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MPS N, nfG1id L P MPS B3P 0 SRS iF
FE/NEL iV FCE 7, (kP 00 40 A0 1 60975 75 10
YIRE, DU DS REEE TR U R i
HEMEM, Fii FCE 1 s ik 5 3,
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P (F-68) 27, ¥ HeyEW 30, 74 ¥ 1.8,
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NaHCO, 2.1, #{# & {1 SE I {E 2 204 mg/ml,
FUAT B 41 01 e ol B - AR IR IR S,
96 % B FLR B IE/NT 0.2um, H 1 1 B/NF
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Tab 1. The cpm and DIs of DHR measured

by radiometric ear assay in FCE 50 ml/kg iv
treated TCR mice immunized with DNFB (n=10,

X£SD) ***p<0.01
Time after Right Left DI
infusion (X1072) (Xx10°%) (R/L)
Control 138428 58+7 2.4+0.4
d -8 142441 56%16 2.640.6
d -4 8722 39+10 2.31+0.8
d -1 126+ 34 75+19 1.7£0.4%"
do 59418 2616 2.3+0.4
d2 7119 35+17 2.1+0.5
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F11.5ml, & H ip 5%CRBC 0.5ml, 2h 5
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PM SE ¥k CRBC $(H (HFMEIEED.
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WYL 1A A, 4L 10 1, £ A4 4 B
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PM # WDk, 7TIL4575)5 6 h, PM jak A5
W LB, BB R, KZHPM
{LREZEWE 1 - 2 4> CRBC (] 1-A JHRE 2),
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Tab 2. Phagocytic ¢/ and index of peritoneai
macrophage uptaking CRBC in ICR mice after in-
fusion of FCE 50 ml/kg. (n=10, X+SD)
**p<0.05, ***p<C0.01

Time after Phagocytic Phagocytic
infusion ratio (%) index

Control 55+7 1.364:0.24

6h 16-+9"* 1.04+0,18%*"
24 h 6+12 1.0840.41

ds3 5248 1.92+0.67""
d7 49+10 1.23+0.35
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I B RS PM, #0228 E 2, G4 K.
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By L Yok, kiR .

FCE 3l /v R f LPS B BEMME J
22.8+1.48 BIA/NEL 150 31, 4 sk LPS 4,
FCE 41 fi1 HCA 41, 4413 ¥ LPS 5| ut 43 1k %
EeBLy 2 B9 5 A B4, a5t dl 10 X, LPS
& ¢ ip LPS 1.8-28.8mg/kg,FCE % 4] iv FCE
30 ml/kg #1ip LPS 0.225-3.6 ml/kg, HCA
48 iv FCE 30 ml/kg # ip LPS 3.6-57.6 mg/
kg, [AFip HCA 100 mg/kg, :4f 1 W M
YT %k, M Finney’s i[5 % 20 P50
& 95% T {E IR,

FHALLPS [ a2yl W 2, R
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FE ST R S IEHI 2, DL LPS 4 4k
BLuE, FCE &M AR, $R5ET By
fi, HCA Ak B4, R R Bk
/L, LPS 4 LD, 5y 6.3 mg/kg (4.6-8.5 mg/
kg),FCE 4] 0.6 mg/kg(0.4-0.8 mg/kg) ,HCA
40 15.5 mg/kg(10-23 mg/kg) {¥: 415 48 h 7%
IR E .
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Fig 2. Dose-effect curves of LPS plus FCE 30 ml/
kg or hydrocortisone acetate 100 mg/kg (10 mice/
point)
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ABSTRACT Delayed hypersensitivity reac-
tions (DHR) werce depressed 24 h after iv
fluorocarbon emulsion (FCE) 50 ml/kg.
Phagocytic ¢ and index of peritoneal
macrophage (PM) uptaking chicken red blood
cells (CRBC) wecre markedly diminished at
6 h after iv FCE. Scanning clectron micro-
graphs of PM 24h after FCE iv showed
that the cells extensively flattened; transmis-
sion electron microscopy of PM showed that
the cells contained a large number of FCE
covering the organelles. Infusion of FCE
30 ml/kg significantly increased the lethality
of E coli endotoxin (LPS) treated mice by

tenfold, but infusion of FCE with ip hydro-
cortisone acetate (HCA) increased the sur-
vival of LPS-treated mice by twofold. The
results indicated that FCE iv inhibijted the
phagocytic function of macrophage and re-
sulted in an increased susceptibility of host to
bacterial infection. Administration of ip HCA
with iv FCE enhanced the host defence
against infection.

KEY WORDS fluorocarbons; macrophages;
electron microscopy; endotoxins; hydro-
cortisone; scanning electron microscopy



