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mia ( CML) cells and the influence of miRNA-55 regulating the expression of heat shock proteins ( HSP) 27
HSP60 HSP70. Methods Reverse transcription—quantitative real-time PCR ( RT-qPCR) was used to detect the
expression levels of miR-455 in CML~esistant imatinib ( IM) cell line K562-G and CML cell line K562. K562-G
cells were infected with the lentivirus carrying miR-155 or the negative control lentivirus and they were named
miR-55 group and control group. The effect of miR-455 on the proliferation of drug—esistant cells was detected by
cell counting kit-8 ( CCK-8) method. RT-qPCR and Western blot were used to detect the effect of miR-55 on the
expression of heat shock proteins HSP27 HSP60 HSP70. Flow cytometry was used to detect the percentage of cell
apoptosis in miR-55 group and control group. Results Compared with K562 cells miR-455 showed low expres—
sion in K562-G cells ( P <0.05) . The proliferation of miR-455 group cells decreased significantly from the 36th
hour ( P <0.05) . Compared with the control group in the miR-55 group HSP60 and HSP70 increased ( P <
0.05) while HSP27 decreased ( P <0.01) . The apoptosis rate of miR-455 group was higher than that of control
group ( P <0.05) . Conclusion miR-55 promotes the apoptosis of chronic myeloid leukemia cells increases the
expression of HSP60 and HSP70 and decreases the expression of HSP27.
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Screening of stable amoxicillin resistant clones of

Helicobacter pylori and detection of its gene mutations
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Abstract Objective To investigate the phenotype of amoxicillin ( AMX) unstable resistant Helicobacter pylori
( Hp) evolving into AMX stable high level resistance and the detection of its mutated genes. Methods Using the
frozen Hp strain H390 as the starting strain the clones resistant to AMX were continuously cultured on the medium
with increasing AMX concentration and the minimum inhibitory concentration ( MIC) of the resistant clones was
detected. After frozen at —80 °C for 3 months the drug resistance was stable according to whether the MIC de—
creased after frozen storage. Genome sequencing analysis and efflux pump inhibition assay were performed on
cloned H390r and parental strain H390 with the highest AMX MIC value and gene mutations associated with the
high level AMX resistance obtained by H390r were detected and identified. Results Four AMX high level resistant
clones were obtained by AMX screening with MICs of 12 32 64 and =256 mg/L.  respectively and none of the
MICs were altered after freezing at —80 °C. Compared to the parental strain H390 the AMX stable resistant clone
H390r had mutations in several genes including hefC encoding the RND efflux system hopB and hopC encoding
the pore proteins and fis] encoding the penicillin binding protein which were associated with AMX resistance.

H390r was substantially reduced in MIC to AMX in the presence of efflux pump inhibitors. Conclusion AMX can
screen stable resistant clones from unstable resistant Hp. H390r had mutations in hefC hopB hopC and fisl asso—
ciated with AMX resistance. These mutations may be the main reason why H390r acquired a stable high level of re—
sistance to AMX.
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