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Fig 1 Dyamic changes of PMN count in three kinds of

injury groups
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Fig 2 Dynamic changes of PMN-CL in three kinds of

injury groups
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Fig 3 Dyamic changes of serum C, opsonic CL in three

kinds of injury groups
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Fig 4 Dynamic changes of PMN YC rosette formation in

three kinds of injury groups
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Fig 5 Dynamic changes of PMN NADPH oxidase in three

kinds of injury groups
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Fig 6 Dynamic changes of PMN SOD activity in three

kinds of injury groups

2.7 PMN MPO #H % 44

IE# 3 BB {H H37. 7+ 3. 2 X 107 A0 X 3% ¥4 B {if /PMN -
min ' EHHENANE HEHGARAFHEBTRETRKA,
BURBRFHEAGHACP<0.0D), FNRXETHEHHA
(P <C0.01).

vs control; *» » P <{0.01
200 1 burn group

E= irradiation group pad
([ combined injury group i
e

e

-
150 1

£ =
g =
[} —
S =
[ =
3 = T
g100 = = [
S = =
= =
2 =, | e
Z 50 E =
= = =
= = =
0 7 14 21 28
t/d

B7 =#{HE%5E PMN MPO EH2E 1L
Fig 7 Dynamic changes of PMN MPO activity in three

kinds of injury groups

2.8 PMN MDA 4 ¥ % 4t

1E % XF B8 {H 0. 370 £ 0. 032 nmol/L  MDA/PMN, £& 15
AEARESHEEHATHERL. ARG TRER, BTR
BFREEMHE P <0.05~0.01),

b
vs control: » » P <{0.01 L1 burn group

;:. BE= irradiation group
3 » {10 combined injury group
£ 400 -
c A . >
g o T ]
% 300 - =
£ P
S
< 200
= =
= =
z 100 =
S g |
a
0 7 14 21 28
t/d

B8 =#{% {5 PMN MDA BTt
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Studies of the changes of the phagocytic function of polymorphonuclear

leucocytes and the mechaism after combined radiation-burn injury in rats
Shu Chongxiang, Chen Zongrong, Wang Shongbao (Department of Radiation Medicine, Third Military Medical Universi-

ty» Chongqing. 630038)

Abstract After a combined injury of 5 Gy gamma-ray whole body irradiation and 155 TNSA {ull thick-

ness burns, the inhibition on the number of peripheral polymorphonuclear leucytes (PMN) and serum C; op-

solc capacity was not so large as that on the phagocytic function of PMN. The decrease of the phagoeytic

function of PPMNs might be due to the decrease of PMN C, receptor expressio, decrease of the activity of

NADPH oxidase and MPO and increased after injury and there was a negative correlation of the increase of

MDA content with the decrease of phagocytic function of PMNs, which implies that the decrease of phagocyt-

ic function might relate to lipid peroxidation damage on PMNs. The inhibition on phgocytosis of PMNs was

aggravated on the 14th day after combied injury. Phagocytosis was more active on the 2lst day after com-

bined ijury than after simple radiation injury, which idicates that some factors of burn injury might be able to

stimulate phagocytosis of PMNs.

Key words combined radiation-burn injury; recptor, complement; lipid peroxides;: rats



