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Evaluation of VITEK? advanced expert system for detection of Acinetobacter baumannii positive with cephalosporinases "
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Abstract : Objective
vanced experts system(AES) in VITEK2. Methods
AES, were collected from January 2009 to August 2009. Then AmpC disk test was performed to identify cephalosporinase positive

To evaluate the reliability of Acinetobacter baumannii strains producing cephalosporinase judged by ad-
Acinetobacter baumannii strains, producing cephalosporinases and judged by
strains. Finally, PCR was performed to amplify ampC gene in AmpC positive strains. Results All AmpC positive strains judged by
AES were identified to produce cephalosporinases. PCR showed that 12 positive strains were positive with AmpC gene. 132 AmpC

negative strains demonstrated could not produce cephalosporinases by AmpC disk test. Conclusion VITEK2 AES system could ac-

curately identify cephalosporinase phenotype of Acinetobacter baumannii so as to provide more helpful data to clinician.
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5'-TAA ACA CCA CAT ATG TTC CG-3';54 B:5'-ACT TAC
TTC AAC TCG CGA CG-3'; Wi i =¥ K /Nl 663 bp, PCR ¥~
W2y .94 C AR Pk 4 min; 94 °C 2844 1 min,50 ‘CiB &k 1 min,
72 ‘CHEA 2 min, 3k 30 MG ; e J5 T 72 CHEAR 10 min, 34
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1 HERGHEAMNARRBANHAELE

FEERE 5 B AFERFE (132 #)
B P! P1{E
THMRER 2R HRRE IR0

PP R 1 6.7 2 1.5 7.89  =0.05
Al 15 100.0 82 62.1 8.61  <0.05
Sk At s 10 66.7 49 37.1 4.89  <C0.05
SKABENT 15 100.0 58 43.9 16.93  <<0.05
At fl 14 93.3 52 39.4 15.84  <<0.05
HH R 12 80.0 49 37.1 10.20  <<0.05
RREE 12 80.0 52 39.4 9.03  <<0.05
RaiigaE 0 0.0 1 0.8 25,01 =0.05
KR 10 66.7 47 35.6 5.47  <€0.05
e 0 0.0 1 0.8 25.01  >0.05
WRHE P Ak 13 86.7 50 37.8 13.09  <<0.05
WRHLPGAR/ floms i 2 14.3 2 1.5 5.57  <<0.05
AR 11 73.3 47 35.6 8.03  <C0.05
g ine ] 15 100. 0 59 44.7 16. 48 <0.05
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