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Change Law of PGD,, CPAS3 and PAF in the Guinea Pig of Anaphylactic Shock

Yang Kai, Guo Xiang-jie, Yan Xue-bin, Gao Cai-rong

Abstract: Obijective TO assess the change of LTE4, PGD2, CPA3 and PAF in the guinea pig death of anaphylactic
shock, and look for biomarkers to diagnose the anaphylactic shock. Methods (1)Guinea pigs of either sex were used to
establish anaphylactic shock models. (2) The contents of LTE4, PGD, and CPA3, and PAF were detected respectively in
urine, plasma and brain tissues with ELISA kit. The significant biomarkers were selected. (3)Based on the tests of the
elected biomarkers, to observe the change law of PGD,, CPA3 and PAF in the guinea pig respectively in 0 h, 12 h and 24
h after died of anaphylactic shock. @ To observe the effect of PAF-AH in reducing the contents of PAF. Results (D)
There were no difference of the level of LTE, in urine between experimental group and control group, The contents of
CPA3, PGD; and PAF in experimental group were significantly higher than control group. @ The level of PAF in 12 h
and 24 h after anaphylactic shock were significantly higher than control group, and The level of CPA3 and PGD, in 12 h
after anaphylactic shock were significantly higher than control group. ® The level of PAF treated with PAF-AH in
advance were significantly lower than treated with normal saline. Conclusion (D) The LTE, in urine cannot be selected as
biomarkers to diagnose the anaphylactic shock. (2 The PGD, and CPA3, and PAF respectively in plasma and brain
tissues maybe used as biomarkers to diagnose the anaphylactic shock.(®The PAF-AH maybe used for clinical treatment.
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TR 36 A, MEMEAPR, A5 250-350g, M ILVEERFERS LAY Ofeft. SR8 (GradelD 3
FC5e 477 (CAS 9007-81-2) « PAF-AH (SRP3136) ¥ 1 SIGMA /A @l #fft. MODEL680 fihri%, A3 bio-RAD
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AR ER K FRACFRZE, i BB R T SR B BEER KR 5 0.3 mIl AR FR K, i B R TR AR T S ML RV EUIR 4L 2R . S R IR
He X, ALK REZEIR, ITHMHER AL G RIEUR . M. A, PLESAE, HAKR6 H.
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FRAXAE 450 nm A FIE RO (OD B, @l AriE il 2 i E AR i S AR V2B 3R R IR B
1.2.3 Fit ik

P e g5 IR XS &R, A SPSS11.0 #HAT HL AR 7 Z 0¥ .

2 4
2.1 SRR ST S A AL R W 5%

JK SRR ISR v 3 DR R VB B S TG B, IR B Aa ik, SRIE VAR, PR PRI s, A S5 T ) A i g
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BATE e IR 1K) LTE,, 13K (1) PGD, il CPA3, izl 43 (¥) PAF PURHAE W24 Fa bridb AT A, ik th ik
TR TEAET: 0 h 41R12S (I B 2H 22 ) B & i dede (LR D

® 1 WMV AR R g R (n=6, XS, ng/L)

4 51 LTE, CPA3 PGD, PAF
S AH 318.94+8.27 118.33+4.317 437.23+28.10" 55.68+3.65Y
S B ZH 314.29+33.06 93.26+2.27 357.19+26.99 49.28+2.61

e D)FRRIET: 0 h 52X IR4LAHEL, P<<0.05, ZjIHEAREN.
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BT 24 h 4 94.77+2.52Y
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