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CHE] B BRILEFRGS -DOMET A8 ECPTXON AR EE S A RO UL E 2 40 5 8 55 2
F-1ACAM - DMMFER. FiE HEE Wistar KREMUWKRFZRES AT RE BRIA 65424,
PTX M 654 -2+PTX A . BHASNER 6 R, RREKESHIELSH OLPS)5 mg/kg RHIFHPHEE., TRE
0.2.4.6.8 F1 10 h 7 [ B [A] o5, 43 51l &b 58 K RUBLL LA 4, 3% F & 15 % 48 BN 58 3k (Western blotting) # 3 .0
MARICAM -1 BHWEL, R EHLPS6hFARLNAL ICAM -1 BEEANERHEAT P
0.01).B/E ICAM -1 BHMNEBEXZH TR, Z 10 h FH{AAERA(P<0.05), 654 -2 R PTX THEH A WD
DHELA ICAM -1 BEEHHFER (P <0.01),H 654-2 5 PTX BES AT HELAAR ICAM -1 BEHKE
BRAEEE, 5HA54-2HPTX REERWERITFEE N (P H<0.05) . &t 654-2 M PTX Bt A f#
HAuHEMHANERESHARONAL ICAM -1 EHMRE . NTEIST.ONHARNEFEL.
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Inhibitory effects of anisodamine and pentoxifylline on the expression of lipopolysaccharide - induced
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[Abstract] Objective
(PTX) on the expression of lipopolysaccharide (LPS) - induced intercellular adhesion molecule - 1
(ICAM - 1) in rat cardiac muscle in vivo. Methods
(each n=6); Dnormal control group » @model group, @654 - 2 treated group, @PTX treated group and
® 654 - 2+ PTX treated group. The errdotoxemia model was reproduced by intravenous injection LPS
5 mg/kg. The expression of ICAM -1 protein in rat cardiac muscle was assayed by Western blotting at 0, 2,
4, 6, 8, 10 hours after intravenous LPS injection. Then the expression of ICAM - 1 protein in different

To investigate the inhibitory effects of anisodamine (654 - 2) and pentoxifylline

The animals were randomly divided into five groups

groups was assayed at different time points. Results The changes in expression of ICAM -1 in rat cardiac
muscle after LPS injection were in a time — dependent pattern, gradually elevating to approach the peak at
6 th, then it lowered, but it still appeared at 10 hours (P <C0.05). Western blotting also showed that
ICAM -1 protein with decreased with pre —treatment of 654 -2 or PTX respectively (both P<(0. 01). It was
reduced to a much lower level when the animals were pretreated with a combination of 654 - 2 and PTX,
compared with the group of 654 — 2 alone or PTX alone (both P<(0.05). Conclusion The combination of
654 - 2 and PTX may play a protective role in rat against injury to cardiac muscle induced by LPS in vivo via
inhibiting the production of ICAM -1 protein.
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FEMARET . 5— R REERRARSESH K,
REESBEPH—FMEBERN 2 F. ICAM - 17
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TR S BRI A OB ICAM -1 Rk
e, SCERRE © B AT A AR (PTX) R > LPS i &
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(654 - 2) " H FHAK T RF B ULEREIRIT 5%
ZB 654 -2 HEMH TNF - o, 540 M =45 RAE
AR A, WEQ/ RG2S GRERNER

(SIRS) Bk BREMERAY . ABRUBELHFNE


http://www.cqvip.com

.0 0 0 http://www.cqvip.com|

hEGERAMES 20074 10 A% 19 %% 108 Chin Crit Care Med,October 2007, Vol. 19,No. 10 * 601 -

RAXBONBHGHER, WEH.OCPNHL ICAM -1
EEFEE, LR 654 -2 # PTX FH 0 ALA
gUICAM - 1 EHRZMWEW, BT HTEKEM
Bl

1 #E5AZE

1.1 TR KE 250 g 4 @B Wistar KK,
HEE KLY O REE. HENRFERES
H, BRI R 6 B, OB . B#KES LPS
5 mg/kg; @XF A . B# bk AE B ERK 2 ml/kg;
@654 -2 41 . {E S LPS B [FEIBTF 654 - 2 10 mg/kg;
@PTX 4 . 4t LPS §i 1 h,# 60 mg/kg 15 PTX
W7 T ®654 - 2-+PTX 4H . 1§t LPS F1 654 - 2
B 1 h,# 60 mg/kg Wi PTX., FELK 0.2.4.6.8
110 h 43 BRI 45 4H ICAM -1 Rik.

1.2 MEIEIR 5 ik T 4 B ) 5 i 30 L, R
JHZE 3 % 5 BN i 1 (Western blotting ) & . -0 L
HHAF ICAM -1 BEH S EH 30 mg .0 JLHA,
A 0.5 ml 4 jig B #& % (0. 05 mol/L Tris - HCI,pH
7.6,0.1 mol/L NaCl, 0. 001 mol/L Z, —jkVH Z B
(EDTA), 1 mg/L aprotinin, 100 mg/L phenyl-
methyl sulfonylfloride], vk 5% . BUNF D HE &,
KRB R Lowry I# T EELE&; HRES M
AR 2X T ke EH R & (SDS) 1 i ke 28 vh WK
(0.1 mol/L. Tris — HCIl, pH 6.8, 0.2 mol/L
dithiothreitol , 5T & 4+ L4 4% # SDS, 0. 2% 1R B
2B B 20 H MDD . BERAE 100 CTF A& W
5 min, EEFAEHH 1 min, TR T 10 000X g F.L
10 min, £ & 2 7% SDS -5 75 4 Bk ik 5% 5 w1 3k
(PAGE)BEN 4+ B8, Bk S B 50 pg B H . &
HH2BEREBIRKE R H (PVDPE L.
PVDF = T A TTBS(0.1 mol/L Tris ~ HCI,
pH 7.5,0.9% NaCl,0.1% 0t g 200 M 1 h, &
TH—HQ - 5000 F 2h, I TTBS %% 3K, 5
W10 min, B =4 (1 : 1 5000 FHEIEE 2 h, [
TTBS Bt % 3 K, B K10 min, I ALK HEAF,
BEFBREXKA RAZBEEE . BEOW Mg
Ji2 BB S B AL 43T

1.3 SitEAH  ZEBEHUYR RS
()RR, B AL BRI Stata7. 0 HAHAT ¢ £
M EH,P<<0.05 HESHEZITFEEX.

2 & B

2.1 ZHYHFIEREL AERIH A TE 5 LPS 5 mg/kg
ByA 1 RRRTESN 4 h 3T, 2 RFES 6h
BIPET s AR 4 AP HRAEKRIET.

2.2 LPSESLIUHAICAM -1 BEHEEE D
O LA S R LR A M BEMICAM - 1EH 5T
5 LPS J58E B B SICAM - 1B [ £k, H 25
Wik, 5 0h b8, LPS 5 mg/kg fEF 2 h,
ICAM-1EHONRBEHBHAE 6 hNERASL
¥ B X (P<0.01); E 10 h if ICAM -1 BEH &
6 hBETHE . ZR A5 #EE X (P<0.05),
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Figure 1 Expression of ICAM -1 protein in cardiac muscle

of rats induced by LPS at different time points

2.3 654-2F1 PTX X LPS H3 6 h J5.0 JleH 4
ICAM -1 BHREHE (& 2) % BHKBON
HEYICAM -1 B RS, e A4 o5
LPS 6 h i ICAM -1 BORZBEWIR, S HH
HERESAEGE T #E X (P<0.01), f 654 -2
PTX THH KB OUHL ICAM -1 EHRAHE
R IR 55 (P 3 <<0.01); T BE & 654 — 2 1 PTX
FHARRONALICAM -1 BEOREEELH
654 - 2 ¢ PTX £H3 B F W 55 (P $<0. 05),
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Figure 2 Effects of 654 — 2 and PTX on the expression of ICAM -1

protein in cardiac muscle of rats induced by LPS
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BEE2AEGHOEBRRERKBEPLHFEE
W, NERXREFTEEHY R, WRKEENME
RE X5 RAE RN AR CEENTZ—. B
A EH, RAEFEFI A M E- 1BL - 18,
ICAM - 1R ERCIBEREFMEEN K, TMH O
RRRERTFHRKFH S BESNEREFEHEEN
KR, MEBREBREFRIONKSEE N TRESEL
ThEekER . K ERE SR ENBRFWAXC &
A B BHE T AT S B RLL 1 30 B I PR AR AE , E &
SiH—H TR OB BRE B, BB BERAR
FEREERAE XF 0 WL 3 i LA B A B T RS B

ICAM -1 B—Fr iR BB M o0 7. MBS
BRELD,. B TREREOEERZEK, HHEMN DT
FRE 76 000~114 000, ICAM -1 434 +4r) 12,
5 &R0 b B 4R BE . M B Y B 40 AL O UL 4 B R
HEANAL . AR AN AR B AR M B N R
B, EEF iRm0 U4 ICAM -1 £2HR K
KD, ICAM -1 5— R3] R AF W FUR S ke
i R BRI R R RS RN E R E D RER
Z41E(MODS) B %, &R A ®Z IL - 18, TNF - a,
Y ~FIHE JFN - VORI A U M W H0,
A . EMREFERT, LUK ICAM -1 %
br.y:- b1l

PTX BRHEEEMRATY, B —F I i 8B
B2 — R B 40 1 7, BEREL T cCAMP #7285 AMP, 8 45
ML cAMP f1 ATP WER & . (E N MEY KM, &G
AFRITmEERR.FEAZAXLAEFEBERR B
G e, Xt B R mAE LR £ F 2 R ER,
AMEHLTANEESIENRAR . HEERSIYHFTE
RO BAFRE PTX W/ LPS S M. LA
B IL - 1B. TNF ~a RN FEL: EEH R LR
B PTX "/ LPS 2.0 L4 ICAM - 1 &
%, NF - «B @ 2 # ICAM - 1 &R KX L
g FEFERS.

654 - 2 A M ZEM_HIER BT B
BB R T O R0 LR 16 9T 5
—EBR KM, 654 -2 AEHRBAR AT EFE
F 400 4] 40 4 8 2 A R 1 B T o AL . X LR
AR AR Y 1R s 1B, 654 - 2 BT R A L 0
RPIRE AR =%FrE . BHmW 654 -2 ATH

R R e, 1 F & F R E BT8R A MODS H#EUg
BAFIT®.

EAZE S, BKEH LPS 5 2hICAM -1 8
HEBSEFHAE .6 h ZRUMELH (B, TH
654 - 28% PTX THIR K R.OUMALR ICAM -1 &
HEXBEBAHE BT BBKE 654 -2 f
PTX THM KR OUHAL ICAM - 1 EARKE S
Fes4-2 PTX HEBEWS. £ 654-2
PTX M NBEFBW.CUIREIERPIER, WA
BEHEAT#E—-ERD 0N ICAM -1 BEA XK.
HETMARH 654 -2 5 PTX ENEXHRRONBRE
R B BB A IR MR P HLH] (B A 5T
KW, 654-2MPTX XS AT RELL 2 — 5
654 - 23 PTX Xt W& & A H Z |0 ILEHF F
PER B EE DA RIER.
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