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Contextualization Experimental Design
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from adaptive laboratory evolution (ALE) under
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Results
Evolution of resistance to erythromycin, and selection of cross- Role of efflux pumps in resistance to erythromycin
resistance and collateral sensitivity to antibiotics
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Figure 1. IC., values determined during the - - Figure 2. Evaluation of the contribution of efflux activity in macrolide resistance by (A)
ALE of the 50experimentally adapted strain Increas_e_u_w resistance to ERY, decrea_sed accumulation of ethidium bromide and (B) assessment of the relative areB transcript
ALE_DQ40P8 and a control with TSB only, susceptibility to TET a_n_d_CIP along with a levels. p>0.05; *p<0.05; **p<0.01; ***p<0.001; ****p<0.0001.
ALE_DQ40P8c, and a solvent control with collateral sensitivity to CTX

ethanol, ALE_DQ40P8solv.

Effect of resistance to erythromycin in bacterial fithess and virulence potential Genetic basis of erythromycin resistance
1.01-= Ab_DQ40A1 A ’g 40- B 3- Hr__l.:-:_.ﬂ';‘
ALE_DQ40P8c = e
0.8 4 ALE_DQ40P8solv T T 30- *
E e~ ALE_DQ40P8 . —8 2 E 2- ‘—I I WGS analysis
§ 0 E Jo- R Fitness and g el revelead that
?: 0.4 L 2 virulence are P Mutations in L4 and L22 combination of
g > 10- < affected by the i | ribossomal proteins mutations may
21 Z development of | lead to
0.0 vy — Z o0 : : : 0 eryhtromycin N—— erythromycin
0 4 8 22 24 N eC N P resistance g high-level
o o‘oq% L i ?‘E” {"('L .
Time (h) & & & & & M resistance
7 \3'/0 > vy@/ 599
Vo R Mutation at the transcriptional
Figure 4. Growth profile in the absence of Figure 5. Virulence phenotype considering (A) motility and (B) repressor of AreABC
erythromycin. biofilm formation. *p<0.05; **p<0.01; ***p<0.001.
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