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Activity of nuclear factor-xB and cytokines

expression in tissues of heart failure rats
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[Abstract]

tor(NF-¢B) in different tissue samples of congestive heart failure rat model. Methods

Objective To explore the relations between cytokines expression levels and activity of nuclear fac-
Normotensive male Wistar
rats weighed (250120)g were used. Infarction of the left ventricle (LV) was obtained by ligation of the left descend-
ing coronary artery under artificial ventilation. Sham operated rats undérwent the same surgical procedure with the ex-
ception of coronary ligation. At baseline, and 4 and 16 weeks after coronary ligation, all animals were assessed by
echocardiography and cardiac catheterization. According to hemodynamic change, rats were divided into compensated
and decompensated groups. Nuclear proteins from the lung, the heart, the liver and the spleen were extracted sepa-
rately using EMSA to assay the activity of NF-xB in the tissue samples. Results Compared with other organs, the
expression of TNF-q and IL-6 mRNA was significantly increased in the lung of rats with compensated heart failure,
which was positively correlated with the activity of NF-xB,and negatively correlated with heart function of the rats.
Conclusion  Sustained activation of NF-xB and elevation of cytokines in chronic heart failure are correlated positively
with deteriorated cardiac function, Lung is an important source of synthesis and storage of cytokines at the early stage
in an experimental model of heart failure. It is an important organ that contributes to the development and progression
of heart failure,
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1.1 ## FEREEHEESE Wistar KR 40 R, &
H(250120) g, BENL S M FARA 30 HL.BFARH 10
R, EERIKATFEXSEHARE 4 ABEVERFR
HW 15 RERnE B85 C3ERMR %%
B IR TER R, 1 O WL FE T B, 0 LA SE
B>20% . 3 35 Jy 6 A2 4F 5K K B 97 (left
ventricular end-diastolic pressure, LVEDP) <
15mmHg £ K .0 J1 IR A8 i AL B A5 A&, 40 6L
RRAGER 0% PHEFREE, ATH#E—-H0E
BHE. 2NERBFERARE 4 F.16 AR
OB BT 28454, K B LVEDP>15mmHg fE
1 3% 3h 123 W0 ) BB MRS H SR A 4
H34L IBRFARM.OHERNEL. LI FERK
Rz,

L2 2EHERARMN HHAEREEFEEZHN. &
JR%7,IL-6, TNF-o ELISA /& A R E4EYT
BARAA (EH ENDOGEN 24/ = &), #t i, it
A5 R H<<9.5%, IL-6, TNF-o MEILAMYH
MEAFHE FHNERREREEATERME, i
WE TR AR <9.5%., NF-«B @A MEE
HB B S (NF-«B FE5:5°-AGT TGA GGG GAC
TTT CCC AGG C-3") [y PJATP(E &Y E ¥
TRAA,IR). NEN L% % %M. PVDF i
(NEC,%£H), B¥KH (KODAK, HA&), 411
B&EB(Sigma), HAKNBHE=I 4,

1.3 &M B RM-6000 L FAMMITFMN,H
e AF . DH-140B &N FE R HL, 37 1T EE B
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$e3d, BFRAKBRETRHEMNTFRALRE, HRE
Wbk, ReT.RJ5 4 /8.16 A2 5T KB.O
MR MR FRE I TR BALSEAT S BUH B
B 1l 7 AR A, —70°C A, A TR 4 iR A 7 9
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1.5 aRHHAFLEME RE4ANFRA.E
FARAKXRBERATLEBFARE, I BBHMNEH .
M FBEVBFROFEAF AL 26 R RXBSHM 15
RO dsh %W, M & LVEDP 4% il § 3 /1
2.

1.6 whHELESEE(EMSAEMNBEZETFH
4K EH EMSA AR MBEEEANKRRE
B.4RiCHRE , DNA G A RM. ERAUEESLR
g, FETA 50p! KRB ICHEE  EEERERS
xR, FE A 50u Ki7iCHEMES. WA
lul HERCHEZEBE 20min; MA 6 FF LR
MU L Tpl, KOk KR HI A% 4% EEHR PR B
WM, 350V Hi 3K 30min;#E 5 10 000 X g B0 10s
Ja L#E,100V fEE B 3K 3hs T ,-70CH S B 2%
LB X AR EATEBY R MARKRER
GRAEFLHLERITBEN .

1.7 &itFk HERRMA zLs Fn 78R
A% RN, B A SPSS10. 0 44 #4741t 7 #r &b
B AR ERARREFESH, RARLEAN
W RR, AR EENLEA  RE.
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2.1 SRARAMEEFEL REl,

2.2 NF-xB&gigHEA RE2,EB1~4, FR4
FitiEE 9 NF-«B 50K FI R385, SHAME T/
WEALEEMX, SHMAKROCHEIE(EER
it A L dp/di) 2K, EXEHOHEER
R, O FFREELE NF-«B #3546, A0 NF-«B

F1 SEDBAMEF HOIMREZHKRKE

a5 TNF-a(ng/L) 1L-6(ng/L) EF(%) LVEDP (mmHg)
BFERA 0 0 73%7 5.540.7
DAFEBRREL 0.64+0.25 7.15+2. 30 62+9 11.3+4.1
DABEBEREA 0.17+0.05 8.3242.63 35+4 20.8+3.4
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%2 DHEBARFEME NF-«B HEHER

#HH £ B JFF e
Ry =pogiib:| 75+6 61+4 81+7 25+2
BFERA 73+9 65+3 85+10 27+9
DAFERNEY 78+£7 15449 83+8 2645
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TR FFTE R 2 P9 430 B BT R4 L ER T 0
ZMEALERAMBILR, KREFFRME, TNF-a.
N6 RBELCENREXRENEYHF A A REA
FEHAEEZNERLROMRFELE L RHM
HFKFHAR, EIHRERE, BSEEKE,
MM R, 400 T A 5 BT LA O
GO FBEZEEN . BELENEREER#
B, BEMERER. EONERE L NERK
SR ,FFHE TNF-o & IL-6 HAKME,
Bk F5 NF-«B &L B E A X, i H 5 N NF-«B
BB, BT 0N FRE R %5 H A A 2%, — 5 @
ARESHERRGEREZHLEREEAOE WA
BARNEREE R B MATEKENE B
M. EMRETFE& R K NF-«B B LT e A,
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FHEBETHRFARL, 5 NFBE LK FREE
A, RN M R T B A B R TS AL Rl NF-«B 7§

ek i3 3 R VAR MR F I R3E . NF-«B B—Fhst
AhEFEBNEREF, HEXERERRBHS
RHEWHER AHE-RIIRGEAREFEH
HFiE NF-«BEAFERRERREFHRE, &
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FAREMERABRHTHEBE CHENRBER
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