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Changes of Drug - resistance of Pseudomonas Aeruginosa During 2005 ~2008. Ning Mingzhe ,Zhang Zhifeng ,Shen Han,Chen Jungen.
Department of Medical Labortary, Nanjing Drum Tower Hospital Affiliated of Medical College, Nanjing University , Jiangsu 210008 , China
Abstract Objective To analyze the antibiotic resistance of Pseudomonas aeruginosa( PA) and provide useful reference for clinical
tretment of PA. Methods Susceptibility rates of 12 antibiotics against 1119 strains of PA were determined by K — B method. Results
The resistante of PA to 12 antibiotics was increased in 2005 ~2008. The resistant to imipenem was 71.3% in 2008, so carbepenem was
the first choice to treat the infection of PA. The infection caused by PA happened more and more in department for Cadre and Intensice

Care Units(ICU) during the past four years. Conclusion PA has been one of the important pathogen in hostipal infection. The pathogen

should be isolated as early as possible when PA infection is suspected. Antibiotic therapy for PA infection should be selected appropriately.
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Association of High Sensitivity C - reaction Protein and Albuminuria with Prehypertension. Du Peishan ,Lu Yusa. Department of Cardiol-
ogy, Second Affiliated Hospital, Shanxi Medical University ,Shanxi 030001 , China

Abstract Objective To investigate the changes of serum high sensitivity C — reactive protein level (hs CRP) and albuminuria
(ALB) level in patients with prehypertension and to investigate the relationship between hs CRP and ALB. Methods Total FBG,TC,
TG,BMI and LDL were measured in 110 patients with prehypertension and 87 normal controls. Serum CRP and ALB concentration was

measured by ELISA. Results Serum hs — CRP, urinary albumin concentration in patients with prehypertension was significantly high

and had difference between male and female (P <0.05). hs - CRP and ALB had positive correlation with TC, TG, BMI, FBG and LDL
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