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WE: B& HTSGmILHRICNR (DEP) X 2R SRR A AE (ACS) S 55 AR e R Sk ok A A 10 Mk
(NCHD) ;&SN M2 A0 (PBMC) | 40 A 3R -18 (TIL-18) MR IRSEIN F-a (TNF-o) RIBII M, ik R
V85 S B 3 188 00 TR 43 BS ACS R NCHD f84% PBMC, IR [B]# B£ 9 DEP(0,10.,50 100 mg « L™") #i3# PBMC 24 h, 14k
PBMC 87779 3 , FHEHBC S5 W BH AU i A PBMC BRI B3 b IL-1B A TNF-o KV o 255 Bl DEP Y
Wi, PBMC B IL-18 Hl TNF-o [y B2 375, JLH L 50 mg - L™ 417K P35 (P < 0. 05) ; 7€ [l — DEP ¥ T,
ACS i PBMC H IL-1B 1 TNF-o fAXFIE N i 4 NCHD f895 &, #2275 ACS %) DEP SEEAF I Bk, 4538 DEP Jili
AN A JEHOE ACS [BF R PBMC " A B R P 1
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Effect of diesel exhaust particle on the expression of interleukin-1 and tumor necrosis factor-a in
peripheral blood mononuclear cell of acute coronary syndrome patients
LI Fang-fang' ,WANG Li-hua’, LIU Ying-ying' ,WANG Shou-ying' , LIU Ling-ling’, LIU Zhi-qiang’,
WU Wei-dong'
(1. School of Public Health ,Xinxiang Medical University , Xinxiang 453003 , Henan Province , China ;2. Department of Cardiolo-
gy, Xinxiang Central Hospital ,Xinxiang 453003 , Henan Province ,China)

Abstract
leukin-1B(IL-1B) and tumor necrosis factor-a( TNF-a) in peripheral blood monocytic cells(PBMC) of acute coronary syn-
drome( ACS) and non-coronary heart disease( NCHD) patients. Methods The PBMC from ACS and NCHD patients were pu-

Objective To investigate the effect of diesel exhaust particles( DEP) on the expression of including inter-

rified through density gradient centrifugation. The PBMC were incubated with different concentrations of DEP (0, 10, 50,
100 mg - L") for 24 h. The supernatants were collected and the TL-1B and TNF-o were measured by enzyme-linked immu-
nosorbent assay. Results ~ With increasing of DEP concentration , the IL-13 and TNF-« expressions in PBMCs were increased,
which peaked at the dose of 50 mg + L™' (P <0.05). At the same concentration, DEP could induce more production of TL-1p
and TNF-a in the PBMCs from ACS patients than that from the NCHD patients, it implied that ACS patients were more suscep-
tible to DEP stimulation. Conclusion DEP stimulation increases the over expression of IL-18 and TNF-a in the PBMCs from
the ACS and NCHD patients, especially the former.
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FEAR A 7 S0P ] WA BURL Y 119 KO 5 IE ARG
AR s B 1 EAR/NT 2.5 pm (1
KECEFR PM, ), TR RRF RS A 2 ) o, 0 2ol i e
AFISGE R o X LEAFORE 4y R] 5 | dE P R Rl R 1
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Z—o WATIRF A SRR, S ALHE S S
MR LA B LA 095 2 956 R LR BE R i T g 6
2 5w IR 3h Ik £ & 1E (acute coronary syndrome,
ACS) J20r ML FR GEP 6 Hh dc i DL A B8 48 0 ey 1Y)
DML SRE . AR I FRLS 42 40 Bl ( peripheral blood
mononuclear cells, PBMC) 7£ ACS %3 /& A= 13 f8 b &
FEEEEMY . Ot AR H AR K DEP
X} ACS (% PBMC RPE ¥Rk W20, LA 1 i ]
WA TIURLA) S A5 by 1o I A6 5 1 08 A i B PR 3% 5
Gh ik i —ARDT ACS i35 PBMC X DEP Fr8ii &
PERLN &5 2 K

1 #RETE

1.1 —fg&aER %2014 4£12 HE 2015 6 A¥Hr
il B B R A BE ACS i (ACS 41) A0
NCHD £ (NCHD 4) , A5 &t B & B Bt 2
Z WAL, 2 E A R B B RS IR .
ACS 83523 4], 55 13 5], 2 10 5], 4F 1% 25 ~70 %7 -
H(57.6 £ 11.5) % 5 e AR Bl ok ot A A6 A 100 JUE
(non-coronary heart disease, NCHD) B % 15 ], 8 8
W], 22 7 1], FE WS 28 ~ 66 %, -1 (44.1 £ 12.4) %
Fi Ak ACS Sl 25 AR Sk s 48 1 a3
TR K ZE =T70% bR AR 470" E T E 2
REST A TR A RPN SO

1.2 FEMSFEESAN DEP 36 H E R R EFH
James M. Samet {8 I35 | bk B 40 Jfd 43 25 % A K
AL 7], RPMI-1640 15 SR 360 B I 50K 3K 5
SN FAMA Z-1B (interleukin-18, IL-18 ) 1 i g
RFER T o (tumor necrosis factor o, TNF-o ) i BE g
YEEIZ {2 38 1 %2 ( enzyme-linked immunosorbent as-
say, ELISA) 3808 & W B iU 180w o BEpRiCh
Perkin Elmer /5] 7= 5o

1.3 SNEAMARERLE 2K H KM= K
12 h, 715 = % %7 BNAR SN 700 A & bk R 1
20 mL, 3% T 5 AR IR 44 1 LA TR IR AT, B 2 mL
Sy B LA ], AT PBMC 21K,

1.4 PBMC & PBMC HARZBP BRI 1 £
PUBEML 5 1 /3 1 x BEBREE 28 i ( phosphate buffered
saline, PBS) 7873857 5 18 B0 4 P A E2 48 Jd 2
By, T RERE AR 1) IR % G2 N\ 3 B
T b KB 1 600 ¢+ min ™', 20 min Ji5, BEERMR
FLE A PBMC Z2HA 2 75— s8N, NS AR
1 x PBS H&J5,1 400 r + min ' B§.0015 min; 7 |
W, TR 1 x PBS | F 240 1,900 r + min ™" B0
10 min; 3% FIE K, ] RPMI-1640 8 40 il ; 40 i it
B, VRN B 2 2 x 10° L™ ik 4 i B A

JE SRR .

1.5 ZRpatEF _bish IL-18 #1 TNF-o 7K EE
¥ DEP IR (0,10,50 100 mg « L™") 4351 5 PB-
MC 7£ 37 CHFH 24 h, YdE PBMC 5559 Hig, H
ELISA 70 &3 Bl IL-18 F1 TNF-o /K-, HAk
BES AR GBS .

1.6 Zit=abiE N SPSS 17.0 kit 14t
S3HT, TR GOR AR £ bRifEZE (2 2 5) 3RoR, BT
ANOVA #4758 38 5 43 #r . ACS 410 NCHD 44
ZIA AU 0 mg - L5 R A v 7 i
VERFELR A, 430313845 41 10,50 A1 100 mg - L™
FITT RPER 77 A i 5 8 L H Y e, L
B2 AR5 DEP BT 80 M R i A 6 3 ok
/IN,ACS 2 F1 NCHD 41 2 [) 25 S i FH P A ST REAS ¢
K3 o3 . fgeKifE a =0.05,

2 #R

2.1 DEP Xt ACS % NCHD & 3& PBMC H IL-1§3
RIFHIRME  FORIAE 1o BiE DEP fBARZ i TH
=1 ,ACS F1 NCHD 41 PBMC H IL-18 py&iA 5
BIVE,7E 50 mg + L ARG (P <0.05)

%1 DEP X} ACS #1 NCHD g% PBMC IL-18 RiZH) 500
Tab.1 Effect of DEP on IL-13 expression in the PBMCs

from ACS and NCHD patients (x xs)

IL-1B/(ng - L")

DEP NCHD #{(n =15) ACS 41 (n=23)
0mg- L 199.43 +173.60 35.97 £20. 18

10 mg - L7 267.82 +102. 80 58.78 +23.90°
50 mg - L~! 346. 14 £164.12% 125.16 £67.91%
100 mg - L~ 277.01 £159.24 103.20 +77.51°

H:H50mg - LT AP <0.05;5 10 mg - L™ 4 HE"P <
0.05,

2.2 DEP %t ACS ¥ NCHD £# PBMC 1 TNF-«
FIEWFM S5R K2, I DEP JISE FiEEcsE
BRI, B 2% TNF-o 52300 NCHD &y 15 i, ACS 2y 23
il B DEP Rk B2 1) TH i, ACS F1 NCHD 8%
) PBMC  TNF-o Y 3 ik & B B JF &, 78
50 mg - L' B A2 E (P <0.05)

%2 DEP X ACS #1 NCHD £ & PBMC f TNF-a RiEH)
A1

Tab.2 Effect of DEP on TNF-« expression in the PBMCs

from ACS and NCHD patients (xxs)
5 TNF-o/(ng - L7")

DEP He I NCHD H(n=15) ACS 4 (n=23)

0 mg - L' 157.01 +148.15 67.12 £58.26

10 mg-L’l 219.78 +172.17 96.71 £87.87*

50 mg - L-! 319.86 +184.78* 281.52 £240.37%

100 mg - L-! 271.57 £196.32 180.50 +150.07*

H:50mg - L' 41 AP <0.05;5 10 mg - L™ 4] HLigbP <
0.05,
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2.3 DEP 3t ACS £ 5 NCHD £:& PBMC #
IL-1B 1 TNF-o RIZEZMAER 25 R 0L 3 fik
4, 7£50.100 mg - L™ FI5 T 2 20 5 19 HO(E F A
ZERAGITEE L (P <0.05)

DEP JIT 3 TNF-o Y AH X} ik i, Z M8 Bk IL-
1B X Rk m AT, 458 BoR, 7£100 mg - L'
FETF2HABRENHERKERERITEE XL

(P<0.05),

*3 A EF EZ DEPifS ACS #1 NCHD &£ #& PBMC

IL-18 Xt RIZE LR

Tab. 3 Comparison of DEP-induced relative increase of

IL-1g in PBMC from ACS and NCHD patients (xxs)
) IL-1B

Al NCHD #H (n =15) ACS #H(n =23)

10/0 1.84 +0.31 2.78 +0.39

50/0 2.77 £1.51 14.81 £5.93°

100/0 2.39 +£0.51 8.93 £3.67"

1. 5 NCHD 4] Fb&:*P <0.05,
&4 A EFE DEP i S ACS 1 NCHD £ £ PBMC
TNF-a 1834 R IE 2 LL

Tab. 4 Comparison of DEP-induced relative increase of
TNF-o in PBMC from ACS and NCHD patients (xxs)
Wi I'NF-a

NCHD #H (n =15) ACS 41 (n=23)
10/0 1.48 £0.44 2.26 £1.77
50/0 5.03 £3.88 9.86 +7.19
100/0 2.66 £1.79 8.07 £7.42*

.5 NCHD 4 Hb4*P <0.05,
3 3T

DEP W A 5 W 1 3 298 95 95 Lo ML 45 95 095 1
FRFPICRT S A BB R . BTN HE
i AL ) 2 e AR A B AR R BN, A B I AR Y
ST vy et a1 Wi RS QY BT AT N & S S N 1R =94
RIS Jk 34 0 A8 A 2 s 1 kA L & B . DEP
HEAR/NT 2.5 pm (0L AT E A 6 I DUAR, 2
T ARG A, 3 L ) o o k4 R 40 B0 iR
IR I W SR 12 Y AN =R A AR S &= e =
RAERN M o AE B KRR RE AL A A R R i
P, & FhAE A MR 2 Fh RAE AN L2 5 Horp,
1%~ B W 40 e B 2 S e A, S sh ks A A Ak e
G AR B DL ) A A A A, 2 20 koot A A Ak BRE B
FEL AR5y, [ i 2 5 400 B BT ok 1 i B
R EA S Sl K NS R AR L B B g B A I
B3 A 22 A 1 At L PR, 4 TL-18 i TNF-o 45,
E— 2D MR EAA% A SR AR | e At L ) 3 5 DA S F- 1
LR IERS HG G , A2 £ 2 Jok ok Ao B A B RAS T
Ji& , A S SN E R ER AR A E R N R

WS FEH  TNF-o J2 B 22 Ff 200 A 40 9805 1)
L | B2 A 1 — P ELAT 22 A 2 O 1Y)
M T, 25 RAE Y B , 76 0L 3 bkt
FEE AL T A B BE B AN B T R 2R A, a3
IR B RS Bk A IR b
P B 5 0 A 7= £ %) o B A0 R A 22 R TR
T, WiZs ACS SEAR N, ACS % TNF-o #1 IL-1B
A B W R B R AN R, 3R TNF-o IL-18 7KF
FTRE LWL T Sl Ik e A A B e 74 7 o At 8 PN AR 1
R, AT E BE S i 24 2o 7 PO A AR
FAMS S ARHFgE 4t R % B, DEP Hil3nl (5 35 42 5 PB-
MC H TNF-o |IL-18 4 35 i, HZAE 5500 5K
TRV . (EAS SRR ()2, /£ DEP JIlJ T, ACS 3%
PBMC 1 TNF-o il IL-1B [ 4%t %5 34 i % NCHD
BH TNF-o 1 IL-18 AT R & & . 48T PBMC
FAH R A 76 ACS g Bk A= 2 A rp i 4
XUEF 4 AR, ACS J I REXT DEP #M:4EH
ELAG 5 &, ACS fil NCHD % PBMC 7& 41 Jifd i
O3 FHE W 2 K VA AR TR 2 2% S DT 5 B 3 6
DEP {E ™= A AR RIZLN , i A Rt — 255

DEP 2K V59— A BB sy, Hui
AT ERGRKRPRRAOARZ ., EFK
S5 YT R A2 2 P AN T G U ) R B TR PR
AT Yy — 00K 300 1 R ) T4, Xk vk
IR K 2 B0 i BRAE AR A K B[] PR A= 1
HERATGRYEBIR G T EXFMIEHT W5
AR TFR TG Yo 1 At o sk 17 B AL R 53 B SR
FEX A BRI A AR (g R BT I S AR
FEEE AN R A SR R AR TG e X 5 18 R
it S P2 (At B S IR AK i o
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