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Tab 1 Changes of murine T lymphocytes transformation and suppressive activity of macrophages after

trauma
Experimental groups T lymphocytes transformation (cpm) Suppressive rate
Total of splenocytes Unadherent cells of macrophages (%)

Normal controls 1331741241 12107+ 879 —10%+2.7

1st day post trauma 11934+ 524" " 1864+ 6212 36+6.8"

2nd day post trauma 72751+ 827" 12470+ 86444 42+7.4" "

4th day post trauma 1197+ 327*° 2720k 44644 56+6.3""

7th day post trauma 2981+ 514°° 3641+ 643 18+4.1

10th day post trauma 81494 498" 1002741021 19+3.8

Compared with normal controls * P <C0.05," " P <C0.01;
Compared with total of splenocytes 2P <C0.05,24P <0. 01.
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Tab 2 Changes of IL-1, TNF, PGE; produced by murine macrophages at 4th day post trauma

Experimental groups 1L-1 (cpm) TNF (%) PGE: (ng/ml)
Normal controls 71554242 541.0 1.21%+0.37
4th day post trauma 7536+ 318 374+4.8°" 5.84+1.32" "

Compared with normal controls **P <{0.01
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Tab 3 Effect of indomethacin on murine T lympocytes transformation in vitro

Experimental groups T lymphocytes transformatibn  (cpm)
Normal controls 1233042021

Normal controls-+indomethacin 1348711344

4th day post trauma 4624+ 537 °

4th day post trauma-+indomethacin 11468+ 96344

Compared with normal controls **P <0.01; Compared with 4th day post trauma %2P <C0. 01.
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Tab 4 Effect of mitomycin-C on suppressive activity of macrophages in vitro

Experimental groups

Suppressive rate of macrophages (%)

Normal controls
Normal controls +mitomycin-C
4th day post trauma

4th day post trauma—+mitomycin-C

—12£3.0
—8+1.8
56+9.7° "

2744.9"4

Compared with normal controls

Compared with 4th day post trauma
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*P <0.05," " P <<0.01;
AP <0. 05.
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Effects of macrophages on T lymphocyte proliferation after

closed trauma in mice

Liang Huaping, Zhang Yan, Gen Bo (Research Institute of Field Surgery, Third Military Medical Col-

lege, Chongqing, 630042)

Abstract A murine closed trauma model was used to study the modulating effects of

macrophages on T lymphocyte proliferation and the mechanism. It was found that the T lym-

phocyte transformation was significantly lower than the control on the 1st, 2nd, 4th, 7th and

10 day posttrauma and the suppression of macrophages on T lymphocytes was augmented espe-

cially on the 1st, 2nd and 4th day posttrauma. Interleukin 1 production of macrophages was not

obviously changed while tumor necrosis factor and prostaglandin E; synthesis were significantly

increased. Indomethacin 1 pg/ml could block the suppression of macrophages on T cell trans-

formation and mitomycin-C 25pg/ml could stop the synthesis of cytokine but could not block

completely the suppression on T cell transformation. These findings suggest that closed trauma

induced suppression on T cell transformation results from macrophages through the release of

large amounts of prostaglandin E; and direct cell to cell contact.
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