI
Gensini P44 Z )5, IL-6 Fl 1L-27 {5 )& STEMI
HIEZ PCL ARG &4 MACE By h ~7 fa B IR & (3%
4) .

% 4. Logistic [EV34>#7 MACE % 4 i fg e F &=
Table 4. Logistic regression analysis of risk factors for MACE

WiH

OR  95%CI PfH OR  95%CI P1A
AR 1.07 1.03~1.11 <0.001 1.05 1.01~1.10 0.020
% 4 1.97 1.10~3.53 0.015 0.63 0.41~1.26 0.351
Wi IR 1.81 1.07~3.32 0.030 1.39 1.09~1.77 0.009
e I 0.92 0.52~1.64 0.767 - - -

MRS 0.73 0.41~1.30 0.287 - - -

Gensini ¥/} 1.90 1.58~2.63 <0.001 1.52 1.23~1.89 <0.001
IL-6 1.69 1.38~2.06 <0.001 1.72 1.50~2.15 <0.001
IL-27 1.52 1.20~1.97 <0.001 1.24 1.11~1.42 0.001

2.5 ROC BiZ4#F 1L-6 1127 il MACE B9 &
ROC #h4k 7% 1L-6 FI 1L-27 T STEMI %
PCI RJG MACE & 4 9 ith £~ i F2 43 51 4 0.701

(95%CI 3 0.618~0.784, P<0.001) F10.690(95%CI
9 0.615~0.761, P<0.001) . IL-6 4y 5.80 ng/L i T
I MACE RYBURME R 58.0% , Rtk 77.4% , 2%
Fe8U% KoM 0.354; TL-27 4 260.20 ng/L A Fi ]
MACE M RURNEN 78.9% , 5514 K 53.9% , 20545
B KR 0.328(F 1),

1.00

0.751

0.501

Sensitivity

0.25

0.00%~ : . .
000 025 050 075 1.00

1-Specificity

& 1. ROC #% 45 #7 IL-6 0 IL-27 Fill STEMI £ PCI R
/& MACE £ 4185

Figure 1. ROC curve analysis of IL-6 and IL-27 predicts the
occurrence of MACE in STEMI patients after PCI

3 3t it

Bl PCI AR By 20 S H 1z ¥ g, STEMI f#
HHURBGT R C KOG H PCLARJESET 0 )15
U A AT e A R T R I R
S5 B T ek AR AR AR R, R M A M
T TR S ko A Al Ak B R T A 24 DA RO LA
M IRAE A i LA S B AR MR A Ak LA
SERRFE M RE PR rh e 38 /K7 S 25 5 B AR I
ff FoE TR PR I TL BRI IR AE N T
SEFRBRAGIN B 5B 43 KA = B F R, Ik 328 4 1
Tl OIS W AR B ko 72 A B TE AT LA B I PR 25
Jey R A5 A5 bk, TL-6/1L-12 KR4 F 2 1L By %
WA, FEALSE 1L-6,1L-12 | 1L-23 | IL-27 %, 5 2tk
O IUREBE & ik J s AR o6 SR, TL-6/11-
12 R A 64252 PCT R [F) STEMI S8 35 Il R 45 =
{18 TN A9 (1 B HG Tt 70 e 1 v AN A DRIk, A
G 1L-6 1127 5452 PCI 1Y STEMI # & i 2
R E R I, AR K, PCl R &4
MACE 1) STEMI &35 1R E R 1L-6 1 1L-27 7KV
FRTAREA MACE B BOEAF R WO O PR
GEAO MR ER R RS, & J1& MACE &4
M S G B R TR, TL-6 A1 1L-27 A] L 350
MACE , Hifit 3% 7K 43 51>5.80 ng/L F1>260.20 ng/L
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AR R NI A

1L-6 5500 2t O WAESE K A itk e K 1 fe
AREASE B —I Meta 2047 22 0, 11-6 FE[H
RSO R B [, 1L-6 SZ (R SE A
LML RGN i ¢ R 8 A B 0 R
Gt AR UESE T 1L-6 55 STEMI il Y
KA HE 1L-6>5.80 ng/L I} XF MACE B4 # 4
FYFIAN (. IL-6 T STEMI 15 oML AT fig 5
BRI SRAE SN | e R B KB B | i A ) fig
O NUAEPET- R A G, 5 —, IL-6 BEREIH 1Y C
RN AT 4R AR ol P E H R o2-F Bk E
FI A TR SERE PR 17K 1, 2 10052 W 10 3% 285 R 1
AR, 2 50 IR EEN L 5 T TL-6 KF
3t 35 5 AR Sl K B 17 ff SRR E N EE ARG, Zhao
ZEOVIGE | TL-6 7T 15 Y SO S8 3 TR Bl ik Bkt e
T 4 N BE TS F MACE XU IR &, 45 =,
NS A R 1L-6 5500048 [ M Az 4t —SE AL A A
BCZAMHIA ) ST, /0N SRk i/ P AR R
11-6 F& K R R RE A% 5 35 0t/ O WA SE T AR, 57 11L-
6 S WLANMAET 76 I R Y W EE R
I, WRAMIE T e I TL-6 /N BE WU 568009 Y FE T M
Wi, EEEN 1L-6 EHEEMHLRKN T, XLy
JE RIS R T i — LRI,

1L-27 F- %2 f B A A o3 0 ™ A, R TR 2
JHL | PN A0 6 L B i e R AN R B0 B A
AMONAEIE R E RN KB B EW Z, 5k
SEREREAL /N R R 1L-27 Z AR B = B 855, 1L-
27A MR IRFE A 7 335KV W E 2 | iE—
PR AL R 3 0 LA B 5 M 40 A OB T B ik RE Y
1L-27 7KFAE BRI ) ks E R Ak i) 83 I 3 34
T, 5 A AR T R A A SRR AR % A
FHAEAE ) ERBFTE S5 A B T B 11-27
H o 5 R 2 K BEHOAS RS M I BU MACE 19 & £
BL, BEAh, TL-27 7K AT e A s e A o 248 95
MACE, Lin %2 %80 500006 B 1L-27 /K F 5 H
203 I i 43 0 K W4 D) RE & A 56, Grufman
SEPVRRSE oK, Sk R B kg A A R E R 3R
1L-27 7K 5 25 T i, AN 200 3 45 1 43850 17 A
K B E AL ZY K O UIE K LA K0 BiE T 5K 2 fE
AR G O & 7k ) R R A C I S5 e 0
W R SET B, RIMIFFEIESE  1L-27 REfE
TR IE N AT 20 W S 2 1 SR A M Ah T, &
5o Jy g vl ik g ad f 3 Rl BB IL-27 Fl MACE
fh 55— FEHLH

RWFIEMAFTE— B R BRE B 2, A5 I8 T

BRI , AN BERA 2 T+ =5 /Y 1L-6 Al 1L-27 /K F 5
STEMI 3% HilJ5 9 PR G & | 78Rl BR Bk 4 1
Ry v FF J O JILATE BE HIL i A 52 A B B B e AT
MBCER, Hok, B2 WK #E STEMI B 1 il
Jo, AT T-BREH ] & - 3R R Sk i )2 A5 0 3
Sl P Bk AR 55 (AR 5T B T 45 1R R 1 9 E oK
PN AR RIATLEG 00T, A Re Pt & 1w 1 5
B Ba AR A R REA R D ok B,
IERUEZS GIVE S TE S SR N = o NP A LD 11D )
FBARAATIRAE, M2, I3 TL-6 A1 1L-27 /K -4
5 STEMI 23 PCI J5—4F- ] MACE B9 % %)
FASE, X TN STEMI Ifi PR 28 5y B A5 — 52 14 T 4y
{8, 7RI PR TAE A 3R 5454 Bl T4 STEMI 3
I BT N AT AR B
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