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[R5 HESFLHEEAEY. SNEL, WBARAZEFq amiEhie amiaiE 10

(5 E] Bf HKHITIACIHALELF@ERFRAEANTRESCMEERENXFR. FE ARAREIL
HEH D RS AR AR A, R A ELISA 7 &0 2 454U 6 R R B ) S F AT B R B F a. @ mIa A E 6 A= & A
FI0REFSMARBRETL, ER SPEAE 1 h IR aFPHERERTF afedmiiF 10 KLY A £
82.4%27.6 ng/L. A= 47.7£22. 3 ng/L., BRF RAAKF(40.4£9. 7 ng/L. 72 23. 4 X4, 3 ng/L) b R R G, £ F A
Gt EL(P<0.05), AB ZRHTHELY, T amBAR 6 RFASIMEALS 1h2h4h1d2dF=5d%
%) % 202.7 £89. 5 ng/L.578. 9 £198. 0 ng/L.696. 8 £104. 7 ng/L..325. 1 £131. 7 ng/L.218. 5 £16. 0 ng/L #= 195. 8 £93. 1
ng/L, 5ABFKAAKF(54.023.0 ng/L) b5 A 2 FH S (P< 0.05), HEWH BTHASIA KE 69 K M mpeiz
He RABF2EZAmBRFTEATHR BAREEMBBEHRY, SIHFEL. i WEFAABDFa. b
JaAEofamiAE 10 AR FTAL T SMARLE S KER R, BSMAERG K EREIR P LT R
%A .
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[ ABSTRACT] Aim To investigate the relationship between cytokines expression and inflammatory response after myocardial
infarction in mice. Methods Develope mice model of myocardial infarction by coronary artery ligation.  Levels of serum tu-
mor necrosis factor a, interleukimr 6 and interleukir 10 were assayed by ELISA, and pathology of myocardium was detected by his-
tochemistry. Results  Expressions of tumor necrosis factora ( 82. 4 £27. 6 ng/L) and interleukirr 10 (47.7 £22. 3 ng/L)
were found to be significantly higher in 1 h after myocardial infarction than that of sham operated groups (40.4 £9. 7 ng/L and
23.4%4.3 ng/L), and they decreased gradually after that; Expressions of interleukir 6 (202.7 +89. 5 ng/L, 578.9 £198.0
ng/L, 696.81104.7 ng/L, 325.1%131.7 ng/L, 218.5%16.0 ng/L, and 195. 8 £93. 1 ng/L) were also found to be signifi-
cantly higher in 1 h, 2h, 4h, 1d, 2d, and 5 d after myocardial infarction than that of sham operated groups (54.0 3.0 ng/
L). Leucocytes recruited in the infarcted myocardium after myocardial infarction.  Inflammatory cytokines decreased during 2
weeks and 4 weeks after myocardial infarction, and Leucocytes in the infarcted myocardium decreased gradually.  Myocardium fi-
brosis was found. Conclusion The changes of tumor necrosis factor-a, interleukirr6 and interleukin- 10 take part in the in-

flammatory response after myocardial infarction, and play an important role in the development of myocardial infarction diseases.

LU SE( myocardial infarction, MI) ZRBIMK  LFLEEE SN O UL, SR8 )RR 1 1 i

P ZE R BEH S0 LR MR IR FER L AR, B FEREZHZY MYBISRSER F a( tumor necrosis factora, TNF-q)

S

RPER R AL AR . AR OISR 4R T M/ 3K 6( interleukin-6, IL-6) 1 1L~ 10 19K B2 384k, W

HIRIE 5D AVRAE R B R &, A SO Rk 8 T O AA SR FE R

[WrFs HA - 20061024 [EEEH#] 20070326 g =it
[HLWE] #5973 iR H (2001CB509904) % Bh 1 #RERE
EEBA] 2. kBT, 79877 L WLBGE % A L 5 T | emra
MMBIR T BE R H1E 13840382285, F-mail 4 yunwei820225@ 163. com. 1.1 11%**[[ ft IJ

EIRAEE T HRK, H02, BibR 50k S, oh 5 B 2, ) Powerlab/4ST % 2 8, AL &7 AD (£ /) 5] & 7=,
BN T 40 DB AT BK R FLAE 02423256666 5362, Ermail 4 yqyu @ ! q o
mail, cmu, edu. cn /S BEHE, B+ B9, O3 BTy o Lmse DX 300 B0 TE BOAL m R A A BRSO IR A B £
HLE; B R B35 A 13842074961, Frmail 2 luxmei@ hotmail. com o /\51[’: /F?— E{;] Cole-Parmer /f)( /\ —] @E_ FE ﬁg 7h‘ /TX E Efﬁ —:]:—



246

ISSN 1007-3949 Chin J Arterioscler, Vol 15, No 4

TECAN AE A 7. MR AR ZLBEAERAR
NEFE, KERBEYRETAERENIH RN
R, FEERENREEXF AH) &, ELISA £Z46
MK A & H R&D 247~ & .
1.2 SR SAE

EH/NR 104 R, Mg TR, RE 20~ 30 g, &
FEEMAFIZRGMIRE. BILL N FAHF
BFAA, FAAX S AL 30 min A1 h 4.2
h#H4h#H 1dH2dH3dHAS5dAHTdAH10d
H.14dH.28d4H. 48 KK
1.3 NEROHERERIE N

JEFEE ST &% 1 mg/kg, 30 min & 5% &K A &
BA(8 ml/ke) B UE 4T, B G R B F # TR
(H A& 4~ 8SmlL, "FR I 50 4, "FRIAE 90 %K/min) ,
FAMEML B 2N R, BB BN EAR, THE LS
F3ARMET AR, AR E N, A 60 4
GEH AT R K+ b 13 #r, &AL wE T
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W b, A A R ks XM, OF A B EBUK
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1.4 Z=FhZmAaEF RN E

43 F A 30 min.1 ha2 h.4 h.1d.2 d.3 d.5
d\7 d.10 d.14 d F7 28 d & B[] &, K Fl 47 B AR 2k iy
FERMD, EANLTEEQOEF, #E 3h G 3 k/min
2 10 min, RE M FE AL HEFE F, K F Wik
FERWELN = BEEE T, B % B &
BR 45 #AT
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2 B R

2.1 NEOCAEE RIIEMBEFRENT L
[T A 2 A b, MI J5 4] 81 TNF-a. 11-6 F1 11
10 RIEHHHE EFAERA(P< 0.05), 5 2~ 4 A4
JHL DRl 7~ 63 T B, Hodh I0-10 ZEME40 )5 1 A0 2 A W
MEBETFRHEEH(P<0.05,FK1).

% 1. DBETES IS A E FRE T (v £s, ng/l)

NI TNF-a -6 1-10

BFARA 40.4%9.7 54.0%3.0 23.4%4.3
ARJG30min  82.4%27.6 105. 1 £80.2 23.413.1
ARG 1h 265412248 202.7%89.5" 47.712.3°
AR 2h 106.8£31.8  578.9£198.0° 27.8%4.2
RJG4h 117.4%43.8  696.8 £104.7° 21.3%6.0
AKJE1d 65.8%X14.9 325 1%131.7° 2.8%2.5
ARG 2d 89.4+16.9 218.5%16.0° 22.9%8.4
AJE3d 64.5%18. 1 143.2%15.2 21.4%5.8
ARJg5d 98.2143.3 195.8 193 1° 19.9%2.6
ARG 7d 89.4136.4 132.7%22.5 13.0%2.7°
AJE 10d 41.0%5.1 100.2£13.0 16.1%2.9
AJE 144 45.6122.2 73.9124.6 12.3%1. 6
AR5 28 d 47.4%41.8 74.5%43.7 15.5%4.8

a N P< 0.05, 5IFARAMEL.
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1. DA E OB LEFRIBIT L (% 400) A NONUESESE 2 d, B RO WUERESE 5 d, C NONUEAESS 28 d.

JR, S E0 UL A B ZE RO LR 5 in =, A5 B
TR TNF-a 5.0 3B i R AEFE MR . 176
FH S 1) I 4 B bk ES AT e A b B A 4k, BB
IL-1B F1 TNF-a % 5. IL-6 1 7] LA{Z # ICAM-1 %
ik, BRI 51 2 H A Ak, ICAM-1 5 H L AA () 45 & L ik
T O NI P Rz 4 i 55 R PR AT A 0 G B, BB
Hh R T R SR S8 B 25 T 5 LR e Y Rz 4H
HE BCRE TBC NO 45 41 Fig 25 4 51 42 35 & .0 WL i
B, WU BE R A G TNF-a B N, i TNF-a
NAE 3k -6 BIREm. Pa & B [RE HE 98 0F I N B R AR
RIE, NI FECOIIRE .

55 AME TNF-o A1 10-6 B 238 & 1 (Rl B, - 10 4
B RE S, - 10 24K Py 3 20 H0 ) 98 5 582 $T
RUEMIPE 72—, 18 SO IR BT (1 5 1) 5 RE
RS R AR A AR Y . 0 LR IR, T-10
B Co LA 1 Th2 40 L SR 40 i S 0 LA R 53 0k, &
B A A1) A% I PR T 9k T2 4 R 52 % A 4 i F)
BOE f 2 Fh R MR 40 1- 1BV TNF-a. IL-6. IL-8. IL-
12 S5/ G B, IR 29 ) BE, YR T Y 10-10 1] B
AR R Lo AL AR PR 0 B PRV, T R 4 L D G Bt 40
THIRIE, $MH] TNF-a M5 S A — E 4L & A B (N-
0S) & " . B4R IL-10 1 E EMAE T A% TNF-
o Fl -6 FYWR BE, 18 f5 9 25 475 B 2 7 vy 9 S5 18] T e
53 B JORE IONEAH TL- 10 20 AR AR A = .
LR R FEAE LN K & 2 M 40 IR T, RO = Fh A
MEHEF¥85 57T M5 ORI RAE R M. {8 I-10
YO LR S BA R EHIAEILE 430 IR 3R
BN 20 BIAFRE O LR (UAP) B3 5 16 {5
X B8 HH EL R L T-10 KPR 2 E 2R .

NGO HLEESE fG 2 & 4 F TNF-a.1L-6 A1 1L- 10
FIBL B D, T-10 2 HI 7 8 E T Fkash,
T SRS o UL PN 98 SR 200 0 347 0k L, ) I 41 4 ) 41
Wz, DA EE, om0 VA IR S 26 5E
NLZ AR ROV R R 1B R, B B 7L H TGF-
Bl ARk EE A A,

B, BA L T A 4 R AT TNF- oL L
6 K 110 5 MI R AR RAFAE—ERI KR, XLk
AR IR T BRI A B Ttk — B R AR M
YEFHLAH
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