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[Abstract] Objective To investigate the change in supressors of cytokine signaling - 1 (SOCS1) gene
in the liver and the spleen of septic mouse, and to find out its probable mechanisms of action in sepsis.
Methods Cecal ligation and puncture (CLP) was adopted to reproduce sepsis model. The liver and the
spleen tissues were harvested and RNA and protein were respectively extracted. The contents of the
regulatory genes SOCS1 mRNA were determined by reverse transcription - polymerase chain reaction
(RT - PCR) and regulatory content of protein was detected by Western blotting. The SPSS statistics software
was adopted to calculate the correlation. Results The expressions of SOCS1 on gene and protein in the liver
were markedly upregulated at 6 th hour. The gene expression peaked at the 24 th hour (P <C0.05). The
expression of protein was persistently high. However, the expression of SOCS1 was only detected in the
spleen, and it obviously rose in strength with the passage of time, and it remained in a high level. By
statistical analysis, positive correlations were found between the gene and protein expressions of SOCS1
(y=0.110+5. 765X 10732, »=0. 837, F=93. 309, P<C0.01). Conclusion CLP induced sepsis can induce
the up - regulation of the expressions of SOCS1, indicating that SOCS1 play important role in the change in
immune system in sepsis. They may be used to intervene sepsis so as to improve the outcome of sepsis.
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CLP G MMAMBREKEEINYRENE LS
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20 min, A 5X EREG vy, BT, B 280N
10 %% B 40 B8 BEAT ~+ e 5 T B2 40 — 3R T 4 T o o G
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Figure 1 TImage of gene expression of SOCS1 in septic
mice’s liver and spleen detected by RT - PCR
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Table 1 Expression of SOCS1 mRNA in liver and

spleen of septic mice in each group(x+s)

#H3 YD R 33
NS-pu:Eil 6 0.13040.017  0.020=0. 007
BFERA 6 0. 150%0. 021 0. 0304-0. 006
CLP 2h#4 6 0.25040.014  0.160=40. 003%4
CLP 6h#4 6 0.530£0.013%4 0. 18040. 008%4
CLP12h#4l 6 0.640£0.016%2 0, 20040, 005%2
CLP24h# 6 0. 88040, 017%4 0, 21040, 008%4
CLP 48 h# 6 0.78040.016%4 0. 21040. 0128
Fg 84. 558 715. 456
P 0. 01 <0. 01

. SIE¥ XA T P<0. 05; SBP R4 . 2P<0.05
2.2 Western blotting Z 58 (| 2,% 2): EE W HE
HAMBFAREKXCLP G 2h /NRFHL SOCS1 &
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Figure 2 Expression of SOCS1 image of protein in septic mice’s

liver detected by Western blotting
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Table 2 Expression of SOCS1 protein in liver and

spleen of septic mice in each group(x+s)

] FILE- (@20 FFRE g A
E#T R4 6 17.00+ 6.55
BFEAREA 20.00+ 4.67
CLP 2h#4 20.00+ 5,87
CLP 6h#l 96.00+£13. 61~
CLP 12 h 4 96.00£15. 44*
CLP 24 h 4 100. 00+ 0. 00~
CLP 48 h 4l 97.00+21. 53~
F {4 95. 333
P <0. 01
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