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Introduction Treatment failure to be appears to occurring in
women with genital Chlamydia trachomatis after azithromycin
treatment. This study aimed to characterise the molecular basis
of treatment failure by characterising clinical isolates from these
women who failed to resolve the infection.
Methods A selection of 6 clinical isolates were cultured and
whole genome sequence examined. Cultures were conducted in
variety of cell lines, and in the presence of a novel anti-chlamy-
dial drug to examine differences in growth and drug responses
between isolates from treatment failure cases and treatment
resolved cases.
Results The clinical isolates showed distinct growth profiles in
different cell lines, with variation in infectious progeny yield and
kinetics. Cervical, endometrial, gastrointestinal and fibroblast cell
lines were compared and distinctions in growth were observed.
There were no genome mutations in the ribosome loci in any
isolate that would confer a direct resistance to azithromycin.
However, there was less susceptibility to a novel anti-chlamydia
drug by a clinical isolate from a treatment failure case as well as
higher growth yield in the absence of the drug.
Conclusion Distinct phenotypic growth traits were observed in
clinical treatment failure isolates of C. trachomatis that could
underlie the mechanism of azithromycin treatment failure
clinically.
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Introduction To determine the efficacy of pristinamycin-based
regimens for M. genitalium-infections failing prior regimens
and to examine the presence of 23S rRNA and ribosomal pro-
tein gene mutations and their association with treatment
failure.
Methods In 2013 M. genitalium-infected men and women
attending Melbourne Sexual Health Centre who failed azithro-
mycin and moxifloxacin were treated with pristinamycin 1g qid
for 10 days with a test-of-cure (TOC) 3–4 weeks post-pristina-
mycin. From December 2014 pristinamycin was prescribed 1g

bid for 10 days second-line following azithromycin failure. Pre-
and post-treatment samples were stored and sequenced to detect
23S rRNA and ribosomal protein gene mutations, as potential
markers of pristinamycin resistance.
Results By March 2015 37 M. genitalium-infected patients had
received pristinamycin: 32 males (10 rectal; 22 urine samples)
and 5 females (1 rectal; 3 urine; 1 cervical). TOC data are avail-
able on 25 patients at abstract submission: 20 were cured (80%;
95% CI 61–92%) and 5 (20%; 8–39%) failed pristinamycin.
Failure rates in the 16 patients treated with 1g qid 10 days were
12% (n = 2), and 33% (n = 3) in the 9 treated with 1g bd 10
days, p = 0.23. Of the 5 pristinamycin failures; 2 were cured
with moxifloxacin, 3 failed moxifloxacin and are awaiting TOCs
following solithromycin or combined doxycycline/pristinamycin.
Mutations in 23S rRNA and ribosomal protein genes were asso-
ciated with failure of pristinamycin.
Conclusion Increasing reports of azithromycin and moxifloxacin
failure for M. genitalium-infections necessitates evaluation of
new agents. We present some of the earliest data on the use of
pristinamycin for M. genitalium. Treatment failure occurred
when delivered as monotherapy following failure of prior regi-
mens. Current data on use of combined pristinamycin and doxy-
cycline as a second line regimen after azithromycin failure will
be available for presentation. Resistance mutations in the 23S
rRNA and ribosomal protein genes are associated with pristina-
mycin failure.
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Introduction Resistance in Neisseria gonorrhoeae has emerged to
all antimicrobials available for treatment of gonorrhoea. The first
gonococcal strains with high-level resistance to ceftriaxone, the
last option for first-line empirical antimicrobial monotherapy,
were recently described. Consequently, new treatment options
are essential. In this study, the in vitro activity of the novel spiro-
pyrimidinetrione AZD0914, a DNA topoisomerase II inhibitor,
among contemporary consecutive clinical N. gonorrhoeae isolates
obtained in 21 European countries was investigated and com-
pared to the activities of antimicrobials currently or previously
recommended for treatment.
Methods Consecutive clinical N. gonorrhoeae isolates (n = 873)
cultured in 21 European countries during 2012–2014 were
examined for their susceptibility to AZD0914. The MICs of
AZD0914 were determined using agar dilution method. For
comparison, the MICs of ceftriaxone, cefixime, azithromycin
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