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Drug resistance and molecular mechanism of propionibacterium acne in patients with acne vulgaris
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[Abstract] Objective: To investigate propionibacterium acne resistance in patients with acne vulgaris and explore its possi—
ble molecular mechanism. Methods: Twelve clinical strains of propionibacterium acne were isolated and identified from eigh—
teen patients with acne vulgaris. The antibiotic sensitivity of erythromycin, clindamycin, metronidazole and tetracycline was
tested by disk method in vitro. Bacteria DNA was extracted from erythromycin—resistant strains. The 23SrRNA gene was am-—
plified and sequenced. The nucleotide sequences were analyzed. Results: All clinical strains were highly sensitive to tetracy—
cline and resistant to clindamycin and metronidazole. Eleven clinical strains were erythromycin-resistant, and only one strain
was mildly sensitive to erythromycin. The 23SrRNA of 12 clinical strains were sequenced. Seven strains were found to have
nucleotide changes with 1392A—G, 1393A—G, 1518A—G, 1533T—C, 1569A—G, 1814G—A, 1839G—A, 1946T—C,
1974A—G, 2034T—C, 2058A—T, 2273A—G and 2513T—C alternations while no nucleotides alternations were found in the
other 5 strains. Conclusion: Apart from the reported 2058A/T change, multiple 23SrTRNA new mutation sites and several mu-—
tations in the same strain were found, while no nucleotide changes were found in some strains. The relationship between ery—
thromycin—resistance and these new mutation sites or multi—site mutation in the same strain needs to be confirmed. Further—
more, this study suggests that there may be other molecular mechanisms in eryhthrimycin-resistance of propionibacterium acne
in patients with acne vulgaris.
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