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ESAT6 from mycobacterium tuberculosis. 164 suspected tuberculosis cases were checked by ELISPOT and T-SPOT

* TB with peripheral blood samples compared with the clinical diagnosis. It was found that the concentration and

purity of the recombinant ESAT6 were 0. 5 mg/ml 84% ; the concentration and purity of recombinant of the CFP10

were 4 mg/ml 98% . The most appropriate conditions of ELISPOT were 2 x 10° /well as cell concentration 10 pg/

well ESAT6/CFP10 recombinant protein as stimulus and 20 hours of incubation period. There was no statistically

significant difference between ELISPOT and T-SPOT  TB( x* =0. 57) .
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Ticagrelor versus clopidogrel in patients with acute

coronary syndromes and diabetes mellitus
Pan Caihong Hu Zeping Wang Bangning

( Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei

230022)

Abstract Patients diagnosed to have acute coronary syndromes( ACS) were included in the study. All ACS patients

were divided into non-diabetes group( 40 cases) and diabetes group( 80 cases) . Blood coagulation function was de—

termined for all patients. In the diabetes group eighty patients were randomly divided into ticagrelor group (48 ca—

ses) and clopidogrel group ( 32 cases) . After 5 days” treatment platelet function was detected. Our study aimed to

examine the effects of ticagrelor and clopidogrel on the platelet function.
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