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Tab 1 Effect of macrophage from traumatized mice on T

lymphocyte transformation of mnormal controls

T lymphocyte Suppressive

Macrophage groups

transformation (cpm) rate (%)

Normal controls 1421011324 0
1xt duy post trauma 119361947 16+5.8
2nd day post trauma 11226+ 763% 21+4.0
4th day post trauma 9663+ 412% 32+7.2
7th day post trauma 12931+ 644 9+3.7
10th day post trauma 13215+ 728 7£2.1

Compared with normal controls, ¥ P <0. 05
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Tab 2 Effect of macrophage from traumatized mice on

IL-2, IL-2R system, IL-1 and Ts activity of nor-

mal controls

Macrophage groups Suppressive

Parameters

Normal 4 days rate (%)
controls post trauma
1L-2 56116 35+11* 37+7.8
IL-2R 67+11 49+8. 0¥ 23+8.3
IL-2—1L-2R 5250+ 1130 50501849 3.8%1.4
IL-2 mediated
proliferation 98201964 6137 +448* 38+9.7
1L-1 6840+ 842 67321635 1.610.8
Ts 1.51+0.2 2.410.4%* —60%10

Compared with normal controls, ¥ P <<0.05, ¥ ¥ P <
0. 01
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Tab 3 Effect of removal of various lymphocyte subtypes

on direct contact inhibition of macrophage post

trauma

Macrophage groups Suppressive

Cell content

Normal 4 th day rate (%5)
controls post trauma
Total of splenocyte 1421041324 9663+412* 32%8.5
Removal of B cell 127801120 82301-447% 36+10
Removal of Th cell 9628627 6021+446%  3749.4
Removal of Ts cell  16450+1427 15780141145 4.0%1.8

Compared with normal controls, ¥ P <C0. 05
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Studies of the direct contact inhibition of macrophages on T-cells after

trauma in mice

Liang Huaping. Geng Bo. Tian Fengqun (Research Institute of Field Surgery, Third Military Medical Colleg~, Clongging,

630042)

Abstract The direct contact inhibition of macrophages on the T —cells after trauma was observed in

mice. It was found that the macrophages from traumatized mice could induce inhibitory effect through direct

cellular contact on the transformation of T —cells. interleukin—2 (IL-2) production, IL-2 receptor expres-

sion and IL-2 mediated lymphocyte proliferation in normal mice but exert no significant effect on IL-1 produc-

tion; and the macrophages could markedly ernhance the inhibitory effect of Ts. This inhibitory effect of

macrophages could be abrogated after Ts was removed {rom the normal mice.

These findings suggest that the direct contact inhibitory effect of macrophages after trauma on the T —

cells might be carried out through the enhoncement ¢f Ts.
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