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Role of platelet activating-factor and its antagonist in serious intra-abdominal infection
of the rats

ZENG Dong-zhu, YU Pei-wu, MA Hong-min (Department of General Surgery. Southwest Hospital , Third Military Medical University, Chongging 400038 , China)

Abstract: Objective T investigate the role of platelet activating-factor (PAF) and its antagonist in serious intra-abdominal infection (SIAT) of
rats, and the relationship between PAF and TNF or I1-8. Methods 1n a ligated and perforated cecum model of septic ral. The mortality and the level
of blood PAF, serum TNF, 1L-8 at different time points were observed. Results (DThe level of blood PAF, serum TNF and IL-8 increased with a sig-
nificant correlation between PAF and TNF/IL-8. (2D After treated with PAF antagonist WEB2170, the level of blood PAF, serum TNF and IL-8 decreased
with a reduced mortality rate. Conclusion The PAF antagonist WEB2170 can block the communication network of PAF with TNF or IL-8 and plays an

important role in preventing MOF.
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EEEEREE-NE LMNIERAE, Z5ES
BEMREESR, HARVHAE, F AN SEZ/MEE
H F a0 ML/ MR TE B F (PAF) | 8 JR3E B F (TNF) .
IL-6.1L-8 REH=HERZHEY ., AHRXAKXKKED
AL B R R 40T 5 R INE (28
BINEes B A Rt PAF R HIERFIMEM,
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1 #HREHEE

1.1 ShHEAHE
B Wistar 7B, 99 R, 4AE 180 ~ 230 g, 256 24 h, A kK,

AlekP b ZMERNER OS5 mgke) , HERFE . &4HE
BHA 9 BE L RERHEEERN, KE.
1.2 #Hh#Hha4

T 99 RAR. a3 E:QEFEXMEE X, OBEL
50 R AVTEBLSILMETL. OPAF FEHL WEB2170(HE E
Boehringer Ingelheim 73 7 7= & ){67 4 41 J, ZEAL Bt 55 2 BD
MR R ST WEB2170(5 nw/ke) , LUEE 8 hEEFSH 1 o
1.3 WNEFHBHELS &%
1.3.1 BEHHSEL FEERGEE 6 .12.24 } 48 h &
BRI R BT %

1.3.2  Ifi PAF R 7 EARSAAE AR 1 nl,

EEB A BN 1965-) . B, MEEHRLENBL, TRER TEMASE
B HEsEL A EAIB . HiE: (023)65387301
175 H 39 : 2000-08-11; #2151 H #8: 2001-03-21

JIEEE s ml, FlFEATHEIIE. 2 000 /min &L 10 min J5F
B EIEH, &Y 2 ml FIRFEK 1 ml BIZHE A LU, BRER
i, AT, DL 50 1l SAFEE S PAF FRiE A (sigma 24 ]
PR B R G AR AR AR IR K ( 65:35:6) HIE
TR, BT S ABERR M BT S PAF fRuEM Rl — L BE(E (RS
EWRE, AL FERKEFER,. REGTEAKKT
G AL BESHMIEES(S mg/ml) HBERRSR A, B.O
ARE I /R IR TR B /MR B E 2 30 77 ~ 40 7/’
7E B 048 /MBS B A3 _E 0 58 A o S S R S R I AR R 3R
SR AR ES PAF FTSUM /MR B ERE Mn R E
B&F PAFSE,

1.3.3 [MiF INF RN ELEHESHEREKD 1 ml TT
Bt BN TS, R AR DERN, ZRESEE, 5
B, DORRE S R B &, N R TR R B B %S R, FIE D,
H. RENEIREHMREMZE L RBFRNZ S TNFHEE.
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1.3.4 M LKW TR MR | m T+
BE T BUMLE . RAERELSER INF. HA&MENFER
FRBEHPT ERM .
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2.1 e R

EAREE D BESHRBTHEAEBHEE 6 h X
12 h sy 8 B, 3T, 24 h EERE SHITENYR
TS0 748 h FET- R & TIRITH (P <0.05),
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2.2 faik PAF RFa) T

FEERYLSE 6 h il PAF K FRIEF X BHABE S . ELU
JE & B H PAF K F A EHITHEF S M. PAF T
FIEIT AN A BT HENERRS BB ESTIE
HREEE (P <0.01), LFE 1,

£1 I PAF K TFRITAL (pp/pg-L7H)
Tab 1 Changes of blood PAF(pg/pg-L™")

Group n 6 h 12h 24 h 48 h
Peritonitis 8 1.2+0.21%  1.90£0.24~ 2700207 3.01:0.4"
Treatment 8 0.85+0.18##™ 1.38+0.21%#" |.65+0. 4*¥* 1. B+0.20%#*
Control 8 0.57+0.09

##: P <0.0l vs peritonitis; ** : P <0.01 vs control

2.3 i TNF K-P#gEAL

HRIH RIS 6 h, 175 TNF /K36 0 % % B4 o E T e, 24
h IS, 48 h B K ETi& T 12 he PAF BTG A
AR SHREREA AN ERE ENEEF TEFWERMA(P<
0.01), % 2.

R2 ME INF KRESTN (pp/pg L)
Tab 2 Changes of serum TNF(pg/pg-L™")
6h 12h 24h 8 h

Group n
Peritonitis 8 2.29+0217  2.31+0.16™ 3.01+£0.35™ 2.78:£0.34™
Treatment 8 1.95£0.20%%= 2.01£0.20¥%% 2, 13+0.23##* 2.07+0.25%#
Control 8 1.5+£0.02

##: P <0.01 us peritonitis; ** : P <0.01 s control

2.4 feik IL-8 K-F& L

A RIS 6 h IS -8 KB B 5, I L s A& wt
S RS F . PAF HEHLANAIT 4 4 0T H S B IE R
HIASEE. BMBEES TERNBA(P<0.01), RE3,

£33 MEF L8 KFHETWL (pp/pg- L")
Tab3 Changes of serum IL-8(pp/pg-L~1)
6h 12h 24 h 48 h

Group n

Peritonitis 8 0.60+0.117  0.61+0.06™ 0.63x0.8™ 0.7420.107
Treatment 8 0.47£0.11%% 0.52x0.06** 0.54+0.06"** 0.58£0.09%%*
Control 8 0.34+0.05

##: P <0.01 vs peritonitis; ** : P <0.01 ss control

2.5 ik PAF. TNF.IL-8 ek 4 pr &R

SRR 4H 1 PAF 7K 5 g TNF AP EBEEMHL(r =
0.965,P<0.01), 51 IL-8 P2 HBIEHHL(r=0.945, P <
0.05),
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PAF B—Ff R EPERR IR 5, H BTN A 2 —F
MEREERE T, AT ENAEYERE., EERT
LMK AR SHETENFRERT S BRE S
PGS LR AR EAES R REEEEEM.
SCEUFPE  E N R K, MR PAF /K E A BH B 7t
B ERERCEREEEEMK ;A PAF 1
B30 AT BH okt R R AR SO sh IR I e, 0 1 Ak
B gD kRS BERERGD . AASYIE
o, WELF MR PAF PIKFBEE 7 18 o R B3 T

B LEEIRYLS 6.12.24 K 48 h (i PAF KF 43 5 1%
FIEHH3.3.3.4.7 & 5.31%. N PAF #5917 WEB
2170 A B 55 REAK I 7 P9 PAF K, B REAR 08 B 75l 4
R A S 51% .27 % \39% % 41% .

I FH PAF H55157 FT 28 K 5 1L AF 514 09 A= 7 i 1]
R HAE TR, B S N F R 5 JL/DEH 6 A PAF
FEH R EERRFE T, &85 REM i A PAF 45
HiF WEB2170 Rl TS K RAE TR, MR R H 516
FYAAR LB, KR 24 h SET-FFET-H 1 28 % B H 20%
(P>0.05),48 h JET-FH 65%f% 2 47% (P <0.05),

PAF A NMEEA] Z A, B S ZF4
JaPE F4n TNF . IL-8.IL-1 . IL-6 A E B S& 5, B, b
FZ5EH, KPR —RBEMS RS, mxX RN
2 24 BRTBOA A TER T, B, RAE KB YIHEF
MENEPEEEEER, b PAF 5 INF A X MR
1B % ZG R TR B BB SRR . RS
MBS 3R, PAF AT 30BN SRR A0 i, B e A M S N R
MM R B TNFLIL-6. 112 & -1, X FfE RS
PAF IS S 81 & EAH5E, 30T B PAF FETLRIBim &,
Rat sk, R4 E 40 TNF IL-8 . IL-1 A INF-o 7R A] 42
BEA P TERLAN A, P9 R 40 G BT B PAF, JF AT s
PAFIER"™ , AL K, T EHEKYLS 6 h, ffiLiE
TNF /KB T 5,24 h 550,48 h BEH T K ; T (L%
IL-8 7K - 2 e m S, A B 5 1ML PAF 7K-FHY
FER B EIEHE, L PAF HHi/ WEB2170 1657
5 ,7EML PAF KRR AR, L5 TNF & IL-8 AKF IR
B RS, a0, M PAF 7K V9 B R X i
TINF.IL-8 /KA B B B0, 7E Bk 35 MUAE B BA N A PAF
FETUR AT BB PAF SEEAEETRMSKER, X 24
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