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The Effect of LBP,sCD14 Interacted with LPS on Macrophage Secreting TNF — . Zhang Ying ,Shu Kuangyi,Wang Jinwen ,et al. Clini-
cal Laboratory,The Second Affiliated Hospital of Wenzhou Medical College , Zhejiang 325000 , China

Abstract Objective To investigate the effect of LBP,sCD14 interacted with LPS on macrophage secreting TNF — «. Methods
THP -1 was induced to macrophage by PMA firstly. When the concentration of LPS was 10ng/ml,LBP — LPS pre — incubated ( incubated
at 37°C for 15min after mixed together) or without pre — incubated stimulated macrophage according to the ratio of LBP/LPS (100,10,1,
0.1,0.01). And macrophage treated with LBP was as a contrast. After that, they were divided into two groups and both of LPS were 10ng/
ml and 1ng/ml,and the concentrations of sCD14 were 1,0.5,0.1,0.01png/ml. The secretion of TNF — « was detected by immune chemi-
cal radiation assay and a statisticcal analysis was made. Results TNF — o secretion was the lowest( 143 +9pg/ml) when LPS was Ing/
ml, and had a significant difference from 10,100,1000ng/ml( P <0.05). There was no difference among the three groups( P >0.05). The
secretion of TNF — « had a dose — response relationship with LPS. TNF — o were 39.4 £1.2,107 £5,109 +3,102 +1,119 +9pg/ml at
corresponding concentration of LBP (0.01,0.1,1,10,100ng/ml). When LBP/LPS <10,the secretion of TNF — « increased with the en-
hance ratio of LBP/LPS,and reached a peak at 10. LBP — LPS in without pre — incubated group was 231 + 10pg/ml, and the other was 164
+ 7pg/ml. There was significant difference between the two groups( P <0.01). TNF — a was decreased at 100 of LBP/LPS and without pre
— incubation was 149 = 7pg/ml, pre — incubation was 138 +2pg/ml. sCD14 itself could not stimulate macrophage to secrete TNF - .
When the concentration of LPS was Ing/ml,sCD14 was 0.01pwg/ml or 0. 1 wg/ml, TNF - « secretion had no visible diversity (P =0.515
and 0. 566) . However, When the concentration of sCD14 were 0.5 and 1wg/ml, it had a obvious diversity (P =0.017 and P <0.01).
When the concentration of LPS was 10ng/ml,sCD14 was 0.5uwg/ml or 1 pg/ml, TNF — « secretion had significant difference( P <0.01),
and pre — incubation and without pre — incubation also appeared significant difference( P =0.014). Conclusion LBP itself could activate
macrophage , and low concentration of LBP promoted LPS to stimulate macrophage to secrete TNF — a with the concentration of LBP in-
creasing. But it had a down — regulation effect on macrophage when high concentration. sCD14 also promoted the secretion of TNF - o and

showed a dose — response relationship with sCD14.

Key words Lipoolysaccharide — binding protein ; Soluble CD14 ; Tumor necrosis factor — a
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The Expression of B7 - H4 mRNA in HCC Cell Lines and the Changes in BEL - 7404 after Using Sorafenib.

Abstract Objective

changes in BEL — 7404 under anticancer drug sorafenib. Methods
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by reverse transcription polymerase chain reaction( RT — PCR). With different concentrations sorafenib,

H4 mRNA expression in BEL —7404. Results

B7 — H4 mRNA was expressed partly in these liver cancer cell lines.
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Du Zhendong ,Yu Jiaping , Xu

Xiaoping ,Lin Weiwet,Xu Let, Peng Feng. Depariment of Clinical Laboratory, Renji Hospita , Shanghati Jiaotong University School of Medi-
cine ,Shanghai 200127 , China
To study the mRNA expression of B7 — H4 in hepatocellular carcinoma( HCC) cell lines and the expression

The mRNA expression of B7 — H4 in ten liver cell lines was detected

we observed the change of B7 —

B7 — H4 mRNA of

Conclusion B7 - H4 gene is closely related to tumor cell growth activity.
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