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Tab 1 Comparison of the level of COXJl after LPS-stimulation (n= 8)

30 min 1h 2h 4h 6h
Control g roup 3.20F 2,34 4. 56- 3. 26° 5 15-3.3%° 5.80k 3 34° 5 79k 2.53°
LPS-stimulated group 36. 50t 9. 63* 28 64t 8 61° 35.22+ 6.70* 38 83t 10, 68" 60. 63+ 14. 24"
DEX treated group 8. 94k 2.93™" 10. 45 1. 86*" 11. 53k 3,47 13. 60k 5. 57" 17. 33k 3. 79°"
AS A-treated group 17. 90t 4. 63™ 21. 96t 4. 47°* 29.19+ 9.20™* 36. 8 49. 53" 62. 20+ 16.53™*
8h 12h 16 h 20 b 24}
Control group 5. 14t 2.46* 4. 82t 2 54 5 69t 3. 61" 6.30F 2. 24~ 6. 67 4.22%
LPS-stim ulated group 87. 12+ 16. 49* 101. 73+ 17. 31* 82.73+ 17. 13* 61. 68+ 10. 32* 47.59F 17.00*
DEX -treated group 19. 36t 2. 65 20. 99+ 3. 05** 18. 66+ 5. 86 18. 47 5 307 11. 54t 4,720
ASA-treated group 86. 61 17.23*# 100 21 17. 44*# 79. 67+ 23. 307 74. 26t 15 71+ 47. T+ 12. 16
# : P <0.0lyscontrolS: P <Q0lys LPS# : P<Q 01 ys DEX
2 PIM PGE; (ng/ml,n= 8)
Tab2 Comparison of the content of PGE: in PIM supernan among the groups(ng/ml.n= 8)
30 min 1 h 2h 4h 6h
Control group 1. 47t 0. 09" 1. 40t 0. 03° 1. 45+ 0. 06" 1. 42+ 0. 04° 1. 39t 0.04°
LPS-stim ulated g roup 2,74+ 0. 07* 3. 49t 0,24~ 4.7t 0. 22* 4, 99+ 0, 58* 6. 34t 1.76"
DEX-treated group 1.70E 0. 04 1. 72£ 0. 06" 1.8 0. 147 1.85k 0.01"" 1. 89 0. 02"
ASA-reated group 1. 22+ 0 21* 1.255 0.06* 1. 14+ 0, 02* 1. 05F 0. 04°** 1.0GE 0. 08*
8h 12h 16 h 20 b 241
Control g roup 1.4 0. 06 1. 36= 0. 04 L. 33 0.0 1.35- 0 01 1. 40k 006"
LPS-stim ulated g roup 6.78F 0. 75* 8. 85k 0. 16™ 6.4t 0. 18 5 73k 122 4,95+ 1.17*
DEX~reated group L 97 0. 20% 2.23 0. 13 2. 14t 0. 41 1.83 0. 13~ 1. 72+ 0. 06*
ASA-treated group 0. 93 0. 05** 0. 63 0. 06 # 0. 6H= 0. 04"+ 0.36E 0.0 # 0. 37 0. 0F¥*#
*: P <0.05,% : P<001lyg Control;AIP<0-01vs LPS:# : P <0.01ys DEX
COXH s ;
3 COX gz
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Effects of dexamethasone and aspirin on cyclooxygenasell
pulmonary intravascular macrophages stimulated with lipopolysac-

charide
Wu Weiling, Chen Zhengtang, Cai Enqi (Institute of Respiratory Disease. Xingiao Hospital, Third Military Medical Uni-
versity, Xingiao, 400037)

in porcine

Abstract Objective: To study the effects of dexamethasone ( DEX) and acetylsalicylic acid (ASA) on
the expression and activity of cyclooxygenasedl (COXHI ) in porcine pulmonary intravascular macrophages
(PIM) stimulated with lipopolysaccharide ( LPS). Methods: Isolated porcine PIM were cultured and divided
into the control group; LPS-stimulated group of which the PIM were stimulated with LPS ( 10# g/ml); DEM
or ASA-treated groups of which the PIM were precultured with DEX (2 mol/L) or ASA (500 mol /L) 2 h
prior to LPS stimulation. The changes of COX¥H mRN A were determined with reverse transcription—poly -
merase chain reaction (RT-PCR) and those of COXdl protein with immunohistochemistry. The level of
prostaglandin E;( PGE,), which sewes to express the activity of COX4Il , in the supernatant of PIM was
measured with radioimmunoassay ( RIA). Results: COX3 mRN A expression, COXH protein and PGE
level were significantly higher in LPS group than in the control but lowerin DEX-treated group than in LPS
group (P <0.01). In ASA group, thechanges of COX4l mRNA expression and COXdl protein were simi—
lar to those of LPSgroup but PGE; level was significantly lower ( P< 0. 01). Conclusion: DEX can inhibit the
expression of COXH mRNA and COXJI protein after LPS stimulation of porcine PIM and AS A can only
inhibit the activity of COX4H by showing the decrease of PGE,. Both DEX and ASA may exert certain thera-
peutic effects on acute inflammatory diseases such as acute respiratory distress syndrome.
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