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Tab 1 Changes of cAMP, ¢cGMP contents in lymphocytes after trauma (pmol/1X 10’ cells)

Experimental groups Unstimulated Stimulated with ConA
(cellular origin) cAMP cGMP cAMP/cGMP cAMP cGMP cAMP/cGMP
Normal controls
spleen 12.442.1 4.2£1.6 3.040.4 32.844.0 30.74+5.0 1.14+0.3
thymus 11.54+3.3 6.7+1. 4 1.84+0.3 25.7+3.7 20.143.9 1.3+0.4
lymph nodes 13.24+2.8 41119 3.34+0.7 36.31+4.4 28.6+4.2 1.240.3
Closed trauma
spleen 18.243. 9% 3.2+1.0% 5.541.2% 39.744. 7 16.113. 5%% 2.440.5%
thymus 18. 3+ 4. 6% 4.141.6% 4.7+1.3% 36.2%3. 8% 17.2+2.9 2.1£0.9%
lymph nodes 19.6+3. 5% 2.8+1.1* 6.6:41.5" 39.54+2.0 14. 543, 3%* 2.8+0.8*
Amputation
spleen 19.7+4.5* 3.5+0.8* 5.6+1.1* 36.5%2.9 11.4+2. 8% 3.240.7*
thymus 17.2+3. 6% 3.2+ 14" 5.2£0.9* 39.743.7* 10. 641, 9%* 3.711.0%
lymph nodes 18.64+3. 9" 2.1+0.7% 8.7+1.9» 43. 642. 8% 15.34 2. 0X* 2.840.7%
Burn
spleen 21.445.1"* 4.1%+1.2 5.3%1.7* 44.5+4. 7% 12. 61, 4%X 3.5£0.9%
thymus 22.2+4.7%% 4.4+1. 1% 5.141.2* 47. 645, 1%» 18.242.3 2.640. 8"
lyrnph nodes 24.6+3. §»X 4.240.9 5.741. 0% 40.443.7 13. 741, 9%* 2.940.5*

Compared with normal controls ¥ P <0.05, X ¥ P <0.01
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Tab 2 The effects of serum, macrophages, Ts cells from traumatized mice on cAMP, ¢cGMP contents in normal splenocytes

(pmol/1X 10 cells)

Experimental Unstimulated Stimulated with ConA

groups cAMP cGMP cAMP/cGMP cAMP <GMP cAMP/cGMP

Normal controls

serum 12.74£2.3 4.440.9 2.940.3 33.1%+4.1 32.1%5.1 1.03+0.2

macrophages 13.142.0 4.34+1.3 3.040.9 34.614.4 29.74+4.9 1.240.3

Ts cells 11.8+1.9 4.0+1.1 3.040.8 31.7%3.9 29.9+4.7 1.1+0.3
Closed trauma

serum 16.443. 7% 2.840.9* 5.8+1.3* 38.4+3.6 22.0£2. 9% 1. 740, 4%

macrophages 19.3%+4.0* 3.14£0.7* 6.2+1.2** 41.245. 0* 20. 3+ 3. 6% 2.140.5*

Tscells 18. 7+ 3. 3% 3.0=1.0° 6.14£1.4"* 39.644.3% 18. 6+ 4. 3% 2.1%0.7*

Compared with normal controls 3 P <{0. 05, ¥ ¥ P <{0.01
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Tab 3 The changes of cAMP, ¢cGMP contents after removal of macrophages, Ts cells from splenocytes (pmol/1X 10 cells)

Experimental Unstimulated

Stimulated with ConA

groups cAMP cGMP cAMP/cGMP cAMP cGMP cAMP/cGMP

Normal controls

total splenocytes 12.4%2.1 4.2+1.6 3.0+0.4 32.8+4.0 30.7£5.0 1.1+0.3

removal of macrophages 11.2+2.0 4.2%+1.3 2.8+0.9 30.4+4.2 32.4+4. 4 0.9+0.2

removal of Tscells 11.9+2.6 4.4+0.9 2.8+0.6 33.9%3.7 34.614.9 1.0X+0.3
Closed trauma

total splenocytes 18.2+3. 9% 3.2+1.0X 5.5+ 1. 2% 39.7+4. 7% 16.1+3.5%X 2.440.5%

removal of macrophages 11.0+3. 3% 4.0:+1.32 2.9+1.14 30.8+3.22 28.9+3.02 1.110. 484

removal of Ts cells 10.2+4.1% 4.4%+1.14 2.440. 804 33.0+4.5 29.6+2. 82 1.2%0. 34

Compared with normal controls ¥ P <C0. 05, ¥ ¥ P <{0.01

Compared with total splenocytes in closed trauma group A P <{0. 05, AA P <0.01
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Changes of cAMP and ¢cGMP in the lymphocytes after trauma in mice
Liang Huaping, Tian Fengqun, Wang Zhenguo, Gen Bo, Chen Rongde (Research Institute of Field Surgery, Third

Military Medical University, Chongqing, 630042)

Abstract

Murine model of closed trauma, amputation and burn injury was employed to observe the

changes of cAMP levels in the lymphocytes from the spleen, the thymus and the mesenteric lymph nodees on

the 4th day after trauma. It was found that under resting and ConA —stimulated conditions ,the lymphocytes

from 3 different sources all showed an increase of cAMP and a decrease of cGMP and the ratio of cAMP/

¢GMP was elevated likewise. Serum, macrophages and Ts cells from the traumatized mice could significantly

elevate cAMP and reduce cGMP of normal splenocytes in vitro. Removal of macrophages and Ts cells from

the splenocytes in traumatized mice could restore the cAMP and ¢cGMP levels nearly to normal.

These findings indicate the the changes of cAMP and cGMP levels in the lymphocytes after trauma result

from the effects of serum,macrophages and Ts cells.
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