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Background: Mycobacterium abscessus is the most pathogenic and drug-resistant rapid-growing mycobacterium,
Clarithromycin or azithromycin are the only regular oral antimycobacterial agents that have an effect on M
abscessus, We tried to detect the clarithromycin-resistant strains from the clinical isolates of M, abscessus,
Methods: We tried to isolate the clarithromycin-resistant strains from 220 clinical isolates of M. abscessus by
performing using reverse hybridization assay (RHA) and the broth microdilution test (BMT).

Results: Seven resistant strains (3.2%) from all the tested clinical isolates were detected by BMT. Three of these
resistant strains were also detected by RHA and it was confirmed that they had point mutants,

Conclusion: These results showed that clarithromycin resistance in M, abscessus clinical isolates is related to a
point mutation and other unknown mechanisms. (Tuberc Respir Dis 2008,64.422-426)
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Table 1, Primers and probes for detection of mutation in 23S rRNA gene

Primers or probes

Oligonucleotides

Remark

231 forward primer
232 reverse primer
Probes from 23S rBNA

(&)}

5" aatggcgtaacgacttctcaactgt 3'
gcactagaggttcgtecgtece 3'

Biotin labeling at 5' end
Amine linking at 3' end

Wild type 5' ggacgaaaagaccceggg 3
A2058G 5' ggacgagaagaccceggg 3'
A2059G 5' ggacgaagagaccceggg 3'
A2059C 5' ggacgaacagaccecggg 3'

2 49 I 7 oM wiF v F=d 220 A5
£ Aol A3, Reference WFRE M abscessus
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Table 1] YERHSIH.

THELAE S 100 10]3laL, AT
10 x Taq polymerase buffer, 10 mM dNTP, 10 pM pri-
mer, 2 U Taq polymerase$} 10 ul DNAZ A =3It

Z3 g A HkS-S GeneAmp PCR  system 9700
(Applied Biosystems, Foster city, CA, USA)2. 2 AA|S}
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Table 2, Clarithromycin MICs and sequencing results for
the peptidyltransferase region of the 23S rRNA gene in
resistant strains of M abscessus clinical isolates

. . 23S
Strain Clarithromyain peptidyltransferase
MIC (zg/ml) .
region
Reference strains
M. abscessus <2 -
ATCC 19927
Staphylococcus aureus <025
ATCC 29213
Mutants
101 >512 A2058G
205 >512 A2058G
249 > 256 A2058G
Non-mutants
12 >512 -
178 >512 —
179 >64 —
207 >512 -

- A2058A and A2059A
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