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Investigation of the Expression Level of sVCAM -1,IL —4 and IL —12 in Child - hood Patients with Allergic Rhinitis Treated with Flutica-
sone Propionate.

Hospital, The Second Military Medical University ,Shanghai 200433, China

Wang Bin, Wang Jian, Liuw Feng, Zhou Shuimiao. Department of Otolaryngology Head and Neck Surgery, Changhai

Abstract Objective To investigate the expression level of serum vascular cell adhesion molecule — 1 (sVCAM - 1) ,interleukin — 4
(IL —4) andinterleukin — 12 (IL = 12) ,and study the role of fluticasone propionatein in childhood patients with allergic rhinitis. Methods
The expression level of VCAM - 1,IL —4,IL — 12 in 32 patients with allergic rhinitis and 20 normal men were detected by ELISA before the
treatment ,and 1 month after treatment. Results The expression level of VCAM - 1,1L —4 IL - 12 in patients with allergic rhinitis, was sig-
nificantly different between the patient group and the control group. The expression level of VCAM —1,IL —4 IL - 12 was significantly differ-
ent in patients with allergic rhinitis before the treatment and post — treatment. The expression level of VCAM - 1,1L -4 ,IL - 12 in post —

treatment patients was not significantly different to that in the control group. Conclusion VCAM -1,IL -4 and IL — 12 may play an impor-

tant role in development of allergic rhinitis. VCAM -1 and Th1/Th2 Cell factors can be down — regulated by fluticasone propionate.
Key words Allergic rhinitis( AR) ; Serum vascular cell adhesion molecule — 1 (sVCAM - 1) ; Th1/Th2 cell factors;Interleukin — 4
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Dynamic Expressions of CXCR7 in Rats with Acute Hepatic Failure and Its Significance. Hong (Qiao, Wang Keyin, Dong Jinzhong, Shi
Chunwei ,Lu Mingqin ,Chen Yongping. Depariment of Infectious Diseases,The First Affiliated Hospital of Wenzhou Medical College , Zhejiang
325000, China

Abstract Objective To explore the dynamic expressions of CXCR7 in rats with acute hepatic failure (ALF) and its significance af-
ter building the ALF model. Methods Thirty — six male Sprague — Dawley (SD) rats were randomly divided into normal group and model
group( ALF group ). The rat models were established by intraperitoneal injection of D — galactosamine (D — Gal) + Lipopolysaccharide
(LPS).At2,6,12,24 and 48 h time point after injection,the serum were used to detect ALT and AST. The liver pathologic changes were
observed with HE staining by microscope. The mRNA expressions of CXCR7mRNA were detected by reverse transcriptase polymerase chain
reaction( RT - PCR) and CXCR7 were detected by Western blot. Results In ALF group,The liver pathologic changes were most serious
at 24h and 48h. The serum levels of ALT and AST were significantly increased at 24h compared to those in normal group (4670. 667 +
372.436U/L,30.667 +3.670U/L;4930.333 +81.158U/L,67.667 +8.140U/L,P <0.01) ,respectively. While the CXCR7 mRNA/B -
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