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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

G H VLA B2 AR 75 5 AR R F 4 0 4 B B 15 H (2005QN016 ) 5 3 M 115 )4 Js) # K35 H (H20060023 )
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VAD rat model by treating with VAD feed using improved AIN —76™ formula. Rats and its offspring treated with VAD feed were set as the

experimental group ( VAD group), The normal feed rats and its offspring were set as the control group. The fertility rate between two

groups was compared. And the vitamin A in the VAD diet was detected using HPLC. The cardiovascular morphological of the two groups

was observed by HE staining. RT — PCT and Lectin blot were employed to detect the expression of FUTS in the two groups. Results  The

control group had a higher fertility rate. The expression of FUT8 detected by RT — PCT and Lectin blot was significantly increased in VAD

group. The morphological of the offspring rats’ cardiovascular endothelial cells in the VAD group, as showing in the HE staining, became ir-

regular, scattered and loose. Conclusion VAD could induce the over — expression of FUT8 and affect the morphological of cardiac cell,

which suggestes that VAD has an important role in the heart development and Vitamin A might promote the development of heart.

Key words Vitamin A deficiency; FUT8; Development of cardiovascular
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Influence of Traditional Chinese Medicine Acupuncture On Serum Inflammatory Mediators And Clinical efficacy In Patients With Chronic

Bronchitis.  Yang Ruichun, Li Fenfen. The First Affiliated Hospital of Guangxi University of Traditional Chinese Medicine, Guangxi
530023, China
Abstract Objective To explore the traditional Chinese medicine acupuncture therapy on level of serum in interleukin — 2 (IL —

2), interleukin =8 (IL -8), tumor necrosis factor — a (TNF — a) patients with chronic bronchitis and clinical efficacy. Methods Sixty

patients with chronic bronchitis were randomly divided randomly into Chinese medicine acupuncture group ( observation group) and the
spasmolys-

control group, with 30 cases in each group. Patientsin in the control group received an anti — inflammatory, cough and phlegm,
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