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mon ward they accounted for 48.5% . Cocci mainly for Staphylococcus aureus and Enterococcus accounted for
13.3% . Acinetobacter baumannii Pseudomonas aeruginosa Klebsiella pneumonia E. coli and Bacillus accounted
for 64.0% in ICU coccus of Enterococcus and Staphylococcus aureus accounted for 11.2% . E. coli Klebsiella
pneumonia and Pseudomonas aeruginosa was separated from general wards had high sensitivity on carbon alkene a-—
bove 90.0% 80.0% 60.0% respectively compared to 29. 7% of Acinetobacter baumannii sensitive. Staphylo—
coccus aureus separated from general wards of benzene westwood sensitive rate was 54. 7% . E. coli’ s sensitivity to
imipenem was 98. 5%  sensitivity rate of Pseudomonas aeruginosa and Klebsiella pneumonia was 50. 0% in ICU
Acinetobacter baumannii drug resistance was serious only 6. 0% . Acteria genera of benzene westwood sensitive rate
was only 33.3% . It has obvious difference compared with general wards. Conclusion Bacteria distribution and
drug resistance of bacteria between ICU and the common wards exist obvious difference negative bacilli and the re—
sistance in the common ward increased significantly compared with ICU. So bacterial drug resistance surveillance on
a regular basis in ICU and the whole hospital will help to understand the distribution and drug resistance of bacteria
in ICU so as to guide clinical rational drug use.
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Diagnostic value of TXNIP and CEA combined detection in

differentiating between benign and malignant pleural effusion
Yuan Jieqing Shu Jun Wang Danping et al
( Dept of Respiratory Medicine The Fourth Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To explore the diagnostic value of combined detection by thioredoxin — interacting protein
( TXNIP) and carcinoembryonic antigen ( CEA) in discriminating between benign and malignant pleural effusion.

Methods The clinical data of 57 patients were collected from 25 cases of malignant pleural effusion and 32 of be—
nign pleural effusion. The levels of TXNIP CEA in serum and pleural effusion were measured by enzyme linked
immunosorbent assay ( ELISA) . Results The concentrations of TXNIP in patients with malignant pleural effusion
were significantly lower than those patients in benign pleural effusion. But the difference in serum was not statisti—
cally significant between benign group and malignant group. Diagnostic sensitivity specificity and agreement rate
for TXNIP in malignant pleural effusion were 76% 87.5% and 86.96% respectively at diagnostic cut-off point of
89.57 ng/L 88% 90.6% and 91.23% for CEA at 5.285 pg/L. Diagnostic sensitivity and specificity value
were 97. 12% 79. 28% respectively in parallel test and 66. 88% 98. 83% in serial test. Conclusion The de—
tection of TXNIP has certain value to the diagnosis of malignant pleural effusion and joint detection with CEA can
improve the diagnostic sensitivity and specificity value. However the diagnostic value of TXNIP to malignant pleu—
ral effusion is not superior to CEA.
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