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induced by lipopolysaccharide (LPS) .

Angiotensin;  Monocytes;

with bacterial LPS in presence or absence of different ACE inhibitors or angiotensin (£) AT1 antagonists.

tion, the cells were harvested by trypsin digestion method.

Transcription factors;

Lipopolysaccharide; ~ Antagonists;  Nuclear Extract

Aim To investigate the effect of ACEI and ARB on the transcription factor NF-KB activation in monocytes

Methods Monocytes from normal deliveried female umbilical veins were incubated

At the end of incuba-

In order to evaluate a possible contribution of ACEI and ARB on NF-

KB activation induced by LPS, we used western blotting to study phosphorylation and degradation of ihibitor protein IKBain the cy-

toplasmic, the translocation of p65 subunits to the nucleus at different times.

Results The data showed that LPS dependent

phosphorylation and degradation of IKBa was markedly impaired in ACEI and ARB-treated monocytes and the translocation of p65

subunit to the nucleus was inhibited at the same time.

NF-KB activation in monocytes.

B T KB HANE 2157 5 V2 R BUIRSAH R,
BRI T A2 4 AT 29 FEAN IR IE IT i — DTS e o
Rel/p65 & — 5 —R1K, J& T 1 KB F K, 121K
rh 5% K-F KB #1155 [ a (inhibitor of nuclear factor
KBa, IKBa) &5& 78—, AT LIRS . RS
IKBa % B8 4 T B A%, p65 HH I 3% A% N /5 3] mRNA
% s o AT 5T B d 1 W %% IKBa 11 B& i S ps0
AN p65 £ 5T B A% B R E FT ML 2K K R A
¥, B #1701 77 ( angioensin-converting enzyme inhibitor,
ACEI) ' [ 4 2 & F| ( Fosinopril, Fosi) « + ¥& & F|

[WHSEHEA] 20040325 [fE[E HEA] 20040820
[EEBEM A%, Bt SRR BN KA AL 5 /O

IR SO JULEH LG 37, Ermail A zhzju0560@ sohu. com o RARE, E2Em
&, #az, WA A T, NE RO AR SRR . SR,
B, WL WA T, R 5T ) g0 ML e DR 25 8 0 U L A 3
Hig#.

Conclusions ACEI and ARB has inhibitory effect on the transcription

( Captopril, Cap) M L& ¥ 5K 2 @1 B 52 4445 Hi 7 4
YPIH(Valsartan, valsa) X 5AZ 41 i /1 5 2 08 5 3 10 3%
SR F Rel/p65 G PRI .

1 MR5REZE

L1 FENHESHHA

% [ BIO-RAD /A &] % it & K B & 2 4 &
%\ Biorad AL E XK EE HRIEZE. 4
B % 7R R 10% SDS F 7 % B R B R 0 B B (8
ml) \ 5% Tris H & B-SDS R & % Bt B 2 IR (5
mL) « # # 2% o i, TBST 4% o vk « & A & - 1 A TKBas,
P65 % 2 & itk AR 1 A1k B AT T B L ¥ H1 & HRP
F ik ECL B &7 &.
1.2 s SiiEsE

Z B SCER[ 1], B 50 mL A 4 0. 15 mol/L NaCl 3%



674

ISSN 1007-3949 Chin J Arterioscler, Vol 12, No 6
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Bk L, LA 700 x g 20 C# & 20 min, B WLk B 40
NERERBLEZEE —HRE, AKRERR
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Table 1. Densitometry scans of IXBa in each groups

s M n REE

X BEZH 3 12.8%2.8
aivyig 3 14.0%2.8
A8 4 ) 3 12.9%5.2
R F 3 12.2%3.9
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Fosi Ml Cap /5 1KBa [ fif (%5 8] R85, S8 2 b
I ] bEse, ZREA B EEE X (P< 0.01),
4ybH .| Fosi Al Cap AR LT EZER .
2.3 £&%4H 0 min BARMA P65 BIE L

HE 224 Vb HH | Fosi A1 Cap 41 0 min B 122 A
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*2. FHEAFERESZEF KB MGHIER o WEXREE
(x %)
Table 2. Relative densitometry scans of IKBaat different times

in each group

4 @A n 0 min 15 min 30 min 60 min

e % ¥ 3 1 0.15%0.02" 0.29%0.03" 0.62%0.02°

Hhvbin 3 1 0.66%0.04%" 0.7720.03% 0.86£0.01°
wEER 3 1 0.76%0.12¢ 0.79%0.10? 0. 86 *0.07°

FHEFR 3 1 0.6330.06*" 0.70%0. 13" 0.87£0.01°

a: P< 0.05, ¢: P<0.05, d: P< 0.01, 5 O min tb%;; b: P< 0.01;
EfRZa .
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Table 3. Densitometry scans of P65 in the cytoplasmic at 0

times in each group

o A n KEAE

iEEZ 3 5.9%2.9
aiibin 3 6.0x1.4
A8 S 4 3 5.9710.36
RIEEF 3 6.7%1.7
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Figure 1. Effect of ACEI or ARB on LPS induced degradation
of IKBa in cytoplasm
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Figure 2. Effect of ACEI or AR Bon level of in cytoplasm and nucleus
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% 4. BATFERE SRS M Pes AEXTREE(x £,
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Table 4. Relative densitometry scans of P65 in the cytoplasmic and nucleal fractions at different times in each group

4 M 5 4 A%
o H
0 min 15 min 30 min 60 min 0 min 15 min 30 min 60 min
JEEZ 1 0.42%0. 13 0.15%0.02¢  0.12%0. 03" 0.14%0.03  0.25F0.06 0.6110.09° 0.88 %0.07°
4iybia 1 0.93 +0.01° 0.9 *0.01" 0.87 0. 03" 0.14%0.03  0.19%0.07* 0.20%0.07° 0.21%0. 08"
A 2 3 F) 1 0.92 %0. 03" 0.9 0. 04" 0. 89 0. 04" 0.15%x0.01 0.17%0.02> 0.19%0.03" 0.21%0.02"
RIELEF 1 0.92 %0. 05" 0.9 0. 04" 0.9 0. 05" 0.15%0.02  0.17%0.02> 0.19%0.03" 0.21%0.04"

a: P< 0.01, 50min HLEG; b: P< 0.01, 55 £ M4l s,
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IR ¥ A, R I S U e R A S T 2 A
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KB T R {0 P& iR iX — JL [RI& 42, B2 Rel 11 P65 &
N GHRAZ, o R 4 A — SR R 0T
GGGpuNNNpyCCC, Ji ZhEE [ g 5

L2801 28 RE R 4 o 385 5 P o) A7 o8 R s A T Bl
B AR, T 28 40 i ) A R 6B TS AL, BE
B L5 P ULAE R P9 R 4 A W AT i, X
TRERANMAZ 9 E LA p6s B E . A NHK cis B
B2 RO L, TR T KB 45 &0 i R BLRE
BRAR LB — FEREES G o AR SRR AL (1
JR W, R AR A ik B AR R, BB~ B
W 4 186 %, PEBE A% R XB &AL, T ACET 286

quinapril J5 3X i 28 AL % 2817 o Schieffer £5 % iIF B 45

VO 3ET B fik 5 A AR AL e D) AR DTEX A N e R 30 Rk B
YIS Fi R AE Y, % 9] ACET J ARB 75 3R RETEAL,
1 L 3 A A IR AT e .

A SZEG ] Western Blotting 3 AR &I, AR I fig %
PRI L% 40 B S5 R P6S AT TKBa A< 5 %3¢ /7, ACEL A1l
ARB XTEMIAF=E . 2 i ARG, b & R
[ R 3EFE, P6S AT TKBa 1125 38 7 PR AR, T 40 P A%

[ P65 BN, WA T KB G4k 48 % F) KT
NGRS 3 A FRAH L 5T P65 AN IKBa () & B FE
X HUAZ A P65 38 %/, 1 B AR 3 35 R L R FE R
A I o] 10 4% R 7 KB i AL ASHE 70 RO 45 R 4R
7~ ACEL J2 ARB 7£ 3 ik 58 FE A AL FiB77 S 16 97 I o
TER S EATRE W M| B A% - B W gH M
KB i A K.
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