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Tab 1 Effects of PLA,; inhibitors on MAP of the endotoxic shock rabbits (kPa)
Before LPS After LPS Infusion
Group =
Infusion 5 min 30 min 1h 3h Sh 8h

SD 12 13.47+1.31 12.97+1.71 12.07+1.08 11.71+1. 37 12.03+1.33 12.67+1. 33 12.49%1. 32

ES 31 12.84+41.27 7.72+3.57" 7.68+3.32" 6.72+4.23°"" 6.4414.13" 5.321+4.06" 4.33+4.19"

CcQ 16 12.49+1. 84 9.27+3.68" 8.124+4.55* 7.12+4.55" 7.65+4.53"" 7.72+£4.27 " 7.40%4.16°"
DXM 10 13.44+%1.19 13.44+1.19 11.4442.35"+ 9.89+3.37" 9.89+3.59° ™ 9.04+4.43° " 9.01+4.32°~~

* ; P <{0.05, *+ . P <0.01, vs SO; +.: P <0.05, ++4+. P <0.01, vs ES
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Effects of phospholipase A, inhibitors on the activity of platelet-activa

ting factor in rabbits with endotoxic shock
Du Wenhua, Li Zhu, Lu Songmin, Chen Huisun (Department II, Research Institute of Field Surgery, Third Millitary

Medical University, Chongqing, 630042)

Abstract The effects of chloroquine and dexamethasone, inhibitors to phospholipase A;(PLA,), on the

activity of blood PLA; and its related lipid mediators were observed in rabbits with endotoxic shock. The rab-

bits were randomized into control group with sham operation (SO, n =12), endotoxic shock group (ES, n =

31), chloroquine (3 mg/kg)-pretreated group (CQ, n =16) and dexamethasone (5 mg/kg)-pretreated group
(DXM, n =10). Blood samples were obtained before and 5 min, 30 min, 1 h, 3 h, 5 h and 8 h after the initi-
ation of endotoxic shock and PLA;, platelet-activating factor (PAF), TXB./6-keto-PGF,. were determined
and changes of mean arterial pressure (MAP) and respiratory rate (RR) were recorded. It was found that the
activity of PLA,, PAF and TXB,/6-keto-PGF .. were markedly increased after the inusion of endotoxin and
CQ and DXM markedly inhibited the activities of PLA, and PAF. The inhibitory effects of CQ on TXB,/6-ke-
to-PGF . seemed to be more efficient. In addition, the survival time was increased to 75% in CQ group and to
70% in DXM group. The findings suggest that CQ and DXM ,inhibitors to PLA;, can significantly suppress
the activity of PLA, and decrease the elevation of the related lipid mediators such as PAF and TXB,/6-keto-

PGF... Consequentl the prognosis of the animals with endotoxic shock is improved and the survival rate in-

creased.
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