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Antibiotic name Abbreviation action Bacteriostatic
Ampicillin AMP* Cell wall Bactericidal
Pipericallin PIP Cell wall Bactericidal
Cefoxitin FOX* Cell wall Bactericidal
Fosfomycin FOS Cell wall Bactericidal
Lomefloxacin LOM Gyrase Bactericidal
Ciprofloxacin CPR* Gyrase Bactericidal
Nalidixic acid NAL® Gyrase Bactericidal
Fosmidomycin FSM Lipid Bactericidal
Nitrofurantoin NIT* Multiple Bactericidal
mechanisms
Amikacin AMEK Aminoglycoside Bactericidal
Gentamicin GEN Aminoglycoside Bactericidal
Kanamycin KAN*® Aminoglycoside Bactericidal
Tobramycin TOB* Aminoglycoside Bactericidal
Streptomycin STR Aminoglycoside Bactericidal
Tetracycline TET* Protein Bacteriostatic
synthesis, 308
Doxycycline DOX* Protein Bacteriostatic
synthesis, 305
Chloramphenicol CHL* Protein Bacteriostatic
synthesis, 505
Erythromycin ERY* Protein Bacteriostatic
synthesis, 505
Fusidic acid FUS Protein Bacteriostatic
synthesis, 505
Sulfamonomethoxine SLF Folic acid Bacteriostatic
biosynthesis
Trimethoprim TRM* Folic acid Bacteriostatic
biosynthesis
Muporicin MUP Gram positive  NA
Cycloserine CYC Gram positive  NA
Vancomycin VAN Gram positive  NA
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Line adapted to gradually increasing
antibiotic concentration
== Aminoglycoside
adapted line (TOB3)

Line adapted to sublethal
antibiotic concentration
== Aminoglycoside
adapted line (STRS)
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