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Expression of NF-kB P65 in mouse to rat cardiac xenograft model
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Chongging Medical University, Chongging 400016, China)

Abstract: Objective To reproduce mouse to rat heart transplantation model and determine the expression
and DNA binding activity of NF-kB P65 in xenograft heart. Methods Six NIH mice were used as heart donors
and six Wistar rats as heart recipients. After the transplantation, the transplanted hearts without any drug inter-
vention were prepared for experiment after cardiac arrest. The hearts from another six NIH mice served as nor-
mal controls, The expression of NF-xB P65 protein and NF-kB P65 DNA hinding activity in xenograft heart
were determined by Western blotting and electrophoretic mobility shift assay ( EMSA). Results
sion level of NF-kB P65 and NF-kB P65 DNA binding activity in transplanted hearts were higher than control
hearts (P <0.05). Conclusion NF-kB may play an important role in mouse to rat heart transplantation.

The expres-

Key words: xenotransplantation; NF-xB

PEIR M A RLHE R B ( delayed xenograft rejec-
tion, DXR) & 57t B 447 A< 5 T A9 MR 9, L 282 A= HIL A
HATIE ATl R . A58 F FH /D Bl— Ok Bl S o I
AR DXR S8, 595 NF-«B P6S 7ERSAR Y T Y
Feik B NF-xB [ 80S 5 00 , DA A NF-kB £ 53 Fh #Ai
DXR #rff .

1 MRS5HZE

1.1 53sh4hy

(kA4 1 FH A NTH /N, (R B 20 ~ 25 g 52 iR 2K T
Wistar K B, (4 250 ~ 300 g, HApfE {4 NIH /R 12 5L, 22
& Wistar KL 6 H,60 ~90 d H i, ¥ dy 5 PRl R4 5556 8)
b
1.2 SR H

R PR Rl A 0o S 2 0 K N el sl ik 4 00 5 S AR

BEEWE  THH LR FHIFRIE(05-2-180)
Supported by the Scientific Research Project of Bureau of Public Health
of Chongging (05-2-180)

PEBM AT A (1963 — ), TBET A, Wit ) FR B0, % g 4
B mh o2 o S 0 BB R i B R LG (023) 89011191,
E-mail ; guanglunyang@ 163, com

W B 9 :2006-07-05 ; &3] E # ;2006-10-24

3515 0 I A A B S 00 £ R R ST I R A S
SRS AL CoWEBE A0 , LA Lo BB L o HE PR B2 ML 2 AR Y I (8], I
23 spai ]
1.3 Ko

ARG IS 2 1A 4105 IR (n =6) , DB R
FIfdt e NIH /3L B 2R B A4, (it 1Ak FTRE P NIH /N R (o=
6) ik F Wistar K (n=6) AN E AL EM 259 T
P, RSO R 198 2 5 BV b A BT CRUER A, R WL
i LAY ‘
1.4  Western blot #& | #5140 & % & & B 400 ILZE 47,

NF-kB P65 # ik

AL R4 4 A CO4 LB EE (1 IR I @)SDS K1 HL K 5
U @H ARG i G, BT PeS ST RER LR (SRR W A
% [ Santa Curz 237 .
1.5 Bt Mg & ok it 4 & 52 35 (electrophoretic mobility

shift assay, EMSA) # M| NF-xB DNA #54-7& 4

AN FRA 3 (D AU ER A HR L. (2NF-kB R AR
id, DEMSA #ijk. i P65 £ itk ( i fl) W A 3K [H Sa-
ntua Cruz 237l [ y-"P]ATP(370 MBq/ml) W F A6 5007 K525 & 5
T, Z AL B A NF-kB 386016 B 3£ [ Promega 23 A, #1517
Y1475 -AGTTGAGGGGACTTTCCCAGGC-3";3'-TCAACTCCCCT-
GAAAGGCTCCG-5



52 % =

FOE K ¥ ¥ #t

29 &

1.6 4t o7
FrAT 3 L & +5 FT, R SPSS 10.0 Gei8F17 ¢ #.

2 HR

2.1 #HH ML P NF-xB P65 & & 64 £ ik

FERLALRR P 8 B (H Ol (80.35 +4.62) , IE R L LR HR 41
BUPEHRE M (21,75 2. 08) , #E M 410 Il NF-«B P65 ik
B EE TATHA(P<0.05), 55 LE 1,

1 2

+«—NF-kB P65(65x%10")

Ly B LR 2 S HG LR
E1 AL NF-xB P65 HERix

2.2 BHLOPLLAL P NF-xkB DNA 2474

P TS e (B (183,59 £6.09) , TF % 6f B 4H FR4%
R R (73.86 £9.50) , BEAB 4.0 L4141 1 NF-kB DNA £
EIE LI B F X R (P <0.05) , 25502,

1 2

«NF-«kB P65

—H

L SER G ALERER ; 2, B LG O AL 47
B2 L NF-xB DNA &M

3 itig

NF-kB {E R ¢ F e 2R i h B G ik, H
FWE AL 5L €045 : Rel (c-Rel ) \RelA (p65) . RelB , NF-kBI
(p50/p105) NF-kB2 (p52/p100) . #E— M1 &L F LA[A]
IR IR — R TE XA 2 A R T 5 4 ) 78
TkB G5-Er B T AR BT AR, 24 200 M 32 20 4 50 1oL 15
SAEFE kB & A W A#, NF-<B 0| A 20 M 4% 5 DNA
FRER B FRALEE 6, W Fr e B R R . BUE 1Y NF-
kB AT [ MU R A7, A L ZF b T A% T 22 ) 2
NE-wB 4% 3 76 3R A5 M S i S 1 7 7 B A D o 2 PR 1
Fik, i MHC 2 9. 1L-2 IL-12, IFN-B % 40 g (5 7,

NF-kB &% > 0 8 S i (1 1, 6] B NF-xB ifs E 34005
c-IAP-1 c-IAP-2 A1 (Bfll ) Bel-XL  Fas fii{&  c-myc F1J#

SFR AU R 20 R T AT A R AR G (R g e ik
PHITfT NF-kB 7EA0 I T B ot 2 s e
T A 098, P B 40 A T — A o e L 1 4
F U 200 B A i) S R 1A 7 B A8 LA 8 1
I P E L , 6 [R) R RS AR AN S AR R AR HE S S R ], P B
A (EC) PR H A 7Y H: I B 0 BE K vok 557 , £ 40 ffa 6
B B A7 AR BE 0 0l A2 B I, X A ARk S BC 3 Y
T, EC BIE R BUAR KRR AR5 T 35 M 2 1
(E-E$ % | VCAM-1 | ICAM-1 | P-2E % %) , 40 e (K 1
(IL-1IL-5 | IL-8 ) , {2 18 4> 1 (LH 4L H 7, TF) |, £F 4
BRI iR DRSO AR S R TR, EC KOS R
DXR fliFal . %S EC B HFk LB FK
IR S N e A S T i € B S R
Tt AR SR T ME L, S EC A i sk s
PR ) o8 D3 e ) a3 A, s AT R 2 S — A
FEAFAEN NF-kB $ gt P54 0005 . XERURTES S
3 EC % A N IR P NF-«B R E B E/ERS .
FEFIFEE R ] NF-kB (14235 0] 24 R A8 0 110 F7 05
B i) O AL SR A o DA X Sk
AHFTEH K NF-kB 0% v 35 2 40 U (A P65, #é
] NF-kB 7520 iy o 5 5 UL A2 28 PeS &2 PSO 4H i
R SR, A5 2R ] Western blot §IESE 6 /s
Bl — 2 Bl O UE RS ARLHE P HhCa lIE POS ) 6 A 55023 1 0 I
HANBLL LR E 1 . EMSA 434 | NF-kB 72 F54H.L
WL DNA 25506 1, 45 5 s HoAe B A L AP 1 3%
K- b 3 1 X B AELC LAY K F, 58 NF-xB
IGAEAERS AL LAY DXR il 25 3 2 (1
FRATAY L8 AE S NF-kB 78 7N Bl — K BloC B F8 A
HESFH NF-kB () JE filf 3 35 K H: DNA 45 45 16 1 1
=, NF-xB 7E DXR ) % A4 % J&& v /F S 4E A, e ]
AERL A S RS AR 1 DXR (R85
B30k
[U] RS, B i, BHERE . B 0 1 5 IO 50 30 B A A
LI il){l‘l@ﬂ};ﬁf‘:"ﬂi’ﬂi, 2004, 29(1) . 64 -65.
Zhong H, May M ], Jimi E, er al. The phosphorylation status of nucle-
ar NF-kappa B determines ils association with CBP/p300 or HDAC-1
[J]. Mol Cell, 2002, 9(3) . 625 — 636.
[3] Karin M, Lin A. NF-kappaB at the crossroads of life and death[ ] 1.

Nat Immunol, 2002, 3(3), 221 -227.
[4] Bach F H, Robson S C, Ferran C, et al. Endothelial cell activation

[2

and thromboregulation during xenograft rejection | J |. Immunol Rev,
1994, 141, 5 -30.

[5] Ferran C, Millan M T, Csizmadia V, et al. Inhibition of NF-kappa B
by pyrrolidine dithiocarbamate blocks endothelial cell activation[ J .
Biochem Biophys Res Commun, 1995, 214(1) . 212 -223.

[6] Tiao M M, Lu L, Tao R, et al. Prolongation of cardiac allograft survival by
systemic administration of immature recipient dendritic cells deficient in

NF-kappaB activity[ ] 1. Ann Surg, 2005, 241(3) ; 497 — 505.

(4% FEE)



