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Abstract : Objective
cobacterium tuberculosis (MTB). Methods

performed in 140 positive specimens. The drug resistance gene sequencing was performed on specimens that

To evaluate the efficacy of gene chip for detection of drug resistance detection of my-

Genetic chip detection and traditional drug susceptibility test were

were not consistent with the two results. The sensitivity,specificity and accuracy of gene chip method for the
detection of isoniazid (INH) and rifampicin (RFP) were analyzed. Results Sensitivity of INH detection was
89.5% and specificity was 96. 1% ; The sensitivity of RFP detection was 86. 4% and specificity was 97. 9%.
The results of gene chip detection in phlegm and strain was 97. 1%. The detection report of gene chip with
sputum was (3. 6=+1.5)d;the time of traditional drug sensitive report was (65. 1+4. 9)d. Conclusion Genetic
chip detection using sputum specimen can be used as an effective screening method for MTB drug resistance
detection.

drug resistance testing
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