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CRP) N 3# 44 Bk 7 4k ( NT-proBNP)  JUBA # B4 F] T B (CK-MB) S MUILA5 & & TI(cTal) 89 K-F, Z58R  STEMI 41
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[ ABSTRACT] Aim To investigate the expression of serum interleukin-16 (IL-16) and copeptin in patients with a-
cute myocardial infarction (AMI) and its clinical significance. Methods 108 patients with AMI were enrolled.  The
patients were divided into acute ST-segment elevation myocardial infarction (STEMI) group (55 cases) and acute non-ST-
segment elevation myocardial infarction (NSTEMI) group (53 cases) according to the ECG results.  Another 50 healthy
volunteers who underwent physical examination were selected as the control group.  Serum IL-16, copeptin, tumor necrosis
factor alpha ( TNF-a), IL-18, high sensitivity C-reactive protein ( hs-CRP ), N-terminal pro-brain natriuretic peptide
(NT-proBNP) , creatine kinase isoenzyme (CK-MB) and cardiac troponin I (¢Tnl) were detected in three groups.
Results The levels of serum IL-16, copeptin, TNF-a, IL-18, hs-CRP, NT-proBNP, CK-MB and c¢Tnl in the STEMI
group were higher than those in the NSTEMI group and the control group, and the differences were statistically significant
(P<0.05). The levels of serum IL-16, copeptin, TNF-a, IL-18, hs-CRP, NT-proBNP, CK-MB and c¢Tnl in the NSTE-

MI group were higher than those in the control group, the differences were statistically significant (P<0.05). Logistic re-

[ EH]  2019-08-12 [fEEEH] 2019-10-24

[(E£TE] REiieHL & RIS TR (TISW2016021 )

[MEBRA] XNk, B 0 BFET 7 6] R R AE 0K 5, E-mail 4 liuliul 6688 @ sina. com, M {EVEZ N, W1, F 445, BF
G271 R PR ey 2 5 2E WAk | E-mail 2k 748563001 @ qq. com,,



712

ISSN 1007-3949 Chin J Arterioscler, Vol 28 ,No 8,2020

gression analysis showed that serum IL.-16 had a close relationship with TNF-a, hs-CRP, NT-proBNP, CK-MB and c¢Tnl in

AMI patients (P<0.05).

tients with AMI (P<0.05). Conclusions

Serum copeptin had a close relationship with hs-CRP, NT-proBNP, CK-MB and c¢Tnl in pa-

The levels of serum IL-16 and copeptin in patients with AMI are signifi-

cantly increased, and they are closely related to the expression of some inflammatory factors and myocardial markers. It is

easy to obtain serum samples, and the detection method is simple.

levels of IL-16 and copeptin in serum of patients with AMI.
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XD ﬁﬁ,ﬁ\fﬁﬁﬁ%.?%@% 57T AMI i %
A RIEEA Rt — L BT, AVP 2 —Fh iR I
Oluﬂﬁ%ﬁﬂmﬁﬁ@ﬁﬁlﬁ@@ﬁ?,Tﬂiﬂizﬁl‘bﬂ[{%@
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Clinical information can be obtained by detecting the
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FILR [ 2017 45 11 H #2018 4F 12 A |4 # 1K
fy 108 7] AMI £ HRiEowm HhELEFZT HIA
ST Bctam ¥ A 0 20 ST Bith g A& 8 ALAE 3L
(‘acute ST-segment elevation myocardial infarction,
STEMI) %41 ( STEMI 41 ) #n & ¥ 4k ST B #4 & A8 AL
## 3 (acute non-ST-segment elevation myocardial in-
farction ,NSTEMI ) %1 ( NSTEMI 41 ), 3 & STEMI 41
55 7] ,NSTEMI 41 53 |, 7 %6 56 31 48 4 e AT A
WG R 50 BIME A XT BB A, ANARME: (1) T
HEEHWHL AN AMI, f5 £ A % STEMI fr
NSTEMIU* 5 (2) ¥ 4 1 & AMI® 5 (3) 5 K % =
B (AN ARFRmERE, HRITE. (1) 45
IR M R LS R M BE R Ll B R R L RB
MG JER LM R S TR (2) A H M
FEREHES AL () NKET 1 AA NH M
S AMMAE R RATARFRE(4) AHA A
G e MR R R 1B SR RE R
WREH;(5)ZEFE HAHAL, Z4AFRTL
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Table 1. Comparison of baseline data of three groups of subjects

g SR (n=50) NSTEMI 21 (n=53) STEMI 21 (n=55) X /F 14 PAE
B4 (F) 22/28 29/24 32/23 2.265 0.322
(%) 55.319.15 57.98+8. 64 56.84+6. 87 1.356 0.261
TR IBTHE 5 (kg/m?) 22.80+3.35 21.51+2.87 22.30+3.18 2.220 0.112
W KH L[ (% ) ] 21(42.00) 28(52.83) 34(61.82) 4.128 0.127
1.2 Fi& Ji 4% K BT & ( N-terminal pro-brain natriuretic peptide,

WA R AR5 mL % JE # Fkf,3 000 r/min
B0 15 min, 0 H i iE, E T-20 Cok& P RAH
W, KA BB %k R M % M E FOIL-16,
Copeptin , & %4 i, A~ % 18 (interleukin-18 , IL-18) | fif
58 A F o tumor necrosis factor-o, TNF-at) N 3t

NT-proBNP ) | JlL B #% B [E T B ( creatine kinase
isoenzyme , CK-MB) 1y 7K -, % A 4 & tb i 32 A 0

HH HE C R & A (high sensitive C-reactive
protein , hs-CRP) # 7K -, 5 A {b 5 & A i A0 1 o 7 o
cTnl (AT, KAGKRETAXELELEDTERA
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PR E] AR A A LB IR R 48 AT AR
1.3 SFitEHZE

AR th 5 AT AT FE SPSS19. 0 B B #EAT, it
EXHNEREHEEEAI M, U(vxs) KR, 54
] bk B & 7 = AT, B LR R A LSD-t
g, HHEAMUERNHR LR, #TX 2B,
S, K % H & 3B A& F Logistic B3 3% 44 AMI &
117 1L-16  Copeptin A& F 5 X ¥ H F & & ALAT &
By K, # P<0.05, WA = FARITFE L,

2 # B

2.1 IMmi&1L-16 #0 Copeptin K

=L TL-16 , Copeptin /K- 8 2% 34 Gi it
¥ Y (P<0.05), STEMI 41 f# # 1l i IL-16 .
Copeptin 7K ¥ 2 F NSTEMI 2 Fl X} BR4H | 22 52 44
HG 27 X (P<0.05) , NSTEMI £H % Il 7% 1L-
16 . Copeptin 7K V-5 T X A, 2 R A Gt # 52
SL(P<0.05;%:2)

R2. ZHMRXKIMF IL-16, Copeptin 7K F LL
Table 2. Comparison of serum levels of IL-16 and copeptin

in three groups

il n IL-16 (ng/L) Copeptin( pg/L)
X 2 50 467.61+43.65 1.98+0.37
NSTEMI 4 53 653.95+88. 67° 2.52+0. 46"
STEMI 41 55  745.78+123.33" 2.97+0.55"
F1{g 122.327 54.497
P1H 0. 000 0. 000

a N P<0.05, 5% R HLH ;b S P<0. 05,5 NSTEMI 41 e,

2.2 MiFREEEF TNF-a IL-18 F0 hs-CRP 7K
=AM TNF-o IL-18  hs-CRP /K25 R ¥4
it X (P<0.05) , STEMI #H #3413 TNF-a
IL-18 \hs-CRP 7K~F-#4 75 T NSTEMI 21 Fl X} fE 41, 2=
S G L (P<0.05) ,NSTEMI £ H 2 1fiL 3
TNF-a IL-18 .hs-CRP /K2 F X R4, 22 ¥ h
GiitAmE L (P<0.05;%3)
2.3 B CHERE NT-proBNP ,CK-MB F1 ¢Tnl 7KF
= 1L 7E NT-proBNP .CK-MB . cTnl K22 5515
HYit2Fm X (P<0.05) , STEMI 4H H 34 Il 7 NT-
proBNP | CK-MB | ¢Tnl 7K F- 34 /& F NSTEMI 2 F1%
WA, 2R A G223 X (P<0.05) ,NSTEMI 41
HZ MW NT-proBNP CK-MB , ¢Tnl 7K 5 T %} Ig
W, 2R AGIFE L (P<0.05;3K4)

3. ZAHAARMN G MFERERFKFELE
Table 3. Comparison of serum inflammatory factor levels in

three groups

o . TNF-a 1L.-18 hs-CRP
(ng/L) (ng/L) (mg/L)
X 2 50 0.64+0.21 112.38+20.54 2.89x1.42

NSTEMI 4 53 1.67+0.38" 315.64+50.33" 12.64+3. 14"
STEMIZH 55 2.21+0.64" 382.26+78.49" 16.37+3.91"
FA4 161.09 331.115 270.971
P 0. 000 0. 000 0. 000

a } P<0.05, 55X IR LA ;b 2 P<0. 05,5 NSTEMI 41 b4

*4. ZEHARMKMBFONREDKFLILE

Table 4. Comparison of serum myocardial markers in three

groups

e " NT-proBNP CK-MB ¢Tnl
(ng/L) (pg/L) (ng/L)

Xf RH 50 56.76x11.18 3.68+£1.60 0.69+0.24

NSTEMI £H 53 1140.55+214.95" 50.85+6.27" 5.74+1.13"
STEMI 41 55 1497.17+364.28* 65.15+7. 69" 8.22+1.45"
FA& 470.759 1544. 449 650.314

Pl 0. 000 0.000 0.000
a N P<0.05, 5% BRZ LL# ;b A P<0. 05,5 NSTEMI 41 Heis

2.4 1IL-16,Copeptin 7K 5 I i& % fiE B F #2000 ALER
FYHXRDH

N7 AE SR Logistic [HIHBERL | DIAGHF G HER K
FEAS 33 L 1L-16 Fl Copeptin 7K -k R AR & | ¥z =
R (627 ng/L.2.5 pg/L) AL P 42578 &
(WRIEDLER 5 MR 6) , LARTIR BRI R 4347 (3£ 3 Fisk
4) h P<0. 10 84/ RIZ R HAS & I3 1 I 3E 48
ikt PR~ R I O LR S 0 55 6 MR FRfEN B AR &

B R TR I ] ) 45 S, R R
SEEER A AR, 1 3 AR EHI T B (0 R,
AL R, KR RMEYR AT RS L
WG it NG, 275 AR fE A5 B 7 1) A7 R (2 00
FK5MEK6), BIHLRRHELFRE, T
A R RIIER , BOE oy =0. 10,00, =0. 05,

XTIRIAS B 1L-16 T 7, A 5 N AE AR B A ]
IHAEE A (P <0.05), # 78 TNF-a, hs-CRP, NT-
proBNP .CK-MB .¢Tnl ¥ 5 1L-6 i /K -5 b A5 %5 1)
MR (FS), XA Copeptin M F, A 4 4>
AR B A TR AR (P <0.05) , #27K hs-CRP
NT-proBNP .CK-MB . cTnl ¥J 5 Copeptin 7K F7454k
HEVHWILR(E6)
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5. IL-16 /K F 5 M iEREREF OAEREMHIKEEX R Logistic B35 fs R

Table 5. Logistic regression analysis of the relationship between the levels of IL-16 and serum inflammatory factors, myocar-

dial markers

G TR 15 MIFRE FRfEiRZE Wald K7 P OR 95% CI
[R5 IL-16 1=627 ng/L,0="75
A5 TNF-a 1=1.5 ng/L,0=75 0.500 0.152 10. 811 0.001 1.649  1.224 ~2.222
hs-CRP 1=1000 mg/L,0=75 0.374 0.127 8.590 0.003 1.453  1.132~1.865
NT-proBNP 1=900 ng/L,0="75 0.785 0.330 5.648 0.017 2.193  1.148 ~4.191
CK-MB 1=40 pg/L,0=75 0.933 0.376 6.150 0.013 2.543  1.216~5.318
¢Tnl 1=5 pg/L,0=7% 0.534 0.161 11.000 0.001 1.706  1.244 ~2.339

T AR MR P B0 S B A X MR ARG 3 2L B Gl U R )

% 6. Copeptin 7K 5 MiFRE EF DR ED KB X R Logistic Bl #T4 R

Table 6. Logistic regression analysis of the relationship between the levels of copeptin and serum inflammatory factors, myo-

cardial markers

o M AL 158 B FISRE bR Wald RJ7 P OR 95% C1
PRI Copeptin 1=2.5 pg/L,0=7%
SRy hs-CRP 1=1000 mg/L,0=7 0.914 0.262 12. 196 0.000 2.495  1.494 ~4.168
NT-proBNP 1=900 ng/L,0=7 0.972 0.467 4.337 0.037 2,642 1.059 ~6.592
CK-MB 1=40 pg/L,0=7 0.987 0.277 12.705 0. 000 2,682  1.559 ~4.614
¢Tnl 1=5 wg/L,0=7% 0.946 0.321 8. 684 0.003 2.575  1.373~4.830

L AR P A SHE R A R R IR 3 2B E GE YIRS ) o

3 4 i

AMI J2 50 7 5 1O IS 9560 , AR i O fEL [T ST
BUREHAE W43 STEMI Al NSTEMI, H: 3= % fy i
ARBIPKBELLAE 2 | LB Bk e 25 | 7 7 iR 2 okt it 2
Ja sk /0 B 5¢ 4= R B, S 00 AL g St sk i 14 SR
AR, AR FEFER AMI LR R I T- K15 3
TR AR E A DA ZE R, T E PEAC
PMELLLE 2014 45 B BF ST 404 2o A 2001
2011 4R [a), 36 AMI BB OB GEREIN T 4 %, 11
P S RBH AR TN A 2010 & 2030 4F,
BB 2 100 T3 51 2tk s R 20 ik =44 LA & 700 T il
CVRPESET-F A, B aT W, AMI AR SR 2 38 = i) —
AFENFE T A R B, AMI 5 58 E [ 5 Y AH 56
ERE LN AT T EEIR Sl Ik BB i 24, 14 o afi A4 B K
F R, e 1E AMI (1 & A, IF HAE AMI k45 B &
23 W B2k SR S IO AT e A 240 IR i 3 W K
(SR AE K7, B0 LAN A E— 25 2 8, I 0 WL
AU , et WL ibR K LT, TNF-
o IL-18 \hs-CRP ¥4 UL 1) 4 5 K 7, Hof TNF-«
JE— PR R B, nT AR E 2 Fh R E B 19 5 0, 2
K S S, hs-CRP J&—Flof 2 e A AU A
B TEHUA K A S 0E I i HE KOS 25 B0 8 7

1L-18 2l iG AL 0 A% B WA i A Bk, T4 1 3 ik
SRR AT AL B B A, B BE B B R BR 2 P, NT-
proBNP . CK-MB  ¢Tnl ¥ J2 Il /K & HI (4.0 LA 005
B TR O NI Z B HoKF Y B e B A, A
R A5 R WoR, AMIL B IL3E H TNF-a, IL-18 | hs-
CRP NT-proBNP .CK-MB .cTnl 7KFJH] i 7t &, 2
/v AMI £ 5K A B S 9 9 0 S g, L O UL it
TP,

IL-16 J&—F 8T I RAEPRAEY), & CD4 YAl
PERCIAR , J& CD4™ 21 i i) Ak PR, L] 2 a0 A% 4
UL 2 A I 200 B 53 06 TN - 5 ARE K-, Al 1
BUARBIZAE [ i3 B h STEMI 20 £ 3% 100 35
IL-16 7K-F & T NSTEMI 41 FiIXf 8 4H , NSTEMI £ &
HME 1L-16 K X B4, i ot ml Al [L-16 78
AMI B8 35 135 52 5% 5 3R 35, Hai-Feng, Tong
LB kB R TL-16 B3 2 2540 5 v [
NBETE L9761 22 98 AU (2 3 A G, Tamaki 451 fif
FEUESE IL-16 598 0E.0 01 30 B 2.0 B &P ik T g
BREASA OC , L A 20 4 S0 UE 52, 7E 22 0 % 5 1 4
BOFRER O KRR AL 1L-16 ik THm, BT
PEHECOWLEF AL B RN ORI, T 1L-16 £k
DRT A7 R RH T — 35, DA AR 4R SE  1L-16 7£
ORI R kR REEEN, AR
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BB 7R, AMI B34 1135 11-16 5 TNF-a hs-CRP |
NT-proBNP .CK-MB .¢Tnl £ %5 Y] (/) 5 i 3¢ &R | iX 7]
AEJE T IL-16 AR 3 TNF-o 25 R AE R T 19 53 1
IEE AL 9 E SN, I hs-CRP ZKSF-F5, 7]
RF RT3 i O LA A 4 S RE B 455 , 12E 1T 5 2 NT-proB-
NP ,CK-MB cTnl S&0 U bR &K -

AVP 23780 UK Az Bl ot | i S 43 WA 4
Copeptin 4& AVP Fi{& C-A i ) — &85, ZEAR N 5
AVP [a) 5 H 2 5 547, e B 4% R B i i AVP
s, H R EME R E & T AVP, I /ESN AVP 1Y
ARG, AL R R, STEMI 4 5 35 1M
7 Copeptin /KT NSTEMI 4 A%} B4, NSTEMI
ZHH H UM 3 Copeptin 7K - & F XJ MR 41, $2 /R
Copeptin 7F AMI B3 L4 &2 58 = 2Rk, 3l H I
T N 1= a Copeptin B 22 R BAC, T 7E & 4 AMI
J& , BT Sz BE O LR AU S5 SR PR S 30T B -2
PR T R R SRS, A2 #E Copeptin 4
Wh AR GEIRH Copeptin HERA R F TS A
TR W, AMI B35 117 Copeptin 5 hs-CRP |
NT-proBNP ,CK-MB , ¢Tnl %1415, H i E "
7R, Copeptin 5 2 M5 MR 3l Ik 25 5 1F 8 5 1) 0
WU R B S AE A G, S AT 45 G AL, AR
2 NIV BFSE 45 R SR, Copeptin 7518 0 7 5858 £
Hi Rk TR, BSBE N OIS VMG,
AN B A AFE IR Copeptin ZKF-FHE & AMI B
T F R RO A & A kS fE R R R

L5 LR, AMI #2 % I3 11-16 . Copeptin 7K F-
B 5 Tk, HLS 43 R B 1 B0 WIS 9 b 75 9 1)
FEIRBYIMI S, BT 1075 AR 2R U 8, LAy
PRI AT I RTEIZ TG AMI I ] 3 5= 46 00 26 25 1f
i IL-16 ,Copeptin 7K PR ARIUE Z 1297 F B .
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