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Inhibited Effects of Vitamin D Analogs on Cardiac Hypertrophy. Xiong Yangyang, Li Dan, Fu Yu, et al. Department of Nutrition,
Sheng Jing Hospital of China Medical University, Liaoning 110004, China

Abstract Objective To study the contribution of vitamin D analogs on cardiac hypertrophy in spontaneously Hypertensive Rats.
Methods Twenty male SHR rats were randomly divided into hypertension control group (C group, n=5), losartan group (L group, n =
5), paricalcitol group (P group, n =5), losartan + paricalcitol group (LP group, n =5), and there rats were intervene them for 2
months. Staining cross — sections of left ventricles with HE was performeol to observe its change. Cardiomyocytes were stained with FITC
labeled wheat germ agglutinin and viewed by a fluorescence microscope. Diameter of cardiomyocytes was measured by computer software
Image J. The expression of ANP and BNP mRNA in cardiomyocytes were detected by Northern blot. Renin in kidney protein expression
was detected by Western blot. the expression of renin mRNA in kidney was observed by real time PCR. observes the expression of renin
mRNA in heart was obserred by RT — PCR. Results Compared with C group, P group’s left ventricular become thin and LP group’s left
ventricular become thinner, C group’s cardiomyocytes was big and stroma hyperplasia but LP group’s cardiomyocytes was the smallest
(P <0.01) and stroma was few. LP group’s mRNA expresstion of ANP and BNP in cardiomyocytes was the lowest( P <0.05). L group’
s Renin protein in kidney expression was highest, and the expression in LP group become absolutely low. The expression of renin mRNA
in kidney in L group was highest and in P group was lowest (P <0.05). The expression of renin mRNA in heart in L group is highest in
LP group was lowest (P <0.05). Conclusion The combination of vitamin D analogs with losartan generates a degree of therapeutic syn-
ergism in the attenuation of left ventricular hypertrophy.
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Level of Anti — oxidative Damage and Cytokine in Patients of HbH Disease Treated by Yisui Shengxue Granule. Chu Nali, Wu Zhikut,
Zhang Xinhua, et al. Guang'anmen Hospital Affiliated to China Academy of Chinese Medical Sciences, Beijing 100053, China

Abstract Objective To study the influence of Yisui Shengxue granule on the levels of anti — oxidative damage and cytokine of pa-
tients with HbH disease. Methods A randomized single — blinde d trial was designed. Thirty patients with HbH disease were divided in-
to two groups:15 patients in YSSXG - treated group and 15 in placebo parallel control group. The patients in the two groups were assigned

to receive either YSSXG or placebo for three months. The blood parameters [ hemoglobin ( Hb) ,red blood cell (RBC) and reticulocytes
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