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Effects of traumatic-hemorrhagic shock on immune function in rats
LIU Jing—hua, CHEN Huisun, HU De-yao, LIU I_jang-ming LIU Huaj—qiong (Research Institute of Field Surgery, Daping Hospital,
Third Military Medical University, Chongging 400042)

Abstract  Objective : To investigate the effects of traumatic-hemorthagic shock on immune func-
tion. Methods : Splenocytes and peritoneal macrophages were harvested at the 2nd h and on the Ist,
2nd, 3rd and 7th d after the model of closed bore fracture and hemorrhagic shock were established in
rats. Then splenocyte pwliferation capacity, interleukin 2 release, interleukin 2 receplor expression, peri-
toneal macrophage phagocytosis, antigen presentation function and TNF-« release were determined. Re-
sults : All these indexes were decreased after operation as compared with those in the contwol group.  Conclu-
sion : Traumatic-hemorrhagic shock induces a marked depression of immune function and the alterations per-
sist for at least 1 week.
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Tab1 Changes of splenocyte function following
trauma- hemorrhagic shock( 2 = 6)

Group Proliferation{ x 3.8 Bq)  IL2(U/ml} IL-2Ro( Dygy }
Conirol 5724.5+438.25  7.83+0.75 0.%40£0.027
Puat T-HS

2h 3366.5+241.48"  5.15:0.39™ 0,226+0.015"

1d 2902.0+272.01™  2.13:0.45"™  0.120:0.009"

24 3215.5+ 148.11™ 4.46+0.49" 0.07L+0.005"

3d 325.8:279.197  5.45+0.39%  0.115+£0.005"

74 4677.5+343.56" 6.76+0.30°  0.311+0,007"

T-HS; Trauma-hemorrhagic shock; * ; P <0.05,
#% : P <0.0] vs control
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#2 prENMHREEREEBMEREENTEH{r=6)
Tab 2 Changes of peritoneal macrophage function following trauma-hemorrhagic shock( s = 6)

Croup Phagocylosis{ % } -A(%) 1-E( %) TNF-e(U/ml)
Control 334 «1,76 71.32+1.22 68.77+1.58 2B1.17£25.6
Post T-HS 21 l6.13+2.59" 34.43+7. 14" 52.32+7.08" 150.67+20.7""

1d 28.4 +3.18" 38.27+£5.99™ 35.68£5.97™ 130.67 10,27
2d 33.23+4 44 " 46.71+6.22" 44.02+5.92°" 160.83 £ 17.2°
3d 31.7 =2.49 58.40+3.257 55.67+3.14™ 170.33 £ 22.3“
7d 32.15+£4.23 63.58+4.55° 60.87+4.70™ 168.57 +£17.2"
T-HS: Trauma- hemorthagic shock; # : P <0.05, %+ ; P <0.0l # conuol
3 [8]
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