
Table S1: Levels of bacteria persisting to antibiotics and antibiotic usage in the
time-kill data. From left to right the data were grouped by growth phase, then the species
of bacteria (full species names in main text, Table 1) followed by the descriptive statistics
for persisters and the antibiotic usage. The statistics for persister levels were the median,
mean and confidence interval 95% (CI95) as percentages of the cell count against time zero or
against the control without antibiotics, if only one time point was reported. The statistics for
antibiotic usage were the mode of the range for the minimal inhibitory concentration (MIC)
- when reported, the mode for the range of concentrations of antibiotic used in the persister
assays, and the mode of the total time of incubation (hours). The total number of time points
collected for each set of species and antibiotics was taken here a sample size (n). All the data
entries were matched to the 187 references selected for this work. The bibliographic details for
these references appear below the end of the table in numerical order as well as in Materials
and Methods in the main text. TSM: trimethoprim+sulphamethoxazole

Growth phase Species Antibiotics
Persisters Antibiotic usage

n References
Median % Mean % CI 95 % MIC Used Incubation

Exponential

E. coli Amikacin 4.74E-01 2.52E+01 [0 - 74.1] 1 6 0.25 4 [1]
Amoxicillin 9.00E-01 9.00E-01 NA NA 50 3 1 [2]
Ampicillin 2.00E-02 4.61E+00 [2.33 - 6.88] 4 100 5 223 [1, 3–46]
Carbenicillin 2.37E-02 1.80E-01 [0 - 0.43] NA 150 4 12 [47, 48]
Cefotaxime 1.00E-03 2.65E-03 [0 - 0.01] NA 100 4 3 [49, 50]
Cefoxitin 1.00E-02 1.00E-02 NA NA 320 6 1 [5]
Ceftazidime 2.00E-05 2.00E-05 NA NA 50 5 1 [51]
Ceftriaxone 2.49E+00 2.63E+01 [0 - 74.5] 0.05 0.3 0.25 4 [1]
Ciprofloxacin 3.16E-02 6.36E+00 [2.22 - 10.5] 0.01 1 3 110 [1, 5, 6, 8, 9, 12–

14, 17, 24, 28, 48,
49, 52–62]

D-cycloserine 6.26E-01 1.92E+01 [0 - 44.8] NA 50 0.25 8 [45]
Gentamicin 2.51E-03 6.81E-01 [0 - 1.69] 4 7.5 5 32 [4–7, 24, 33]
Kanamycin 1.79E-03 2.20E-02 [0 - 0.05] NA 50 6 8 [21, 27, 28, 30]
Meropenem 3.16E-01 1.69E+01 [0 - 49.5] 1 6 6 6 [1, 5, 63]
Mitomycin C 1.00E-03 3.70E-03 [0 - 0.01] NA 10 4 3 [49, 50]
Moxifloxacin 5.50E+01 5.26E+01 [0 - 106] NA 0.8 4 4 [64]
Nalidixic acid 1.29E+00 2.09E+01 [6.74 - 35.1] 4 20 0.25 26 [65]
Netilmicin 6.58E-04 1.68E+00 [0 - 4.76] NA 2.8 3 10 [66, 67]
Nitrofurantoin 6.70E+00 2.92E+01 [10.5 - 47.8] 12.5 12.5 0.25 20 [61]
Norfloxacin 5.01E-02 5.86E+00 [0 - 13.2] 0.06 1 3 37 [7, 15, 21, 28, 31,

43, 62, 68]
Ofloxacin 1.58E-02 4.94E+00 [0.78 - 9.1] 0.06 5 3 93 [4, 10, 23, 26–28,

30, 36, 38, 41,
50, 51, 62, 64, 65,
69–72]

Oxacillin 3.16E-02 3.16E-02 NA NA 2500 6 1 [5]
Pefloxacin 5.01E-01 1.42E+01 [2.99 - 25.5] 0.06 0.3 0.25 33 [62, 65]
Phosphomycin 5.01E-01 1.48E+01 [0 - 42.6] NA 50 0.25 7 [45]
Polymyxin B 5.68E+01 1.03E+02 [69.7 - 136] 1 1 0.5 21 [73]
Rifampicin 6.31E+01 4.56E+01 [16.7 - 74.6] NA 100 0.5 5 [17]
Streptomycin 2.49E-04 2.49E-04 [0 - 0] NA 25 4 2 [49]
Tobramycin 3.01E-03 3.33E+01 [5.49 - 61.2] NA 20 1 12 [41, 49, 50, 56,

74]
S. aureus Amikacin 6.31E-01 3.77E+01 [2.01 - 73.5] NA 80 48 8 [75]

Ampicillin 4.09E+01 4.12E+01 [22.4 - 60.0] NA 100 3 4 [41]
Carbenicillin 3.98E+00 3.98E+00 [3.98 - 3.98] NA 500 3.5 3 [48]
Cefotaxime 1.58E-03 2.51E-01 [0 - 0.57] NA 60 48 8 [75]
Ciprofloxacin 7.00E-02 4.93E+00 [1.06 - 8.8] 0.13 10 3 58 [9, 38, 75–82]
Daptomycin 6.58E-04 1.09E-01 [0 - 0.27] 25 250 6 12 [81, 83]
Erythromycin 2.24E+01 3.63E+01 [0 - 82.5] NA 30 16 4 [84]
Gentamicin 6.50E-02 3.20E+00 [0.61 - 5.78] 0.5 5 2 18 [77, 78, 82, 83]
Linezolid 1.26E+01 1.28E+01 [9.51 - 16.1] 5 50 24 3 [83]
Ofloxacin 6.31E-01 6.31E-01 NA NA 5 2 1 [41]
Oxacillin 3.98E-04 6.46E+00 [0 - 14.1] 0.13 30 48 18 [75, 78, 82, 84]
Rifampicin 2.84E-01 7.41E+00 [0 - 15.9] 0.02 2 0.5 16 [17, 81, 83]
Teicoplanin 7.94E+00 1.16E+01 [2.93 - 20.2] 1 100 8 15 [85]
Tobramycin 1.26E-02 1.78E+00 [0.12 - 3.44] 0.6 60 1 26 [41, 74, 81, 86]
TSM 2.00E+01 6.00E+01 [23.7 - 96.3] 2 200 4 10 [77]
Vancomycin 1.00E+00 1.42E+01 [5.46 - 23.0] 0.5 50 48 31 [75, 78, 83, 85,

87]
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Levels of bacteria persisting to antibiotics and antibiotic usage in the time-kill data
(continued).

Growth phase Species Antibiotics
Persisters Antibiotic usage

n References
Median % Mean % CI 95 % MIC Used Incubation

Exponential

P. aeruginosa Amikacin 6.93E-05 5.40E-03 [0 - 0.02] NA 40 1 6 [88]
Carbenicillin 9.00E-03 1.90E-01 [0.01 - 0.36] 100 800 4 21 [48, 89–91]
Ceftazidime 1.00E+02 8.18E+01 [62.5 - 101] 1.1 88 5 13 [92, 93]
Ciprofloxacin 4.51E-02 5.80E-01 [0.13 - 1.02] 0.6 200 3.5 56 [9, 48, 53, 88, 93–

98]
Colistin 3.16E-06 3.16E-06 [0 - 0] 2 12 1 4 [89]
Gentamicin 1.00E+01 1.00E+01 [10 - 10] 4 24 1 4 [89]
Imipenem 7.51E-02 1.20E-01 [0.05 - 0.19] 4 320 24 12 [93]
Levofloxacin 1.00E+01 8.00E+00 [4.08 - 11.9] 1 6 1 5 [89, 99]
Meropenem 8.00E-05 8.00E-05 NA NA 10 24 1 [100]
Ofloxacin 2.84E-03 1.43E+00 [0 - 3.02] NA 5 3 16 [38, 91]
Polymyxin B 7.13E-02 1.63E-01 [0.05 - 0.28] 0.8 320 24 12 [93]
Rifampicin 5.00E+00 5.00E+00 NA NA 100 0.5 1 [17]
Tobramycin 1.04E-02 4.49E+00 [0 - 10.3] 1.3 104 24 12 [93]

A. baumannii Amikacin 3.50E-01 3.25E-01 [0.16 - 0.49] 2 80 3 4 [101, 102]
Ceftazidime 1.26E-01 2.42E-01 [0 - 0.5] 4 200 20 7 [103]
Ciprofloxacin 1.00E-02 1.02E+00 [0 - 2.97] 0.5 25 2 8 [102, 103]
Colistin 2.00E-01 1.74E+00 [0 - 4.16] 2 20 24 8 [101, 102, 104]
Imipenem 6.99E-02 1.79E+00 [0 - 4.21] 4 200 20 8 [102, 103]
Meropenem 1.00E-01 5.15E-01 [0.07 - 0.96] 1 15 48 11 [105, 106]
Polymyxin B 1.26E-05 3.70E-03 [0 - 0.01] 2 100 4 7 [103]
Rifampicin 5.00E+00 4.64E+00 [1.74 - 7.54] 4 80 3 3 [101]
Tetracycline 3.16E-02 3.16E-02 [0.03 - 0.03] 1 50 1 7 [103]
Tobramycin 6.58E-04 4.11E-03 [0 - 0.01] 4 200 4 12 [103, 105]

M. tuberculosis Ciprofloxacin 3.76E-01 1.06E+01 [0.89 - 20.3] 0.63 31.3 72 14 [107]
D-cycloserine 5.25E-02 1.05E+02 [0 - 248] NA 100 72 14 [107]
Ethambutol 8.16E+00 1.02E+01 [1.23 - 19.1] 5 102 504 6 [108, 109]
Isoniazid 1.00E+00 2.80E+00 [0.79 - 4.8] 0.14 1 168 20 [107–109]
Rifampicin 3.16E-01 1.41E+01 [1.93 - 26.3] 0.1 1 168 23 [107–111]
Streptomycin 7.94E-01 1.24E+01 [3.01 - 21.8] 0.63 31.25 72 18 [107, 110]

S. aureus MRSA Chloramphenicol 7.94E+00 9.58E+00 [3.27 - 15.9] 50 500 72 3 [112]
Ciprofloxacin 6.31E-02 1.47E-01 [0 - 0.31] 5 50 48 3 [112]
Clindamycin 3.16E-02 5.41E-01 [0 - 1.56] 500 5000 72 3 [112]
Gentamicin 6.31E-02 1.35E+00 [0 - 3.93] 20 200 72 3 [112]
Rifampicin 3.16E+02 4.65E+02 [0 - 1006] 0.4 4 24 3 [112]
Tetracycline 1.26E+01 3.23E+01 [0 - 78.7] 50 500 72 3 [112]
Vancomycin 1.00E+00 2.01E+01 [0 - 43.6] 1 10 24 11 [87, 112, 113]

S. enterica Ampicillin 1.26E-02 1.52E-01 [0 - 0.41] NA 100 2 15 [41, 114, 115]
Cefotaxime 1.32E-01 7.37E-01 [0 - 1.94] 12.5 100 4 8 [116–118]
Ceftazidime 1.00E+01 2.71E+01 [0 - 63.4] 1.25 125 0.25 5 [119]
Ciprofloxacin 2.51E-02 4.06E+00 [0 - 11.9] 0.03 0.03 2 25 [114, 115, 117,

119, 120]
Gentamicin 1.00E-04 2.00E+01 [0 - 59.2] 12.5 100 2 5 [117, 121]
Ofloxacin 3.16E-04 3.16E-04 [NA - NA] NA 5 2 1 [41]
Polymyxin B 2.84E-02 3.90E-02 [0.01 - 0.07] NA 5 1 4 [115]
Tobramycin 5.01E-04 5.01E-04 NA NA 50 2 1 [41]

L. monocytogenes Ampicillin 1.58E+01 3.66E+01 [2.01 - 71.1] 3.13 185 72 5 [122]
Erythromycin 6.31E+01 7.05E+01 [56.0 - 84.9] 0.2 6 10 5 [122]
Gentamicin 5.50E-02 1.83E+02 [0 - 505] NA 10 4 6 [123]
Norfloxacin 3.57E-03 1.92E+00 [0 - 4.58] 3.13 100 4 16 [122, 123]
TSM 1.58E-01 2.02E+01 [0 - 59.3] 0.78 95 72 5 [122]
Vancomycin 6.31E+00 2.99E+01 [0 - 63.4] 1.56 47 72 5 [122]

S. epidermidis Ampicillin 5.01E-02 5.01E-02 NA NA 100 2 1 [41]
Ciprofloxacin 2.00E+00 2.00E+00 NA NA 20 3 1 [9]
Levofloxacin 7.94E-03 3.43E-02 [0 - 0.08] 0.06 25 3 19 [124]
Ofloxacin 6.31E+01 6.31E+01 NA NA 5 2 1 [41]
Tobramycin 1.00E-03 1.00E-03 NA NA 50 2 1 [41]
Vancomycin 1.00E-01 1.37E+01 [0 - 39.5] 2 50 16 19 [124]

S. mutans Cefotaxime 1.00E+01 1.68E+01 [0 - 40.0] NA 2 24 3 [125]
Mitomycin C 6.70E-03 6.70E-03 NA NA 0.5 24 1 [126]
Ofloxacin 3.71E-01 3.34E+00 [0 - 9.39] NA 20 24 4 [125, 126]
Oxacillin 6.10E+00 1.30E+01 [0 - 31.0] NA 2 24 4 [125, 126]
Rifampicin 1.00E+01 1.70E+01 [0 - 39.9] NA 50 24 3 [125]
Vancomycin 1.00E+01 1.83E+01 [0 - 39.6] NA 20 24 3 [125]

S. suis Amoxicillin 2.51E+00 4.00E+00 [0.42 - 7.58] 6.25 625 8 5 [127]
Ciprofloxacin 1.00E+00 3.49E+00 [0 - 7.41] 1.56 156 8 5 [127]
Daptomycin 1.26E-05 3.01E-05 [0 - 0] 3.12 312 2 5 [127]
Gentamicin 7.94E-03 8.17E-03 [0.01 - 0.01] 25 2500 8 5 [127]
Penicillin 2.51E+00 4.00E+00 [0.42 - 7.58] 0.05 5 8 5 [127]
Rifampicin 5.01E+01 5.28E+01 [36.2 - 69.4] 3.12 312 8 5 [127]

B. burgdorferi Amoxicillin 2.00E-02 9.06E-01 [0 - 2.61] NA 6 120 11 [2, 128]
Ceftriaxone 1.26E-02 5.66E-01 [0 - 1.63] NA 3 120 11 [2, 128]
Doxycycline 6.31E-01 1.34E+00 [0 - 2.67] 0.25 5 120 9 [2, 128–130]
Metronidazole 4.80E+01 4.80E+01 NA 25 8.55 96 1 [130]
Penicillin 2.50E+01 2.50E+01 NA NA 12.16 96 1 [130]

K. pneumoniae Ceftriaxone 2.00E-01 7.01E-01 [0 - 1.63] 0.05 5 24 5 [131]
Ciprofloxacin 1.26E-02 1.60E+00 [0 - 4.7] 0.02 0.25 24 5 [131]
Kanamycin 6.31E-05 4.78E-05 [0 - 0] 1.5 50 24 3 [131]
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Levels of bacteria persisting to antibiotics and antibiotic usage in the time-kill data
(continued).

Growth phase Species Antibiotics
Persisters Antibiotic usage

n References
Median % Mean % CI 95 % MIC Used Incubation

Exponential

B. subtilis Ampicillin 1.00E+02 1.00E+02 NA NA 100 2 1 [41]
Ofloxacin 7.94E-02 7.94E-02 NA NA 5 2 1 [41]
Tobramycin 1.58E-03 1.58E-03 NA NA 50 2 1 [41]

B. thuringiensis Ampicillin 1.00E+01 1.00E+01 NA NA 100 2 1 [41]
Ofloxacin 1.00E-01 1.00E-01 NA NA 5 2 1 [41]
Tobramycin 7.94E-02 7.94E-02 NA NA 50 2 1 [41]

C. difficile Cefalexin 6.31E-02 3.36E+00 [0 - 9.87] 5 50 144 3 [132]
Pefloxacin 1.00E-01 9.65E-02 [0.02 - 0.17] 2.5 6.25 144 3 [132]
Vancomycin 3.16E-01 5.44E-01 [0.1 - 0.99] 0 0.02 96 3 [132]

S. flexneri Ampicillin 6.31E-02 6.31E-02 NA NA 100 2 1 [41]
Ofloxacin 7.94E-04 7.94E-04 NA NA 5 2 1 [41]
Tobramycin 1.26E-02 1.26E-02 NA NA 50 2 1 [41]

S. pneumoniae Levofloxacin 1.11E+01 2.90E+01 [6.63 - 51.4] 1 6 0.25 10 [133]
Linezolid 4.74E-01 1.66E+01 [0 - 36.1] 1 18 0.25 10 [133]
Vancomycin 4.74E-01 1.99E+01 [2.56 - 37.2] 0.5 30 8 18 [133, 134]

S. saprophyticus Ampicillin 1.00E-03 1.00E-03 NA 0.13 100 3 1 [24]
Ciprofloxacin 1.70E-01 1.70E-01 NA 0.25 5 3 1 [24]
Gentamicin 3.00E-03 3.00E-03 NA 0.06 10 3 1 [24]

B. abortus Ampicillin 2.00E-03 5.31E-02 [0 - 0.13] 2 100 1 5 [135]
Gentamicin 2.51E-01 7.88E-01 [0 - 1.69] 0.67 40 1 5 [135]

B. melitensis Ampicillin 5.01E-02 2.55E-01 [0 - 0.63] 2 100 1 5 [135]
Gentamicin 1.00E-03 6.29E-03 [0 - 0.02] 0.67 40 1 5 [135]

B. pseudomallei Ciprofloxacin 4.05E-02 4.70E-02 [0.01 - 0.09] 2 200 24 6 [136]
Levofloxacin 1.10E-01 1.10E-01 NA 4 40 16 1 [99]

V. vulnificus Lomefloxacin 2.84E-01 1.04E+01 [0 - 29.9] 0.12 0.12 0.25 10 [137]
Moxifloxacin 1.00E-02 1.00E+01 [0 - 29.6] 0.06 0.12 0.25 10 [137]

B. thailandensis Levofloxacin 1.40E-01 1.40E-01 NA 4 40 16 1 [99]
B. cenocepacia Levofloxacin 5.00E-02 8.67E-02 [0 - 0.19] 4 40 16 3 [99]
B. multivorans Levofloxacin 2.55E-01 2.74E-01 [0.11 - 0.44] 16 160 16 4 [99]
L. lactis Ampicillin 1.78E+00 7.90E+01 [0 - 217] NA 100 0.25 7 [138]
M. bovis Isoniazid 7.13E+00 5.97E+00 [3.7 - 8.24] NA 6.86 24 8 [139]
P. mirabilis Ampicillin 5.00E+01 5.17E+01 [21.8 - 81.5] NA 50 0.5 8 [42]
P. putida Ciprofloxacin 7.00E-04 7.00E-04 [0 - 0] NA 1.25 4 2 [140]
S. marcescens Ciprofloxacin 3.00E-03 3.00E-03 NA NA 20 3 1 [9]
S. sonnei Ciprofloxacin 1.00E-01 2.01E+01 [0 - 59.3] 0.008 0.032 0.25 5 [141]
V. cholerae Gentamicin 1.53E+00 8.28E+00 [0 - 22.5] NA 100 1.5 4 [142]
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Levels of bacteria persisting to antibiotics and antibiotic usage in the time-kill data
(continued).

Growth phase Species Antibiotics
Persisters Antibiotic usage

n References
Median % Mean % CI 95 % MIC Used Incubation

Stationary

E. coli Amikacin 1.50E-01 2.75E-01 [0 - 0.56] NA 100 1 4 [143]
Amoxicillin 1.00E+00 6.67E-01 [0.01 - 1.32] NA 25 24 3 [144]
Ampicillin 2.00E+00 3.10E+01 [20.9 - 41.1] 2 100 3 68 [6–8, 24, 33, 144–

149]
Carbenicillin 4.00E-01 4.00E-01 [0.29 - 0.51] NA 500 3.5 3 [48]
Cefepime 1.04E-03 1.67E+01 [0 - 49.3] 0.03 0.3 0 6 [150]
Cefotaxime 5.43E-03 1.67E+01 [0 - 49.3] 0.06 0.6 0 6 [150]
Cefpirome 1.10E-03 1.67E+01 [0 - 49.3] 0.06 0.6 0 6 [150]
Chloramphenicol 1.65E+01 2.47E+01 [1.06 - 48.3] NA 50 24 6 [144]
Ciprofloxacin 6.16E+00 1.39E+01 [9.02 - 18.9] 0.05 5 5 64 [6, 8, 20, 24, 48,

53, 54, 59, 151,
152]

Gentamicin 6.00E+00 2.17E+01 [11.8 - 31.6] 8 20 5 47 [6, 7, 24, 33, 145,
153–156]

Kanamycin 1.00E+00 3.13E+00 [1.31 - 4.95] NA 60 24 13 [33, 156]
Netilmicin 6.31E+01 6.76E+01 [33.28 - 101] NA 2.8 3 3 [67]
Norfloxacin 2.51E+00 8.73E+00 [0.58 - 16.9] 0.13 5 24 19 [7, 21, 144, 155]
Ofloxacin 9.00E-01 3.57E+00 [1.91 - 5.23] 0.05 5 5 56 [19, 51, 70, 72,

143–145, 149,
157–162]

Rifampicin 9.00E+01 6.32E+01 [22.8 - 103] 6.25 100 24 5 [17, 145]
Streptomycin 1.00E+00 1.00E+00 [1 - 1] NA 75 24 3 [144]
Tetracycline 3.25E+01 4.42E+01 [15.0 - 73.4] 1.2 50 24 12 [144, 145, 155]
Tobramycin 1.00E+00 1.00E+00 NA NA 100 5 1 [51]
Trimethoprim 1.00E-01 2.34E+00 [0 - 6.14] NA 64 24 5 [155]

P. aeruginosa Amikacin 3.16E-04 8.50E-04 [0 - 0] 1 400 5 12 [92, 163]
Azithromycin 7.94E+00 8.92E+01 [0 - 198] 64 256 0.167 7 [164]
Aztreonam 5.01E-01 1.11E+02 [0 - 283] 64 256 0.167 7 [164]
Carbenicillin 5.00E+01 6.00E+01 [6.51 - 113] NA 500 3.5 6 [48, 91]
Ceftazidime 5.01E+01 6.26E+01 [49.8 - 75.3] 1.1 5.5 1 12 [93]
Ciprofloxacin 1.26E-01 2.32E-01 [0.05 - 0.41] 0.6 200 1 23 [48, 53, 93]
Clathromycin 1.58E+00 9.41E+00 [0 - 20.1] 64 256 0.167 7 [164]
Colistin 2.51E-04 1.44E+00 [0 - 3.25] 64 256 0.167 7 [164]
Gentamicin 1.20E-02 8.54E-01 [0 - 2.48] 4 2000 0.5 6 [154]
Imipenem 3.16E-01 3.66E+00 [1.14 - 6.19] 4 20 1 12 [93]
Meropenem 1.58E+01 1.58E+01 [0 - 46.8] 0.5 5 24 2 [94, 165]
Ofloxacin 3.16E-01 7.36E+00 [0 - 18.8] 1 10 6 17 [91, 92, 94, 166–

169]
Polymyxin B 6.31E-01 3.65E+00 [1.2 - 6.1] 0.8 20 1 12 [93]
Tobramycin 1.54E+01 7.22E+01 [23.4 - 120] 1.3 16 24 26 [91, 93, 94, 164,

170]
S. aureus Amikacin 1.00E+02 1.00E+02 [100 - 100] 32 10 5 7 [163]

Carbenicillin 2.00E+00 2.00E+00 [2 - 2] NA 500 3.5 3 [48]
Ciprofloxacin 6.31E+00 8.23E+00 [1.17 - 15.3] 0.5 20 24 9 [78, 171–173]
Daptomycin 3.16E-02 3.10E+01 [15.7 - 46.2] 25 400 3 33 [81, 83, 174–176]
Erythromycin 1.14E+02 1.14E+02 [55.7 - 171] NA 30 16 2 [84]
Flucloxacillin 5.00E-01 5.00E-01 NA 0.25 10 24 1 [173]
Gentamicin 2.51E+00 9.56E+00 [4.38 - 14.7] 2 400 5 32 [83, 154, 163,

177, 178]
Levofloxacin 2.49E+00 8.95E+00 [2.88 - 15.0] 0.25 50 24 18 [172, 178, 179]
Linezolid 1.00E+01 1.34E+01 [4.83 - 22.0] 5 33.73 24 9 [83, 176]
Oxacillin 3.00E+01 3.72E+01 [2.73 - 71.6] 0.25 25 16 6 [84, 171]
Rifampicin 4.16E+00 8.18E+00 [2.32 - 14.0] 0.06 2 24 12 [78, 83, 177, 178]
Tobramycin 1.00E+02 1.00E+02 [100 - 100] 0.6 60 1 8 [81]
Vancomycin 2.00E+01 4.85E+01 [27.5 - 69.6] 2 25 24 15 [83, 87, 176, 178]

M. tuberculosis Ciprofloxacin 6.31E+01 6.31E+01 [36.6 - 89.6] 0.5 5 120 12 [107, 180]
D-cycloserine 3.16E+00 1.34E+02 [0 - 392] NA 100 120 3 [107]
Gatifloxacin 1.79E+01 2.73E+01 [4.52 - 50.0] 0.125 0 120 8 [180]
Levofloxacin 4.50E+01 4.82E+01 [27.1 - 69.3] 0.354 0 120 8 [180]
Moxifloxacin 1.79E+01 2.73E+01 [4.52 - 50.0] 0.177 0 120 8 [180]
Ofloxacin 6.70E+01 5.86E+01 [35.4 - 81.7] 0.71 0 120 8 [180]
Rifampicin 1.00E-02 2.44E-02 [0 - 0.06] NA 64 72 3 [111]
Streptomycin 6.00E-01 1.30E+00 [0 - 3.1] 0.63 40 120 4 [107]

S. suis Amoxicillin 5.01E+01 5.89E+01 [32.2 - 85.5] 6.25 625 1 5 [127]
Ciprofloxacin 1.00E+01 3.41E+01 [0 - 70.4] 1.56 156 1 5 [127]
Daptomycin 1.58E-04 1.58E-04 [0 - 0] 3.12 312 1 5 [127]
Gentamicin 5.01E+01 5.21E+01 [24.1 - 80.1] 25 2500 1 5 [127]
Penicillin 5.01E+00 2.51E+01 [0 - 62.1] 0.05 5 1 5 [127]
Rifampicin 1.00E+02 1.00E+02 [100 - 100] 3.12 312 1 5 [127]

L. monocytogenes Ampicillin 1.00E+02 9.08E+01 [72.7 - 108] 1 3 6 4 [181]
Gentamicin 1.16E-03 2.16E-03 [0 - 0.01] 2.5 10 6 4 [181]
Nitrofurantoin 3.18E+00 3.44E+01 [0 - 75.1] NA 400 0 6 [123]
Norfloxacin 3.16E-02 1.06E+01 [0 - 27] 25 100 6 12 [123, 181]
TSM 1.00E+02 7.75E+01 [33.4 - 121] 2.5 10 6 4 [181]

A. baumannii Amikacin 2.00E-04 1.87E-03 [0 - 0] 4 400 5 15 [163]
Ciprofloxacin 1.08E+00 4.71E+00 [0 - 10.0] 0.5 500 1 6 [182]
Colistin 7.94E-04 1.61E-01 [0 - 0.47] 0.5 500 1 5 [182]
Meropenem 2.51E-03 2.51E-03 NA NA 10 24 1 [165]
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Levels of bacteria persisting to antibiotics and antibiotic usage in the time-kill data
(continued).

Growth phase Species Antibiotics
Persisters Antibiotic usage

n References
Median % Mean % CI 95 % MIC Used Incubation

Stationary

S. aureus MRSA Ciprofloxacin 1.00E+02 1.00E+02 NA 0.5 5 8 1 [183]
Gentamicin 1.26E+02 1.97E+02 [81.7 - 312] 1 10 8 7 [183–185]
Levofloxacin 2.00E+00 1.70E+01 [0 - 40.8] 0.5 50 24 5 [179]
Vancomycin 1.58E+01 3.21E+01 [4.93 - 59.2] 1 10 8 9 [87, 183, 184]

S. epidermidis Levofloxacin 2.05E+01 2.67E+01 [9.12 - 44.3] 0.06 25 7 6 [124]
Vancomycin 2.05E+01 2.70E+01 [9.78 - 44.3] 2 50 7 6 [124]

B. burgdorferi Amoxicillin 1.50E+00 9.34E+00 [0 - 19.7] NA 6 120 6 [2, 128]
Ceftriaxone 8.29E-01 7.13E+00 [0 - 15.7] NA 3 120 6 [2, 128]
Doxycycline 5.63E-01 1.73E+01 [0 - 38.5] 0.25 10 120 8 [2, 129, 130]
Metronidazole 9.40E+01 9.40E+01 NA 25 8.55 96 1 [130]
Penicillin 8.40E+01 8.40E+01 NA NA 12.16 96 1 [130]

K. pneumoniae Amikacin 1.00E-02 4.06E-01 [0 - 1.16] 1 400 5 13 [163]
Meropenem 1.00E-01 1.00E-01 NA 0.5 5 2 1 [186]

S. saprophyticus Ampicillin 9.00E+01 9.00E+01 NA 0.13 100 3 1 [24]
Ciprofloxacin 9.00E+01 9.00E+01 NA 0.25 5 3 1 [24]
Gentamicin 7.00E+01 7.00E+01 NA 0.06 10 3 1 [24]

B. thailandensis Meropenem 6.31E-04 6.31E-04 NA NA 10 24 1 [165]
E. faecium Amikacin 1.00E+02 1.00E+02 [100 - 100] 8 10 5 7 [163]

Gentamicin 2.51E+01 4.25E+01 [20.4 - 64.6] 8 400 5 15 [163]
E. aerogenes Amikacin 2.00E-01 5.52E-01 [0 - 1.36] 4 400 5 15 [163]
L. lactis Ampicillin 5.66E+00 2.04E+01 [0 - 43.8] NA 100 0 8 [138]
M. smegmatis Norfloxacin 1.50E+01 1.50E+01 [0 - 44.4] 2 20 24 2 [187]
S. enterica Ciprofloxacin 7.94E-03 2.44E-02 [0 - 0.06] 0.03 0.12 1 5 [120]
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