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Abstract

Objective To investigate the effect of different doses of atorvastatin on hs — CRP levels of Xinjiang Uiygur patients suf-

fered from acute coronary syndrome. Methods Eighty — nine acute coronary syndrome patients for Uiygur population underwent selected
percutaneous coronary intervention ( PCI) were enrolled. The patients were divided into two groups at random:45 cases of normal dose
group(20mg/d, control group) and 44 cases of study group(40mg/d). The level of hs — CRP was measured after therapy for 4 weeks. Re-
sults After 4 weeks of therapy for the patients in the two groups, the level of hs — CRP was lower than before treatment, whereas the level
of hs — CRP in study group was significantly decreased than control group( P <0.01). Conclusion Atorvastatin could decrase the level

of hs — CRP in acute coronary syndrome patients for Uiygur population. The strength of adjusting the fat has correlation with the declining

tendency in hs — CRP.
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Expression of miRNA -300 in Urothelial Carcinoma of the Bladder.
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Abstract Objective To investigate the gene expression disparity and its relationship with biological behavior of miRNA —300 in

urothelial carcinoma of the bladder (BUC). Methods Thirty BUC and five normal bladder mucosa tissues were collected and the total

RNA was extracted routinely. The miRNA -300 expression was detected by using real — time quantitative polymerase chain reaction. Re-

sults The expression of miRNA —300 was significantly down — regulated in BUC tissues than those in normal bladder mucosa. Conclu-
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