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The Stability and Changes of IL-1, IL-10 in Plasma of New Zealand
Rabbits with Acute Respiratory Distress Syndrome*
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ABSTRACT Objective: To investigate the stability and the changes of IL-1, IL-10 in plasma of New Zealand rabbits with acute res-
piratory distress syndrome (ARDS) induced by oleic acid (OA) in 3 days. Methods: Thirty New Zealand rabbits were randomly divided
into OA experimental groups which were injected with oleic acid (0.1mL/kg) via ear vein and control group which was injected with nor-
mal saline (0.1mL/kg). Histopathology, wet weight/dry weight ratio (W/D) of the lung, arterial plasma PH, PaO,, PaCO, were observed at
6h, 24h, 48h 72h groups after injection. ELISA method was used to determine plasma IL-1 and IL-8. Results: Compared with control
group, the levels of PO, of experimental groups decreased (p<0.01) while the levels of PaCO2 of experimental groups increased (p<0.01).
Compared with the 72h group, the levels of PO, of other experimental groups decreased (p<0.01) while the levels of PaCO, of 24h, 48h
groups increased (p<0.01). The wet weight/dry weight ratios(W/D) of the lung increased in 6h, 24h, 48h groups (p<0.01) compared with
control group while they decreased in 48h and 72h groups (p<0.01) compared with that of the 6h group. The levels of IL-1 in plasma
were higher in 6h group (p<0.01) and in 24h group (p<0.05) than that in control group, while which were lower in 48h and 72h groups
(p<0.01) than that in 6h group. And the levels of IL-8 in plasma were higher in 6h, 24h, 48h groups (p<0.01) than that in control group
while which were lower in 24h, 48h groups (p<0.05) and in 72h group (p<0.01) than that in 6h group. The 6h, 24h, 48h groups could be
diagnosed with ARDS by PaO,/Fi0,<200mmHg but the 72h group's PaO,/Fi0,>200mmHg. Conclusion: The ARDS model set up by oleic
acid is stable in 48h, and the he inflammation cells and increase of IL-1, IL-8 might play important roles in ARDS.
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Table 1 Changes of arterial oxygenation index and W/D of the lung

271 PH a5E fEEH ZEWBRAE iEE/TE
Groups PaO,(mm Hg) PaO,/FiO, PaCO,(mm Hg) W/D
TER
c | 7.29+ 0.10 78.50+ 7.48 373.81% 35.60 27.50+ 3.98 4.12+ 0.32
ontro
Mg oh
OA 6h 7.23% 0.06 39.00% 6.13%*44 185.71% 29.20%*A4 36.55+ 2.07** 6.81+ 0.63%*
SR 24h
OA 24h 731+ 0.03 35.17+ 3.87**%44 167.46% 18.42%#44 38.73+ 1.06%*44 6.24% (0.57%*
Mg 48h
.~ 7.35¢ 0.13 36.17+ 3.54%%44 172.22+ 16.88%*44 38.00% 1.29%*A4 5.60% 0.66%**## 4
BER 72h
OA 72h 7.32+ 0.05 60.00+ 3.79%** 285.71+ 18.07%* 33.00+ 2.10%* 4.92+ 0.40##

FFTEBLAAAEL *p<0.05.**p<0.01, %0 6h LHAB L #p<0.05 ##p<0.01,F0 72h ZA#HEL , Ap<0.05. A Ap<0.01
*p <0.05, **p<0.01 compared with control group, #p<0.05, ##p<0.01 compared with 6h group, Ap<0.05, A Ap<0.01 compared with 72h group
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Table 2 Changes of IL-1, IL-8 in plasma

43l

G IL-1(ng/L) IL-8(ng/L)
roups

c | 46.73+ 6.39 26.31% 4.65

ontro

JHER 6h

OA 61 102.14+ 18.82** 7736 14.38%*
SR 24h

OA 24h 80.34+ 12.89* 53.14% 11.21%*#
JHER 48h

OA 48h 60.59% 15.78## 54.94+ 15.69%*#
JHER 72h

OA 72h 68.10+ 12.41## 40.40% 14.12##

FaxtERZAMELE *p<0.05 . **p<0.01, 70 6h #HEEL #p<0.05 ##p<0.01

*p <0.05, **p<0.01 compared with control group, #p<0.05, ##p<0.01 compared with 6h group

| GRHZHLR:A: JFHRLHE ;B :6h 28; C :24h 48 ;D: 48h 4H; E :72h 4/
Fig I Lungs of the rabbits: A:control group; B:6h group; C:24h group;D:48h group;E:72h group
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Fig 2 Histopathologic changes in lung tissues (HEx 100): A :control group;B:6h group;C:4h group;D: 48h group;E :72h group
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