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Tab1 Dynamic Changes of Tem WBC PMN BPC in Burn Patients ( n =24)

POSTBURN DAY

Indices Normal IPBD ___2PBD____3PBD _ SPBD__ 7PBD __ 10PBD _ 14PBD __ 21PBD
Tem () g6.3~an2 00 R g 4o01er dosie 4091t 4108 401
WEC (/mm?) 4~10(x(10%)/ 1207..(::;' ioe:.ofs ::-2.124 :|:72'.377 ﬂfi;s rs-.ozgl j:14:.7638 ::24§3
PN GO som10 T T e anee oo 4eese dnase 471
Bpe (/mm!)1°°~3°°(xml)i4ezo. 43 i;;)..fv :|:740(;.423 iu;g Is :t;(s)fgs :tls.slz.s i?g.lg«t ilgg:(sm

* postburn wvs normal
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Tab 2 Dynamic Changes of Myocardial Enzymes (IU/L) in Burn Patients ( n =24)

POSTBURN DAY
1PBD 2PBD 3PBD 5PBD 7PBD 10PBD 14PBD 21PBD
46. 62 53. 96 49.58 56. 36 48. 33 41. 44 46.53 35. 67
+22.3 +35. 47 +41. 44 +45.33* +38.61 +20.43 +41.38 +21.49
327.33 460. 38 329.59 338.61 183. 68 137.32 98. 97 64. 24
+176.11° +396.52° +£356.97° +£367.1° +193.12 £150.36 +127.84 +100.02

Normal

AST 7~35

CPK 10~120

LDH 55~135 231.17 213.5 176.16 171. 32 162.7 149.75 132.05 120.6
+83.2* +£115.02° +87.96 +81.54* +65.06 +£72.16 £41.37 1+49.57
333.0 286. 83 214.53 235.91 247.15 194. 4 166. 83 150.71

oHBDH  65~165 +164.54 +177.31° +108.33 +143.25° +134.1° +91.22 +66.61 +46.97

Z2BRUAEYAE. BEMEOLARM B.
MOF £ 4} %% non-OI 1 non-MOF # F# & F 9 2.3 Lk FBEBYTAGLA?I

X3 4 PIRGRADFEIRDELE L )
Tab 3 Dynamic Changes of Hepatic Enzymes (IU/L) in Burn Patients ( n =24)

POSTBURN DAY

Normal 1PBD 2PBD 3PBD 5PBD 7PBD___ 10PBD __ 14PBD __ 21PBD

ALT 4~30 128. 14 49.93 63.42 59.09 41.55 43.3 50.78 49, 64
+243.36 +39.90 +104.65 +84.97 +23. 22 +19. 46 +28. 33 +25.03

LDH 55~135 235.75 149. 69 166. 05 123.67 107.78 119. 84 102. 38 99, 85
+187.5 +98.04 +147.38 +89.46 +32.93 +57.2 +40.75 4+ 48.85

ALP 40~170 85.75 97.23 91. 65 101. 91 127 172. 26 173. 47 154. 64
+33. 89 +76.83 +24.72 + 38. 27 +57. 48 +90. 59 +71.58 +49.75

GGT 5~~30 10. 25 15. 54 16.15 25.56 41.68 51. 37 46. 24 42. 29

+3.5 +15.05 +£13.45 +38.37 +44.02 1+48.38 1+36.18 £32.44

FHIDRMANMFRBEESSAE. B 2.4 ©XABOLA . .KRAKAEEECOP) £
ALT.LDH ¥ #f5/5 &4 Ol 4 .MOF A B & F BOWPLALEH(TP). 0% 4
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Tab 4 Dynamic Changes of Blood Levels of LA,COP,TP,Alb,Su in Burn Patients ( n =24)

POSTBURN DAY

1PBD 2PBD 3PBD 5PBD 7PBD _ 10PBD __ 14PBD  21PBD
1.97 5.83 5. 86 4. 65 3.26 2.67 2.97 3.33 3.39

Indices Normal

LA 1
(mmol/LY | 49 +2.3%  £4.7% £198% +2.06% +£0.82% £0.99% +1.1%  £1. 2%
COP(mmHg) 21 13.56 13.8 14. 82 14.57 14.27 15.31 14. 95 16. 45
g +2 +2.59%  £2.0%  +2.44% £2.71%  £2.2%  +2.37% t2.42% +1.28%

50.13 50. 26 49. 43 50. 27 51. 41 54. 83 57.84 59. 37

TP 0~
®/L 30~70 +6.26° +4.47° £5.74* £5.91* +6.87° +7.46° +5.62 +6.29
34. 29 34. 46 33.52 33.09 32.71 32.95 31. 96 32. 86

AlbCg/L)  35~55 1067 43.13  +3.57 4414 4£3.97° +4.57 +4.94° +3.68

9.33 6.77 5.95 5.26 6.15 6. 46 5.31 5.0

Su(mmol/L) 3.9~6.1 /%N, 4262 4238 £1.77 +£3.24  +3.06 +£2.73  £2.91
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Tab 5 Dynamic Changes of Activity of Serum Tumor Necrosis Factor in Burn Patients ( n =24)

POSTBURN DAY

Control (2 =21)

1PBD 2PBD 3PBD 5PBD 7PBD 10PBD 14PBD 21PBD
0.168 0. 863 0. 846 0. 817 0. 693 0. 654 0. 560 0. 438 0.157
+0. 097 +0. 04% +0.05% +0.05% +0.05% +0.07™ +0.11% +0. 08 +0.135
¥ 6 MOF R non-MOF {57 A% TNF iEHNFFER
Tab 6 Difference of TNF activity between MOF & non-MOF
POSTBURN DAY
n 1PBD 2PBD 3PBD 5PBD
MOF 3 0. 9096 0.83410. 064 0.810240. 018 0.74394+0.017°
non-MOF 21 0. 84450. 031 0. 847510. 046 0.818240. 057 0. 685510. 051

#F 7 OI & non-OI {H5%5 A ik TNF iZM/MT

Sk 414

Tab 7 Difference of TNF activity between OI & non-OI
POSTBURN DAY
1PBD 2PBD 3PBD SPBD 7PBD 10PBD 14PBD 21PBD
o1 (D) 0. 8416 0. 8349 0. 8180 0.7261 0.6612 0. 5476 0. 4491 0.1684
+ 0. 059 +0. 057 +0. 027 +0.044° +0.06 +0.112 +0. 068 +0.197
non-OI (17) 0. 8629 0. 8569 0. 8175 0.6791 0. 6525 0.5637 0.4351 0. 1460
+0.014 +0. 041 +0.063 +0. 049 +0.07 +0.112 +0.09 +0.123
2.6 HmEoar BERRARAREE, MR EEAM . H

TNF 5 L BF A AR L.
%8 MOF A& TNF 5.0 FFaaoiaxX

Tab 8 Correlation between TNF and some en-

zymes in MOF group

CPK «HBDH H-LDH ALT L-LDH
R 0.6865 0.8245 0.8085 0.738 0. 7365
P <0.05 <0.01 <{0.01 <<0.05 <0.05

B L,OLATNF 5 ALT @ M X ¥ r =
0.6128,P<<0.05, 5 fFB§LDHA A X tEr=
0.7736, P <<0.01
3 it
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Significance of the changes of serum tumor necrosis facror

activity in patients with severe burns
Liu Xusheng, Luo Zhonghua, Yang Zongcheng,et al (Burn Institute,Southwest Hospital, Third

Military Medical College ,Chongqing,630038)

Abstract The dynamica changes of the activity of serum tumor necrosis factor (TNF) was

determined in 24 patients with severe burns, and the changes of cardiac and hepatic enzymes,

plasma lactate and glucose, serum protein, WBC count etc were determined as well. It was

found that TNF was produced in large amounts to damage and degenerate the vascular endothe-

lium. Consequently intravascular emboli were more liable to occur to result in tissue hypoxia.

TNF could also induce the release of polymorphonuclear neutrophils (PMNs) from the bone

marrow. PMNs by chemotacsis accumulated in the inflammatory tissues to produce large

amounts of toxic products .which could damage the cells and tissues directly to result in multiple

organ failure. Furthermore, TNF, through the mediation of pyrogen and cachectin, could in-

duce febrile reaction, exhaustion of glycogen reserve, and increment of muscular protein

catabolism. Eventually the energy consumption of the host would be incresed and his defensive

function weakened.
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