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OZET

Acinetobacter Gram negatif, non-fermentatif diisiik hastalik potansiyeli olan bir mikroorganizmadir. Kendi icinde ge-
nomik tiirler (genomic species) olarak smiflandirilirG15). Hastalarda antibiyotik ve dzellikle solunum yolu kateteri gibi ya-
banct madde kullaniminin artmasi Acinetobacter tiirlerinin yogun bakim tinitelerinde infeksiyon etkeni olarak daha fazla izo-
le edilmesine sebep olmaktadirV. Oyle ki, Acinetobacter artik iilkemizde yogun bakim servislerinde en sik rastlanan Gram ne-
qatif infeksiyon etkenleri arasinda yer almaktadir® ve maalesef bu izolatlar antibiyotiklere yiiksek oranda direngli olarak bu-
lunmaktadir?). Acinetobacter tiirlerinde beta-laktam direncinin temel sebebi OX A-tiirii beta-laktamazlardir. Ozellikle OXA-
51-tiirevleri, OXA-58 ve OXA-23 sik bulunur(314). Acinetobacter genomik tiirleri igerisinde en sik genomik tiir II (A.bau-
mannii) insanda hastalik yapar. Bu tiir kromozomunda bir OXA karbapenemaz olan OXA-51-tiirevi enzim geni barindi-
rir@4). OXA-51-tiirevi enzimler zayif enzimlerdir ve normalde az salgilandii igin direng fenotipi vermeyebilir ancak iyi bir
promotor tarafindan desteklenirse yiiksek oranda salgilanir ve direng olusturur. Hem OXA-51-ttirevlerine hem de kromozo-
mal AmpC tiirii enzimlere Acinetobacter igin i¢sel olan ISAbal promotor saglayabilir. ISAbal bu enzim genlerinin yanina at-
lar ve promotor saglar ise yiiksek dirence sebep olur(©12). Bu enzimlerin ozellikle birden fazlasinin bir arada olmasi ¢ok anti-
biyotige direncli (CAD) fenotipe sebep olur. CAD Acinetobacter infeksiyonlarinin tedavisi problemlidir. Karbapenemlere ve
sulbaktama direngli Acinetobacter tiirlerinin olusturdugu infeksiyonlarin tedavisinde bir polimiksin tiirevi olan kolistin one-
rilmektedir®. Uzun yillardir kullanim digi olan kolistin ¢aresizlik dolayist ile yani sadece kolistin duyarli izolatlarin ortaya
cikmast ile tekrar giindeme gelmistir. Cesitli kullanim yollari dnerilmektedir, inhalasyon da bunlar arasimdadirD. Ancak ma-
alesef kolistin igin heterorezistans bildirilmistir ve daha kotiisii hetororezistan olan izolatlarin tespit edilmesi de zordur(510),
Yakin bir gelecekte uygun ve etkili bir tedavisi olmayabilecek olan bu CAD izolatlar nedeniyle infeksiyon kontroliiniin ne ka-
dar onemli oldugunu bir kez daha hatirlamamiz gerekir.
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SUMMARY
Acinetobacter Infections

Acinetobacter are non-fermentative, Gram negative, low virulence microorganisms. Members of this genus are classi-
fied under genomic species. Augmented usage of antibiotics and foreign materials such as respiratory tract catheters in ICUs
resulted to increased isolation this microorganism as the cause of infections. Accordingly, Acinetobacter are now among the
top pathogens in Turkish ICUs and moreover they are highly resistant to antibiotics. Main cause of beta-lactam resistance
among Acinetobacter spp is OXA —type beta-lactamases, especially, those of OXA-51-types, OXA-23 and OXA-58. Among
Acinetobacter isolates “genomic species 11" is the most frequent cause of infections in patients. This genomic species bear
blaOXA-51-like gene on the chromosome. They are, however, weak enzymes and normally expressed in low amounts that is
not sufficient to increase the MICs to resistant level. But if they are supported by an efficient promoter, the enzyme will be
expressed in large amounts and will cause a resistant phenotype. ISAbal, an intrinsic insertion sequence for Acinetobacter
may provide a strong promoter for both OXA-51-like enzymes and the chromosomal AmpC enzyme. If ISAbal jumps imme-
diately upstream to these bla genes they will be expressed in large amounts and confer apparent resistance. OXA-type enz-
ymes especially when they are co-expressed confer MDR phenotype which is a significant problem in the treatment. Colistin,
a polymyxine derivate, is used to treat infections caused by carbapenem plus sulbactam resistant Acinetobacter. Various rou-
tes including inhalation is suggested for colistin that has been abandoned due to its toxicity for years and now is in use due
to the unavailability of other therapeutic options. Unfortunately, heteroresistance, a resistance phenomenon that is difficult
to detect, has been described in Acinetobacter against colistin. The significance of infection control measure needs to be emp-
hasized in regard of infections those are difficult to treat today and probably in the near future as well.
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