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Tab 1 Dynamic changes of NO and PGE: production
by murine PMP after burn injury NO PGE: . 1 , 6 h,NO

, 24 h ,

Group n NO(nmol /106 PM® ) PGE, (pg /10° PM® )

Control
PB 2h
PB 6h
PB 12h
PB 24h

PB 48h

9

10. 49t 3.17
18 28F 4.37
55. 15k 25. 18"
78 39t 13.98*
88.31E 6.86"

53. 79t 8.90*

42. 0t 16. 61
28. 03t 6. 00

60. 99t 22. 28
73. 48 14. 56
87.95 19. 40

123. 55 54. 73"

PGE 24 h - NO

[6]
NO (NOS), NOS

L-Arg NQ , NO
[71 NO

N N ~

PB Postburn;* : P <0.05*% : p <0.01ys control

2 Con A LPS
[4 7]

Tab 2 Effects of PM® on SPL proliferation °
PGE: ;

after burn injury

Group Bq value Suppressive rate(% )

, NO PGE
SPI+ NM® 527. 30+ 178. 00

SPI+ BM® 90. 95t 33. 96 82. 3

SPL
pMP

PM® ,
Con A SPL
PMD , 82 Yo,

NM®: Normal macrophages; BM®: Burnt

macrophages; * : P < ( 01 vs control o

3 NO PGE, PB24hPM? SPL
Tab 3 Effects of NO and PGE, on the inhibition of SPL

proliferation by PB 24h PM® PGE2 HO3 o
Suppressive rate(% ) ’ 0 5¢ g/ml ( IndomeCine’ IN DO)
06 PMP  Con A SPL

35.65F 7.48* 93.2

Group Bq value

SPI+ BM®+ Arg(5) 49.30F 10.46*

SPI+ BM®+ Arg(10)
PGE . PGE

Con A SPL . pMo s
) 62 3o , PCE

SPL+ BM®+ NMMA(0.2) 237.09t 50. 84# 55.0

SPL+ BM®+ NMM A (0. 4) 295. 19+ 22.38# 44. 0

SPL+ BM®+ INDO(O.5) 198. 9H 20.9F# 62. 3

o

L-Arg
L-Arg

SPI+ BM®+ NMM A(0.4)
+ INDO(0. 5)

5 mmol /L
pm® ,
10 mmol /L., (

P 0. 05)

58. 70k 10.67:# 37.7

BM®: Burnt macrophages;
# » P<0.0lvs control;## : P <0.01vs PB 24 h
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Role of NO and PGE: in suppression of Con A-stimulated splenic lympho-

cyte proliferation by peritoneal macrophages after burns in mice

Luo Gaoxing, Peng Daizhi, Huang Wenhua, Li Ao, Liu Jin, Zhou Xin (Research Institute of Burns, Southwest Hos-
pital, Third Military Medical University, Chongging, 400038)

Abstract Objective: To investigate the mechanism of immune dysfunction after burn injury. Methods:

NO and PGEz2in the supernatant of the cultured peritoneal macrophages (PM® ) were determined with colori—
metric and RIA method respectively. The proliferation of stimulated splenic lymphocytes ( SPL) cocultured
with PM® was detected by > H-Td R incorporation. Results: NO production form PM® was increased rapidly
after the burns, which began to reach a significantly higher level since PB 6 h and persisted at a high level till
PB 48 h. PGE: production was markedly increased from PB 24 h. The coculture of the two kinds of cells
showed that PM® from PB 24 h mice could remarkably inhibit the proliferation of normal SPL stimulated by
Con A. L-arginine and NMM A could upregulate and down-regulate this suppression respectively. In—
domecine, a specific blocker of cyclooxygenase, also markedly attenuated the Con A-stimulated SPL prolifer—
ation. Conclusion: NO and PGE: derived from PM® play an important role in the immune dysfunction after
burns.
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