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[(FWZE] BHE  HIPE0H (CAD) B M3 4/ % (IL) -38 S0nit T 4 WAL it . Ak
HEPE 2019 4 3 H % 2019 47 A ARG KA AT B¢ B BB YV EE BEISGA I CAD FRAE 120 4], o .0
U (SAP) AFuE BLOSUR (UAP) SHO JIURESE (AMI) J 35 4% 40 ], 31432 SAP 41 [ UAP 401 AML 41, 53
PRI AR 25 A AE (CPS) FR 3 40 IVE N BRAL.  ELA DU 2 hE 1+ 1IL-38 \ T4 & (IFN) -y IL4 F1 IL-17]
RN PE T AUV AE(ThT Th2 A1 Th17) K- RL S HARIGE PR GEORY 22 5, 4001 1IL-38 5 & F8ARmAIEHE . SR
DU ZH i A 5 5 %8 3 R 4 (1 IR R ( HDL-C) 28 I il A L C 2 8 11 (CRP) i 4 Ik ( BNP) ILES & 19 T 7k
- ZEEE BB (LVEF ) B Al FAd T2 258 (0 B L 81 g 22 A8 Gi 2438 L (P <0.05) . AMI 4] 11-38
IL-17 /K- 25 F SAP 41 (P <0.05) ,{HY5 UAP 4] lb# 22 RIS #E X (P >0.05) , SAP 4] IL4 /K15
F UAP 20 Fl AMI 41, H UAP 4 1L-4 /K3 F AML 4], 22 R34 Sl L (P <0.05) , AMI 4 IFN-y 7K
=T UAP 401 SAP 4, H. UAP 4 IFN-y 7KV F SAP 4], 2 A G245 L (P <0.05) , Pearson f345
Mrat B @on , 1t 2% 1L-38 K5 Thl [ Th17 IFN-y IL-17 25 B il (CRP A ZE A T (BNP 2.0 &F kR BT
12 (LVEDD) £ 1EAHI (P <0.05) , 5 IL4 LVEF 2 HAH5¢(P <0.05), it CAD B H MK IL-38 /KF g%
Fhi, H5 Thl [Th17 G R 5 A 56
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A study on the correlation between plasma interleukin-38 and effector T cell subsets in patients with coronary
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[ Abstract] Objective To explore the correlation between plasma interleukin(1L)-38 and effector T cell subsets
in patients with coronary artery disease( CAD). Methods One hundred and twenty CAD patients admitted to Union
Hospital Affiliated to Tongji Medical College of Huazhong University of Science and Technology from March 2019 to
July 2019 were selected, including 40 patients with stable angina pectoris (SAP) , 40 patients with unstable angina
pectoris( UAP) , and 40 patients with acute myocardial infarction( AMI), and the patients were divided into SAP
group, UAP group and AMI group, respectively. In addition, other 40 patients with chest pain syndrome( CPS) during
the same period were selected as the control group. The differences in the levels of inflammatory factors| I1.-38 , inter-
feron(IFN) -y, IL4 and IL-17], effector T cell subsets( Thl, Th2 and Th17) and other clinical data were compared
among the four groups, and the correlation between IL-38 and each indicator was analysed. Results = There were sta-
tistically significant differences in the levels of total cholesterol, high-density lipoprotein cholesterol (HDL-C) , fasting
blood glucose, C-reactive protein (CRP) , brain natriuretic peptide (BNP) and troponin I, left ventricular ejection

fraction(LVEF) , and the proportion of the patients receiving statins among the four groups( P <0.05). The levels of
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IL-38 and IL-17 in the AMI group were significantly higher than those in the SAP group(P <0.05), but there were
no significant differences in the levels of IL-38 and IL-17 between the AMI group and the UAP group(P >0.05).
The level of IL4 in the SAP group was higher than that in the UAP group and the AMI group, and the level of IL4
in the UAP group was higher than that in the AMI group, and the differences were statistically significant( P <0. 05).
The level of IFN-vy in the AMI group was higher than that in the UAP group and the SAP group, and the level of IFN-y
in the UAP group was higher than that in the SAP group, and the differences were statistically significant( P <0. 05).
The results of Pearson correlation analysis showed that plasma IL-38 level was positively correlated with Thl, Th17,
IFN-vy, IL-17, fasting blood glucose, CRP, troponin [ , BNP and left ventricular end-diastolic diameter( LVEDD) (P <
0.05), and negatively correlated with T4 and LVEF(P <0.05). Conclusion The level of plasma IL-38 in patients
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with CAD is significantly increased, and is positively correlated with Thl and Th17 immune responses.
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J&LM75 ( coronary artery disease, CAD) J&:F [ g B
AT EREA 22— CHP DO A R RR - S 5 41k i 2019
W2 R, TR RO AR 3.3 42, 3
H CAD 520 1 100 J7 A, CAD kA4 3202 5))
ok SR RERE AL R SEE AR 2l ik A% TE )8 i 45 2R, A dE R
U028 0R ( stable angina pectoris, SAP) A& & B>
2 (unstable angina pectoris, UAP ) F1 & 4.0 LT
#t.(acute myocardial infarction, AMI) 5 £ Fj iifs IR 2
R BRI UAE 5 1 R PR 45 % G2 f e R
RO AR B8 PR AETE CAD &A= vt e 45 G B
PEVE™ . A BFTE M, R 5 3 Kk AL A Ak A
R BT ISR JEAT O, BT RS ik WAl g BAT
JAYT CAD MRS o 0T O UL S T
FREARIKF RAEFOE IR A, 2 5 R AR O A AN
REFff . IEA IR, H4H/ R (interleukin,
IL) -1 B s GRS FAAT RE A5 I 2 AT A e PR
BUGESY o BR IL-1B Sb, IL-1 FR5 B A4 1Ll
IL-1Ra IL-18 | IL-33 \IL-36  IL-363 \IL-36y . IL-36 Rax |
IL-37 F11L-38 . Hoft -1 IL-1B \IL-1Rax \IL-18 A1
IL-33 AU S5 Bl ko 68 4k 19 T2 1%, 1 .5 CAD
FR R AR FEUE A 5, BT 1 Sl bk s A A Ak i 1
PR T ST 138 SR IL-1 AL iR R AR i —
PO A T . BRST R BUHAE AMI R
R KT, HAEABGIS 24 h ik 3 i i 4l
11L-38 25 11 7] 8 3 s/ L O UBESE /S 1.0 8 A
HiZAfEHS 1L-38 Al Thi Al Th17 Sl KW A %,
R IL-38 J2 CAD f—FBi B Y RE ™ o (1
FURID T 125 IL-38 7P 72 oAt CAD 2R
ALAE BT A ST, BE I, AR BEFEXT SAP [ UAP #l
AMI B I3 TL-38 JK-F-HEAT R, I 23 A HE 5 8%
NP T AP AE Thl (Th2 A1 Th17 fAH G, B4Rk
HR

Coronary artery disease (CAD) ;

Effector T

Atherosclerosis ;

1 X&5%%

L1 @FExg 4% 2019 453 H 52019 427 HAE
HORHE R[] 5 1 2 e B Jas 1 A0 2 B i /Y CAD
B 120 4], 432 SAP 21 UAP 41 AMI 2] % 40 f4,
SAP 2H 55 28 ), 4 12 4], A5 (62. 00 £9.40) %, B
HA WIS T RN IE (G2 3l ge b ST B R
UK AR > 1 mm)  JUESEE 1 KFIER . UAP 4
324 1, 22 16 f4i], 1% (58. 43 £8.40) %, [ # G,
PPt 4 B e i e b T SO, ST B8 01 ()
T A8 & LS E A 1K IER . AMI 255 24 4,
216 f4i], AE 1% (58.95 £8.49) % UG EHE A 1 K
V- TR RSO WUAE . ) R R R £
fiE. ( chest pain syndrome, CPS) B & 40 i/ J X} i
20, Hh 5B 21 6, 40 19 ], 4E S (57.55 £8.91) %,
RS E T o B R OE AR Bl ik R CPS R
o HEBRFRUE: (1) & IF0 MR B ; (2) & JF M
HRIE s (3) G I IRPM 5 (4) G JF ok HCH: I 45 P e
15 (5) B IFMEIINTRT; (6) & IF B IhRE R ; (7) &
I IiEg SR 5 (8) IELEFE 2R AT o

L2 BTk

L2.1 —fRIERBOREREE TEABH RAE L3 8
RIS MR B AREE i S A2 (I DA
— R ilm PR AL

1.2.2 Kpidsbs ok AMIAERFERE S
IR MAE, AL TE AR G5 — KRR ES
JEIAE o AR IS AR BT 28 0 L 25 R A 4 ( Becton-
Dickinson) H1, 5k H] Ficoll 7 B #66 B2 ¥ i 8 A D] i 524>
1Z A ( peripheral blood mononuclear cells, PBMCs ) , i
FRECAMIAL (BD Immunocytometry Systems ) #&;lj Th |
Th2 1 Th17 7K. BLOSERIMEORAET —80 CHll,
HGLIN 17 48— fifp O, 3 1ok TR IR B 952 W% i X 36 ( enzyme-
linked immunosorbent assay , ELISA ) #& i ifil 3% 1L.-38 .
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T4 ZE (interferon , IFN) -y 1.4 1 IL-17 /K-, B
B 5N I R high-density lipoprotein
cholesterol,HDL-C) JJLEF .23 I5 k% .C e i & 1 ( C-
reactive protein, CRP) | [f] 5> i 24 % ( homocysteine ,
Hey) Ji4M Bk ( brain natriuretic peptide, BNP) | 1 55
B LSRRk T B 5 BS-280 42 H 2 A= 1k 4
PrASGHEATRLIN . AN EPIQTC FR4T O JIE i 75
Ky, Fe e 2 KR DI, 2560 IE ST sk AR 39, Tl it
T F KT I (AR A N R R A E S
B PN ST 22 18] ) B, BV 760 238 7 5K OR 0 N 428 (left
ventricular end-diastolic diameter, LVEDD) ; 7725 5} Ifi.
4380 (left ventricular ejection fraction, LVEF ) 2% F X
P17 Simpson AT

L3 geiteediik W SPSSI7. 0 SGEitar ikt A7
P BT, A5 5 RS0 A BB GOk DL + A 22
(x x5) FR, ZAA BRI P R T5 2270 B, 411 EE
BRI LSD-t A s A 0 A i SO P A8 C T Y
SHE, EATOIE0 [M(Pys, Prs) ] 2R, 2H 1] FLACR ]
ARG THEBORHAGIE (H0%) [n(%) |38,
2] FLBER A xR, 4118 BT LE B8R ] Bonferroni
LR IKHE. P <0.05 NEFA GRS
2 HR

2.1 DUAIGRBOR LEL  PUZH S AE & HDL-C =5
J2 4 CRP \BNP JJIESEE H 1 \LVEF 7K e ff il
TR N Bl H A 2 S A it A (P <
0.05), W1,

F AR IR (5 25) M(Pos Prg) (%) ]
;

am o : o piE omes owom SRR BOUE S
SAP 40 28 12 62.00 +£9.40  27(67.50) 13(32.50) 16(40.00) 3.83 x1.02 0.95 £0.20 74.10 £15.23
UAP 21 40 24 16 58.43 £8.40 24(60.00) 18(45.00) 18(45.00) 4.31+1.08* 1.02+0.27 80. 17 £18. 58
AMI 4 40 24 16  58.95+8.49 22(55.00) 22(55.00) 22(55.00) 4.48 +0.95* 0.98 +0.22 86.18 +41. 88
Xf IR ZH 40 21 19 57.55+8.91 20(50.00) 10(25.00) 18(45.00) 4.39+0.90° 1.15+0.28% 74.53 +32.43
F/H/N? - 2.592 1.928 2.748 1.047 1.911 3.402 5.386 1.523

P - 0. 459 0. 127 0.432 0.790 0.591 0.019 0. 001 0.211
aom g SRS CRP Hey BNP WA 1 LVEDD

(mmol/1.) (mg/L) (pe/ml) (pg/m) (ng/ml) (mm)

SAP 4 40 6.40 +2.09 1.58(0.80,3.45) 16.26 +9. 88 87.3(54.8,156.1) 0.00(0.00,0.02) 48.18 +4.76
UAP 4 40  6.41 £2.46 0.86(0.46,3.25)° 17.49 £7.24 70.0(44.8,119.3)° 0.02(0.01,0.02) 49.98 +7.57
AMI 44 40 6.96 £2. 80 7.07(2.38,8.22) ™ 18.80+10.24  142.0(46.8,278.5)™  2.94(0.32,10.55)™ 50.35+5.14
XIHELE 40 5.36+0.58%  0.47(0.26,2.19)%  13.70£6.45  38.5(26.3,50.4)™  0.00(0.00,0.01)°  47.83 +2.76
F/H/? - 3.864 40. 967 2.546 36. 637 95. 403 2.249

P - 0.011 0. 000 0. 058 0. 000 0. 000 0. 085
a o g QY e WHACEVARE gonesppon  smmmes GRS HORRTRIIGH
SAP 40 62.95 +6.36 13(32.50) 21(52.50) 16(40.00) 20(50.00) 23(57.50) 19(47.50)
UAP 44 40 59.07 £10.63  13(32.50) 24(60.00) 20(50.00) 15(37.50) 17(42.50) 14(35.00)
AMI 24 40 60.23 +9. 83 8(20.00) 18(45.00) 16(40.00) 14(35.00) 19(47.50) 12(30.00)
X REZH 40 64.02 +4. 78" 5(12.50) 13(32.50) 15(37.50) 17(42.50) 9(22.50)* 13(32.50)
F/H/? - 3.117 6. 340 6.617 1.515 2. 166 10. 639 3.137

P - 0.028 0. 096 0. 085 0.679 0.539 0.014 0.371

1 : 5 SAP ZH Hed,"P <0. 055 5 UAP 2 b4 ,P P <0.05; 5 AMI 21 Fe#, P <0. 05 ; ACEI/ARB ; [fil 4 5 5K 2% 4 AL 1 41 77) ( angiotensin conver-
ting enzyme inhibitor, ACEI) / Ifil 4 % 5K 2% Z /& +5 3157 ( angiotensin receptor blocker, ARB)

2.2 PUHRIER TR Pug 10-38 1.4 1L-17
HTFN-y KV e 22 A g it L (P <0.05)
AMI 4 TL-38 \IL-17 /K- 4 2 & F SAP 41 (P <0.05),
{25 UAP 4 Fb#22 55 oGe i #7 L(P >0.05) . SAP
20 TL4 KT UAP 4051 AMI 41, H UAP 4 1.4

AP AMLAL, 2R A G (P <0.05)
AMI 4 IFN-y /KT UAP 411 SAP 41, H. UAP 4
IFN-y /K- F SAP 41, Z R A G A E L (P <
0.05), W2,
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2 WHAREHETFAFLRK(vs),pg/ml]

gl Bk IL-38 L4 IL-17 TFN-y
SAP4l 40 71.93:25.80  18.61£4.27  9.42:2.78  14.88:3.92
UAP#l 40 79.58+37.05  15.97+3.40° 10.46+2.63  17.58 £4.58¢
AMIZ] 40 90.58 +34.18¢  13.82+3.28%b 11.63 £3.04% 20,54 +5.78%
XHHALL 40 47.05£17.29%¢ 26,00 +£7.293¢ 6,65 +2. 133 13,17 +3.29b¢
F - 15.586 48.788 25.499 20.587
j2 - 0.000 0.000 0.000 0.000

.5 SAP 41 b #%, P <0.05; 5 UAP 4l [b#, P <0.05; 5 AMI
S, P <0. 05

2.3 PO tE T VAR K Heds U4l Thi |
Th2 \Th17 AP L2 A Giit2# i L (P <0.05)
AMI 4] Thl 7K1 255 F SAP 411 UAP 41(P <0.05) ;
SAP ZH Th2 K- T UAP 41 AMI 41 (P <0.05);
AMI 4 Th17 /K- & =T SAP 4{(P <0.05), W# 3,
%3 WARKEMTABETHEKTRE(22s),%)]

|7 Thi Th2 Th17
SAPZH 40  22.27 £5.41 1.81 0. 53 1.40 +0. 54
UAPZ] 40 23.99+5.58 1.39 0. 47° 1.54 £0.47
AMIZH 40 26.43£5.90"  1.12 %0.44° 1.77 £0.55°
XPHEZH 40 17.51 £3.63%  2.20 £0.98%°  1.20 +0. 50"
F - 20. 921 21.610 8. 602
P - 0. 000 0. 000 0. 000

.5 SAP 41 L #%k, P <0.05; 5 UAP 4l [b#, P <0.05; 5 AMI
A, P <0. 05

2.4 M3 1L-38 K-S0t T 4 MR e At s
IRSEIIACE T A5 R Pearson AHIC /AT 45 R ik
7R, I3 1L-38 7KSF-55 Thl [ Th17 IFN-y IL-17 .23 i 1fi
¥5.CRP JJLE5 8 1 1 \BNP LVEDD £ IEAH X (P <
0.05),5 IL4 LVEF 2£HtH¥%(P <0.05), W34,
F4 A TL-38 AP 58 T 40 fg A K&
Ffh s PR 5 BB AR K AT B R

A r P

Thl 0.378 0. 000
Th17 0. 605 0. 000
IFN-y 0. 365 0. 000
L4 -0.291 0. 001
1L-17 0.421 0. 000
23 I 0.243 0. 008
CRP 0.525 0. 000
MasE A 1 0.268 0. 003
BNP 0. 355 0. 000
LVEF -0.236 0. 009
LVEDD 0.203 0. 026
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3 g

3.1 AWREHR R, CAD B35 IL-38 /K7 i & Tt
i, LA AMI 835 IL-38 Fh ey i 3, X 5 A PR
HETH T S5 AL, 55 40, A WP ST 4 Rk B
7%,1L-38 5 Thl [ Th17 S 1EAH%, #7% IL-38 5 Thl |
Th17 f7Ae % V1K & , HALRIEAEE— 245

3.2 IL-38 J IL-1 SRAGH ALY R LT 2001 45
5 A TL-1 KI5 AR, TL-38 FERf T A 2 5
Ok b B A S5 S R F . 1L-38 5 IL-36Ra
B[Rl 5N 43% , 55 TL-1Ra ] M 41% , 11-38
AR HT 152 AN SRR, Jo {5 5 KA caspase-1 St
A B . TL-38 O E BT bk B 25 e I
B NS B LU £k, 55 IL-36Ra 152 [F]—
Fr St PEZ AR IL-36R, H X IL-36R (1551 B3
F IL-36Ra, AT FH.IE 11360 1L-36B  11-36y 5 IL-36R
4G, NI A W20 . IL-1R9 9 & 2
1L-38 58— AN, A F 1L-38 X RAE 4N R 7 7
LR

3.3 IL-38 PR AGHLA A 7 . Mora 2
5T % B0, #8508 1Y 1L-38 ( 1L-382a20-152) % 4= £ [
IL-38 (1L-38aal-152) X} IL-6 LA 5 i (1 41 il R
TCIS B AER PR AR AN, Th17 [ e 3 o7 25500 o #3%
F IL-38 (s E 1M ™ . AR, SRR T
IL-38 5 A\ H By g & VI &, filan, Ji
e T HRLE A AE 3 R R P 1L-38 3k B
IL-38 K F Tt 43l5 R GEPELTIEARAE (systemic lupus
erythematosus , SLE ) FI4R Ji§ #5 fr) /™ 7 72 18 A1 561
TEPE NG 8L TL-38 JK-F-55 TL-10 F1 Treg Pk I 41 g
TR AR o IR TT g AR R, IL-38 1
H—FH R R AR T2 5 T H SR MR IE
PER I ()

3.4 SkoREEE LRI e A S HE R T IL-38
TES KA B Ak BT FEAE AT, 47 TL-38 3Rk
5 JRER AR A T L AR A 1 T F g 4G
R, AML 2P 8 2 1L-38 25 1 7K F- Fl mRNA
KT ARG T RS A TR E2E S,
IL-38 JK-PRAE s B FRRE IR YT G 22 & e
WRBNKA AR (percutaneous coronary intervention , PCI)
FNAFRIRYT , VR BETE 24 h TR B0 (E 5 $12 A K
REAIG, 457 BV T S m o TL-38 /KO BB sm,
S, 5 HT IR ST 45 R L, AW SE 45 R R 1L-38
K5 TFN-y IL-17 (25 G i b% . CRP WLES 8 H 1 .
BNP .LVEDD .IL4 Fil LVEF {76406

3.5 HORBZMIEIRFFRED], CAD £3% Thl Fi
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Th17 G O 83 5 A, 55 BEHLaE 24 A B 5
FELEDRIE T Th2 G S A I T ROt 55 = 1
TR S ARFFE 4 Rl R, CAD f 3% Thi
F1Th17 7K 38, 0 Th2 AKCE R, %k dEfT 156
e, AT A Rk Won, IL-38 5 Th17 2 IEAH K.
JLAE TL-38 HA M Th17 22 et (HVF 2 058
FWIL-38 1 Th17 785 & M T LR G AE ) LE P R
v B FR S Kim 2 R R R T
IL-17 %HE#W%%%?(tumw necrosis factor, TNF ) -o
b IFN-y ] i 2427 PBMCs + - 52 A 000E B4 i
W ARG 1L-38 19774, &7 Thi 595 [ ) fE
RS IL-38 ik, AW 4s R g R, Th 5
IL-38 SLIEAASE, MEAT, Vigne S AL B 1L-36 %
PR FELIRTFLHERY CD4 ™ T 40, i R IL-368
55 IL-12 J8 L P IRIVE AR 2F Thl #)4k, IL-36 {55 %%
S5 5405 Thl s, i T 1138 2 1L-36 1

FARFEDLA, HomT fe i i 6 S AL 0 ) Th [ Th17
oS RV

25 b prig, CAD 5 3 1L-38 7K1 i & Ty,

HL5 Thl Th17 /K5 EARSE 48/ 1L-38 A A i
TR BRHLE S 5 ol ok R R Ak P e s 1 A R
FCEARHURIA R — R
%30k
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