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Diagnostic Feature and Treatment of Tuberculous Peritonitis in Cirrhotic Patients. Huang Haijun, Chen Meijjuan, Yan Rong, Wang
Hong. Department of Infection Disease, Zhejiang Provincial People's Hospital, Zhejiang 310014, China

Abstract Objective To investigate the diagnostic feature and treatment of tuberculous peritonitis (TBP) in cirrhotic patients.
Methods We performed a retrospective study induding 15 cirrhotic patients diagnosed with TBP from 2008 to 2011. Results TBP in
cirrhotic patients was frequently associated with extra — peritoneal tuberculosis (27% ), a more insidious onset (39.67 +30.00 days),
Child - Pugh classification class B at onset (67% ), lymphopenia (80% ). Patients with TBP tended to have a lymphocytic predominant
peritoneal fluid. TBP in cirrhotic patients had significantly higher ascitic protein, adenosine deaminase ( ADA), lactate dehydrogenase
(LDH) levels. Ascitic protein was >25¢/L in 100% (12 cases), ascitic ADA activity >30U/L in 75% (9 cases) , ascitic LDH level
>90U/L in 100% (12 cases). Antituberculous treatment consisted of ofloxacin, isoniazid, ethambutol , streptomycin (OFHES) for 9 to
15 months. The overall mortality was 20% . Conclusion TBP should be considered in cirrhotic patients with relevant clinical manifesta-
tions and characteristics of laboratory findings. OFHES is effective and safe in cirrhotic patients.
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Pathogen Analysis of Leukaemia Patients with Nosocomial Sepsis. ~ Chen Lili, Chen Yongping ,Dai Chunlei, Wang Yaqin, Wang Xiaodong.
Wenzhou Medical College, Zhejiang 325000, China

Abstract Objective To analyze the bacterial distribution and drug resistance in leukaemia patients with nosocomial sepsis which
can guide the clinicians towards better treatment. Methods A retrospectively study of bacterial distribution and drug resistance of leukae-
mia patients with nosocomial sepsis in The First Affiliated Hospital of Wenzhou Medical College from January 1st,2007 to December 31st,
2011 had been made. Results Fiftysix pathogens were detected in 55 patients’blood sample including 40 (71. 4% ) Gram — negative
bacteria,13(23.2% ) Gram - positive bacteria and the remaining 3(5.4% ) were fungi. The most common Gram — negative bacteria was
Escherichia coli( 15 strains) , followed by Klebsiella pneumoniae (10 strains) and Pseudomonas aeruginosa(5 strains). Most of Gram — posi-
tive bacteria were Staphylococcus aureus(10.7% ). Seven were non — fermentative bacteria,12 were producing extended spectrum beta —
lactamase ( ESBLs) . Resistance analysis demonstrated that the main pathogens involved were Escherichia coli and Klebsiella pneumonia:

the rate of resistance to ampicillin were more than 93% , but both were sensitive to carbapenems. All of Pseudomonas aeruginosa were re-
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