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m E B ek AIE E R B full - length spleen tylosine kinase, SYK(T.) ] 3[Rl %% 3 X A M 0% 20 g 5% Hep -2
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pIRES2 — EGFP J g it 7R 1R & 0 Al A= 3R K, W52 g AR A 1 0 o 38 2o 92 e 9 0 5 o 3R 5 T4 2 /R 1 ( quantitative real time fluo-
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Inhibitory Effect of SYK(L) Gene Therapy on Human Laryngeal Carcinoma Xenograft Model in Nude Mice by Cationic Liposome Mediated
Transfection. Zhang Chaohui, Li Zhihai, Cai Zhiyi et al. Department of Otolaryngology, Zhejiang Taizhou Municipal Hospital, Zhejiang
318000, China

Abstract Objective To observe the effect of cationic liposome mediated full — length spleen tylosine kinase [ SYK(L) ] gene trans-
fection on the growth of human laryngeal cancer Hep —2 cells in the nude mice. Methods 15 nude mouse tumor models were made by
subcutaneous injection of human laryngeal carcinoma Hep —2 cell. Then they were randomly and equally divided into 3 groups. The tumor
growth was monitored after intratumoral injection of SYK(L) overexpression vector pIRES2 - EGFP - SYK(L) , plasmid vector pIRES2 —
EGFP and saline. The gene and protein expression of SYK( L) expressions in tumour tissues were detected by Q — RT — PCR and wetern
blot. Results Mean volume of the SYK (L) overexpression vector pIRES2 — EGFP — SYK (L) - treated tumors was 367. 61 +
81.23mm’, significantly less than that of tumors treated with plasmid vector pIRES2 — EGFP 900.20 = 131.41mm’ or saline 930. 71 =
143. 73mm’ (F =99.91,P <0.01). Q - RT — PCR analysis indicated that the 2 ~**“" of SYK(L) mRNA in SYK(L) overexpression vector
pIRES2 — EGFP - SyK(L) - treated group(2.268 +0.075) was significantly higher than that in plasmid vector pIRES2 — EGFP - treated
group (1.212 +£0.025) and saline treated group (1.175 £0.031) (F =102.01,P <0.01). Western blot showed that the level of SYK
(L) protein in SYK(L) overexpression vector pIRES2 - EGFP - SYK(L) - treated group (0. 834 +0.021 ) was significantly higher than
that in plasmid vector pIRES2 — EGFP — treated group (0.243 +0.041) and saline treated group (0.301 +0.039) (F =104.13,P <

0.01). Conclusion The growth of human laryngeal carcinoma xenograft in nude mice could be inhibited significantly by SYK(L) gene

transfection. This suggests that SYK(L) gene transfection could be an effective therapy for human laryngeal carcinoma.

Key words Full — length spleen tylosine kinase; SYK(L) ; Laryngeal carcinoma; Xenograft tumor;Inhibition; Gene therapy
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Effects of Vitamin A Deficiency on Neonatal Rat FUT8 Eexpression and the Development of the Heart. Deng Nianhui, Zhao Qianlei, Wu
Lihui. Department of Children's Health Care, Yuwying Children’s Hospital of Wenzhou Medical University, Zhejiang 325003, China

Abstract Objective

In this article, we studied the expression of FUT8 in neonatal rat to investigate the influence of Vitamin A de-

ficiency (VAD) in the development of the neonatal rat’s cardiovascular system and the potential mechanism. Methods We established
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