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Cic and Immunoglobulins in Burn Patients ( n =24)

Control Postburn day
(n =46) 1 2 3 5 7 10 14 21
Ctma/dly 17. 07 11.77* 13.03* 14.98 18. 86 18. 43 22. 48% 25,27% 26. 84*
m
e +5. 37 +5.39* +7.25 +6.76 $10. 40 +8.35 +10.16 +11.42% +11.70
Coc(me/dl) 52.58 36. 06* 50. 24 55. 31 71.06% 71.52% 93. 36* 109. 93% A2, 867
m
cime +9.78 +8. 66% +18.56 +18. 88 +21.01% +24.13% +26.07% +52.87% 4:71. 76*
1. 80 1. 61 1. 41* 1. 46* 1. 46* 1. 64 2.32* 2.56* 3.09%
IgA(g/L)
+0.54 +0. 46 +0. 69 +0. 46 +0.69 +0.75 +1.18 +1.30” +1.80*
1.25 1.56 1.15 1.17 1.11 1.51 1. 63% 1.59 1.38
IgM(g/L) . o
+0.58 +0. 64 +0. 34 +0. 39 +0. 38 +0. 61 +0.78 +0.83 +0.50
11. 23 8. 70™ 8. 27 9. 09 8.31% 10. 10 12.22 17.37% 19. 87"
IgG(g/L)
+3.26 +1.16* +2.71* +2.51*% +1.66* +2.48 +4.45 +5.00™ +5.56




42

%

EE K ¥ ¥ #

E1THE

% 2 MOF 5 non-MOF HiKAREKRFMm% C,

¥ 3 MOF 5 non-MOF KA MR E A Fmi# Cic

Tab 2 Difference of Serum C, Levels between MOF & Tab 3 Difference of Serum C;c Levels between Patients
non-MOF with and without MOF
Postburn day Postburn day
B 1 2 3 S " 1 2 3 5
X ; *x g > %
MOF 3w drm ko MOF 3 )l sare  azes  dieoe
13. 08 14. 65 18.19 23. 44 57.59 56.43 64.70 100.7
onMOF 1866 670 £11.20 +17.04 ronMOF 19 g0 42 t15.75 42677 10211
#% 4 MOF 5 non-MOF @R ARG Mm% 1gG Kk F
Tab 4 Difference of serum IgG levels between MOF & non-MOF
Postburn day
n
1 2 3 ~ 5
MOF 3 8.9 5.7642.33 5.76+2.33* 7.7t1. 6%
non-MOF 19 8.66+1.27 8.77+2.59 9.5x2.26 8. 38+ 1. 69

AELVEL ERGRALFMEEEREADE

# Coc . Ci B 1gG KFEH BKT non-MOF #H. X L 1~5 PBD

BB TS WA e 8%, B0 1~ 3 PBD A BRA{H . Z 5 |
FH 2 2IPBD Wk EEE. XFE 2.3.4 F 4, MOF #HiE A

BB ( P <Z0.01),

2.2 2% PGE, 44T (X 5.6.7.8)
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Tab 5 Dynamic Changes of Plasma Prostaglandin E.(pg/ml) in burn paticnts (n =23)

Control Postburn day

‘N=23) 1 2 3 5 7 10 14 21
1109. 12 2110.97% 1646.13 2169. 74* 1612. 7% 2102.87* 1845. 26% 2382.12* 1829. 79

+514. 15 +1.456. 71 +1508. 35 +2220. 08 +1117.2 +2048.9 +1331. 16 +1767. 9% +838. 15*

® 6 MOF 5 non-MOF A5 AT R M1 % PGE, kT
Tab 6 Difference of PGEZ2 levels between MOF & non-MOF

Postburn day

1 2 3 5
MOF 3 1986. 25 864. 717+ 476. 312 990. 403+755.129 751. 455+ 867. 274
non-MOF 20 2107.22+1781. 44 1906.18+1778. 46 2302.44+2423. 48 1680. 621+1045. 81

#F 7 Ol 5 non-O1 A AR B ML PGE, X F
Tab 7 Difference of PGE2 levels between QI & non-OI

Postburn day

1 2 3 5 7 10 14 21
O 1518.59 1035. 15 800. 88* 1806. 90 1633. 77 2216. 33 4346. 63 2167. 82
+661. 37 +517. 14 +723.76 +1442. 80 +1129.51 +:878. 25 +2962.6 +979. 57
non-0I(17) 2370.55 1946. 15 2490. 63 1554.63 2203. 39 1746. 31 1489. 21 1725. 38
+=1940. 94 +1881. 60 +2448. 40 +1061. 30 +2215. 59 +1436. 40 =+ 1326. 3¢ +820. 92
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Tab 8 Difference of Plasma PGE, Contents in Patients with Mild local and severe systemic infections

Postburn day

n

1 2 3 5 7 10 14 21
Mild 15 2964. 4 2175. 9 3500.9 1857. 4 2296. 6 1943. 50 2554. 6 1797. 1u
i
+1880.2 +1871.8 +4243.3 +1177.7 +2277.0 +1414. 80 +1900. 5 +916. 13
Se 9 1208.7 849. 8% 1481. 4 1095. 6 1473.4 1570. 30 1778. 6 2051. €0
vere
+711.8 +610.1 +1506.0 +881.3 +979.5 +1157. 71 +1198.1 +800. 00
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Changes of plasma PGE, level and its significance in severely burned pa-

tients

Liu Xusheng, Luo Zhonghua, Yang Zongcheng, Li Ao (Burn Institute . Southwest Hospital. Third Military Medical U-

niversity, Chongq.ng, 630038)

Abstract The plasma level of PGE; and serum levels of Ci¢, Ci. IgA and IgG were determined in 24

cases of severe burn injury with agar gel single diffusion and immunological analysis. It was found that along

with the development of postburn immunosuppression, severe infection and MSOF, there was marked de-

crese of serum Cyc, C; and immunoglobulin especially in cases complicated with MSOF. Plasma PGE, level

was also markedly decreased in cases with MSOF and severe systemic infection. There was a positive correla-

tion between the decrease of plasma PGE, and the development of severe systemic infection and MSOF, which

supports the hypothesis that PGE, seems to play a role of immunoprotection not immunosuppression in burn

injury.

Key words prostaglandins E/BL; burns; multiple organ failure
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