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~1.5. The suitable range of fluorogenic reporters was 0.2 ~32 umol/L; the appropriate dynamic detection inter—
val was 2 min; the continuous detection time was 30 ~ 120 min. The Km and Kcat values of the BLc fluorogenic re—
porters were determined by enzyme kinetic parameters respectively ( 17.6 +£2.6) umol/L and (4.16 0. 28)
s~'. Similarly the Km and Kcat values of the TLc were (40. 8 +3.5) pmol/L and (2. 65 £0.32) s~ ' respective—
ly. Conclusion The FRET-based analytical method is successfully established which can meet the high-through—
put in vitro screening of tetanus toxin and botulinum toxin type B and its inhibitors.
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Drug resistance mechanisms of carbapenem—r esistance Serratia marcescens
Rao Bihua Chu Xinmin
( Dept of Laboratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To explore the production of carbapenemase of carbapenem—resistance Serratia marcescens
and to investigate molecular epidemiological characteristics of these strains. It was hoped that it can provide the ba—
sis for clinical rational use of antibiotics and prevention and control of their infection. Methods Collected clinical
isolates of non—epeat patients with Serratia marcescens strains in the hospital with Vitek2 Compact automatic mi—
crobial system for drug susceptibility testing. A strain that was insensitive to carbapenem antibiotics can be
screened. Modified Hodge test was used to detect carbapenemase activity. PCR was used to detect carbapenemase
genes and extended-spectrum B-actamases genes expression. Then the positive products were sequenced and cam—
pare to the blast. Enterobacterial repetitive intergenic consensus PCR( ERIC-PCR) was used for DNA typing and
test of homology. Results At last 17 strains were obtained by screening. Drug sensitive testing showed that most of
the antibiotics were not sensitive the higher the sensitivity rate of amikacin trimethoprim/sulfamethoxazole. Cipro—
floxacin gentamicin aztreonam cefiriaxone had a high resistance rate. Fourteen positive strains were detected by the
modifed Hodge test. The blaCTX-M-4 was detected in 10 strains the blaKPC2 was detected in 5 strains the bla—
TEM was detected in 2 strains the blaNDM- was detected in 1 strains the blaSHV was detected in 1 strains of Ser—
ratia marcescens . Meanwhile the emergence of a bacteria containing a variety of resistance genes. Conclusion
Carbapenem—resistance of clinically isolated Serratia marcescens is a serious problem. Production of KPC2 and
CTX-M-4 carbapenemases is an important mechanism of resistance to carbapenem antibiotics. 11 of 17 carbapen—
em-resistant strains are identified to the same type which indicates that it may spread in the hospital. Effective
measures are urgently needed for early identification and control to prevent the spread of these carbapenemase—re—
sistance S. marcescens. At the same time it is need to strengthen hand hygiene and sterilization of commonly used
equipments.
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