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DI ERWE AR, ABMNERLE Ag 9N
B DEHERTLEERTENZE.
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Gly 75 mg/mL. DA EIFWT 37 “CHEA] 30 min,
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H % | B, 3 Gly #1/8( PMB 5 ET fE GBI
BHERETHESRANT (£ 25, U/ml) EH 3 H
(R FEK)H 3.66 + 1.53, Gly/PMB & # #5414
38.63 + 5.34,PMB 541 4 68.78 + 4.96, Gly fE i 4
73.60+ 8,02, Gly/PMB & | At B 4 5.65 + 1.15, PMB
AARA 4.19+0.38,CGly A A 5,57 + 1.91,ET &
109.00+£7.97, R ZS A EHLBERHATHIT
FEAEA EENHA ET P BEF ET4(P<
0.01), 3 H Glyw/PMB & M4l ET EHARRKTF
Gly A7 B84 . PMB X BH# (P < 0.01),

F 1 Gly.PMB S ET tFRIGHIEE th e

Tab 1  Comparison of activity of residual endotoxin after

Gly, PMB neutralizing endotoxin{x + s, » = 10}

Group Concentration of residual endotoxin{ U/mL }
ET 100.00£7.97"

ET + Gly + PMB 38.63£5. 142"

ET+ Gly 73.60£8.00% F

ET + PMB 68.78+ 4,96%" *

Gly + PMB 5.65+1.15%

Gly 5.57+1.91°

PMB 4.19+0.38"

H,0 3.66+1.53"

AP<O.01, w5 ET groups * P<0.01, s O groups # P<
0.01,w ET+ Gly + PMB group

(=) Gly,PMB 3 ET XiE ety & .

A 2 B TR K H B AR R f g T PMB
MEAMA 4 TR IE, 222 4 nm ] BCE 2,364,
251.4 nm T UL (L 0.337, 257.4 nm R Wk {H 0.357,
263.2 nom WU 0.304; Gly X BB F 1 5K Wk,
204.2 nm RUTH 0.737; ET A 2 PRI, 206.0 nm
WM 1.470. 257.2 nm BWE{H 0.950; PMB 51T H
2 g . 2238 nm Rk {8 2,414, 257.6 nom RUK{E
0.760;Gly T HF 2 R ACE. 212.0 nm B YP{H
2.414,257.2 om WYX {H 0.967, A 2(e) 7 L PMB
SET{EH/AE.PMB Y 4 TR 2 4, H
2224 omih B0 R 3E BN, ET /) 206 nm 405 Wi
5 ,257.2 om AL RUCUEE AR i 0.950 B3] 0.760, 12
7 PMBERIFEALS ET - F M RSN BRI X, M
PMB A B&#EHE. ME 200K Gly 5 ETEA
5 VR i I B Gly JET 7 3 W iz b i (R HLug
i RE, /5 Gy 5 ETfERIMEAE T ET 27
0% SR FePE S A TR,
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Fig2? The ultraviolet spectrometer graph of endotoxin neutralized by glycine and polymyxin B
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Anli — endoloxic activity of glycine and polymyxin B and its mechanism

QI Ren — Bing, LU Da ~ Xiang, YAN Liang, HU Chao ~ Feng,
WANG Yan ~ Ping, WANG Hua ~ Dong, LI Chu ~ Jie
Department of Pathophysiology , Medicol College of Jinan University , GuangZhou (510632}

Abstract  AIM and METHOD . Modified Limulus Amebocyte Lysate { LAL)test with chromogenic substrate and ul-
traviolel spectrometer was used to investigate the mechanism of anti — endotaxin of glycine and polymyxin B in witro. RE-
SULTS: Concentration of residual endotoxin( RE) was determined after antagonists neutralized endotoxin: In glycine/
polymyxin B mixture group, polymyxin B group, glycine group RE were significantly lower than that of endetoxin group{ P <
0.01), and in glycine/ polymyxin B mixture group RE was significantly lower than that of polymyxin B, glycine group{ P <
0.01). Observed the graph of various groups with ultraviolet spectrometer, it was obvious that there were difference between
action of two antagonists to neutralize endotoxin; polymyxin B decreased ahsorption peak value of endotoxin ( at 206 nm and
257 nm}, however, ahsorption peak values of glycine and endotoxin can be add up (at 212 nm and 257 nm). CONCLU-
SIONS: The result suggested that; 1) phosphoric acid unit and amine — bio — glucose of lipid A was changed after endotaxin
was neutralized by glycine, polymyxin B and lost the activating C factor in LAL, moreover, glycine/polymyxin B mixture
might be better than any one of single antagonist; 2)glycine and polymyxin B affected different parts of endotoxin molecule.

MeSH  Ghveine ; Polymyxin B; Endotoxins
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