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Inhibitory effect of whole body irradiation and healing promotion effect of Wy-a,

macrophage of wound in rats
SHU Chong-xiang, CHENG Tianrmin LI Shu-nan (Department of Radiation Medicine, Institute of Combined Injury of PLA. Third Military Medical Universitys
Chongqing 400038 China)

Abstract Objective To investigate the inhibitory effects of 5 Gy whole body irradiation on wound macrophages and the promoting effect Wy~
ap on these cells. Methods Two fullthickness skin incised wound were inflicted on both sides of the back of the animals after the rats received 5
Gy gamma ray whole body irradiation. The phagocytic activity, zymosanr complement wsettes the percentages of immunopositive macrophages of fi-
bronectin(FN), transforming gowth factor 3;(TGK31) and basic fibroblasts growth factor bFGF) in the wound were observed. Results The phago-
cytic activity, zymosan-complement settes, secreting of FN, TGI8}, bFGF in wound macmophages were all inhibited on the 3rd day, 5th day after
irradiation.  but the degree of inhibition was more or less different. The inhibition of phagocytic activity was more obvious than that of secreting func-
tion, and TGK3; secreting function was impaired more apparently than that of bFGF. Wirap enhanced the phagocytic activity, the expression of C3,
receptors the secretion of FN, TGK3; and bFGF by macrophages in both simple and radiation-impaired wound. Conclusion  The inhibition of
macwphage function is mainly responsible for the healing deficits of radiation-impaired skin wound, Wj-ai2 could promote radiation-impaired wound
healing by means of activating phagocytic activity directly and up-regulate positive feed back to cell by way of increasing secretion of FN, TGFS3 5,
bFGF of wound macmwphages.
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Tab1 Effects of whole-body irradiation and Wy-ap; on the percent-
age of M® forming ZC rosettes and phagocytosis(x +s)

The percentage of M® forming 7C The percentage of MP

rosettes (%) phagocytosis (%4)
Graup
3 dn="17 5 dn=7) 3dn=7) 5dn="

Sinple injury

Control %.5042.88  75.6745.87  45.33+2.16 41.8+2.2

Medication ~ &.1743.87 ™  87.3743.65""  58.50+3.27 **  53.3+3.27 "
Cambined injury

Control %.8344.54 7% 52,0043.587F  25.33£2. 877 20,6434

Medication 8. 8343.31 % 64.1743.76 "% 39.0049. ) **# 34. 343, 4

%%, P 0.01 vs contol; H#H; P<0.01 vs simple injury
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Tab 2 Effects of whole body irradiation and W,;- a;, on the percentage
of immunopasitive macrophage of FN(%, x =)

Wirap

3d(n=7) 5d(n=17)
Simple injuty
Control 86. 00+3.22 82. 17+3.76
Medication 99. 00F1.55™ o4, 67+2.34
Combined injury
Control 67. 671+5.20% 62. 174+4.12 7
Medication 8.33+3.14 %% 79. 33+4.03 ¥

*%, P<0.01 vs contol; FH; P<0.01 vs simple injury
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Tab 3 Effects of whole body irradiation and W- a;; on the per-
centage of immunopositive macrophage of TGI3; and
bFGF(x £+ )

The percentage of immunepasitive M® The percentage of immunopositive

of TGIB; (%) M® of bFGF(%)
Graup
3 dn="7 5 dn=17) 3dn=17) 5dn="7
Simple injury
Control $.3344.18 64.1743.43 76.004. B 80. I7-4. 07

Medication  7.6743.61 *  76.1743.87"" 91.83+4.4 " H4.8+3.H*

Cambined injuy
Control £.3344.807F  43.6744.8477  60.8345.11 77 57. 4. BF
Medication  $3.8343.92 % 60.50+5.79 *F 74,3345 @ % 74, 745,31

*%, P<0.01 vs control; HHF: P<<0.01 vs simple injury
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