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Abstract

Background and Prupose: Antibiotic resistance is a major global health con-
cern. In addition to the existing data on the prevalence of bacterial resistance
to antibiotics, there are patchy data on bacterial resistance to aminoglycosides
in Burkina Faso. In this study, we determined the prevalence of aminoglyco-
side resistance genes in E. coli, including aad(3)-Ilc, aad(6)-1b and armA in
Ouagadougou, and determined which antibiotics in this class are most af-
fected by resistance. Material and Methods: This study was conducted on
216 E. coli strains collected from the biomedical analysis laboratories of Saint
Camille and Schiphra hospitals. E. coli strains were isolated from pus and
urine samples collected between September 2018 and January 2019. Antibiotic
susceptibility testing was performed using aminoglycosides, S-lactams, fluoro-
quinolones, and sulfonamides. Aminoglycoside resistance genes were detect-
ed in strains with at least one aminoglycoside resistance gene using conven-
tional/multiplex PCR. Results: Aminoglycoside resistance was observed in
46.8% (101/216) of strains. The resistance rates were respectively 45.37% for
Tobramycin, 32.40% for Gentamicin, 14.81% for Kanamycin, 2.31% for
Netilmicin, 1.84% for Neomycin, and 0.46% for Amikacin. PCR showed that
86 strains (85.15%) possessed the aac(3)-IIc gene, 71 strains or 70.30%) pos-
sessed the aac(6’)-Ib gene, and nine strains (8.91%) possessed the armA gene.
Conclusion: Aminoglycoside resistance in pathogenic E. co/f strains is mainly
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due to the presence of the aac(3’)-IIc and aac(6’)-Ib genes. The presence of
armA was first reported in Burkina Faso. Netilmicin, Neomycin and Amika-
cin are good therapeutic options for treating urinary tract and pus-forming
infections.
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E. coli, Aminoglycoside Resistance, acd(3’)-Ilc, aac(6’) -1b, armA,
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1. Introduction

E. coliis the most common bacterial species in human pathology. It is responsi-
ble for more than 80% of tract infections [1] [2]. It can cause several types of in-
fections, including intestinal infections in the form of enteritis, urinary tract in-
fections (uropathogenic strains are responsible for 60% - 80% of urinary tract
infections), and other infections (septicemia, neonatal meningitis, and suppura-
tions) [3] [4] [5]. Aminoglycosides are a family of antibiotics used to treat infec-
tions caused by gram-negative bacteria, including E. coli [6] [7]. They inhibit
protein synthesis by binding with high affinity to the A site of the 16S ribosomal
RNA of the 30S ribosome [8]. Bacterial resistance to aminoglycosides can result
from both chromosomal mutations and the acquisition of mobile genetic ele-
ments (plasmids, integrons, and transposons) [9] [10]. This can be caused by
one or more of the following mechanisms: aminoglycoside-modifying enzymes,
decreased membrane permeability, limited accessibility of aminoglycoside
into the cell, structural alteration in the target delaying the attachment of the
drug to its site of action, and extrusion of the drug from the cell by efflux
pumps [11].

The aminoglycoside-modifying enzyme (AME) is the most important mecha-
nism for resistance to aminoglycosides [12] [13]. These enzymes inactivate ami-
noglycosides by transferring a functional group to the aminoglycoside structure,
rendering aminoglycosides unable to effectively interact with the ribosome.
Three types of enzymes transfer functional groups to the aminoglycoside struc-
tures. Aminoglycoside nucleotidyltransferases (ANT’s) transfer a nucleotide tri-
phosphate to the hydroxyl group, aminoglycoside acetyltransferases (AAC’s)
transfer the acetyl group of acetyl-CoA to the amine group, and aminoglycoside
phosphotransferase (APH) transfers the phosphoryl group of ATP to the hy-
droxyl group [14] [15]. In Burkina Faso, E. coli resistance to aminoglycosides
was estimated to be 16.8% in 2017 according to a study conducted at Hospital
Saint Camille in Ouagadougou [16]. The objectives of this study were to deter-
mine the presence of the aminoglycoside resistance genes aac(3)-Ilc, aac(6)-Ib
and armA in Burkina Faso among E. co/i strains, and to determine which antibi-

otics in this family are most affected by resistance.
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2. Materials and Methods

2.1. Ethical Considerations

This study was approved by the institutional ethics committee of Hopital Saint
Camille de Ouagadougou (HOSCO) under its reference N° 2018-09-016.

2.2. Bacterial Strains and Antibiotic Susceptibility Testing

The present study was performed on 216 E. coli strains collected from Septem-
ber 2018 to February 2019 in the biomedical analysis laboratories of Saint Ca-
mille and Schiphra hospitals in the city of Ouagadougou. E. coli strains were ob-
tained from urine (206/216) and pus (10/216) cultures. After collection of the
strains, the plating was performed on Muller Hinton (MH) agar medium at 37°C
for 24 h to obtain pure strains. Antibiotic susceptibility testing was then per-
formed using the disc diffusion method on Mueller Hinton (MH) agar medium
following the 2018 recommendations of the Antibiogram Committee of the
French Society of Microbiology [17]; using A-lactam antibiotics (Amoxicillin
AML 30 pg, Amoxicillin + Clavulanic Acid AUG 20 pg/10pg, Ceftriaxone CRO
30 pg, Cefixime CFM 5 ug and Imipenem IMI 10 pg), sulfonamides (Trimetro-
prime/Sulfamethoxazole SXT 1.25 pg/23.75ug), fluoroquinolones (Ciprofloxacin
CIP 5 pg and Ofloxacin OFX 5 pg), and aminoglycosides (Amikacin AK 30 g,
Neomycin NEO 30 pg, Netilmicin NET 10 pg, Kanamycin K 30 pg, Tobramycin
TOB 10 pg, Gentamicine CN 10 pg). E. coli 25,922 was used as a control strain
for susceptibility testing and as a negative control strain for aminoglycoside re-

sistance genes.

2.3. Determination of ESBL Strains

A double synergy test was performed to identify the ESBL-producing bacteria.
The presence of strains presenting the ESBL phenotype was determined using
the agar disk diffusion method in the presence of a synergistic image (cham-
pagne cork) between the AUG and CRO or CFM disks. Strains resistant to Amox-
icillin + Clavulanic Acid, Ceftriaxone and Cefixime, but which did not show an
ESBL phenotype in susceptibility testing, were transferred to an MH medium
supplemented with cloxacillin at a concentration of 250 mg/L to inhibit cepha-
losporinase production and to show synergy when the bacterium produces
ESBL.

2.4. Extraction of Genomic DNA

A few colonies of E. coli with similar morphology were picked from MH Petri
dishes and mixed with sterile distilled water (0.5 mL) in an Eppendorf tube.
Bacterial DNA was extracted by thermolysis by heating the Eppendorf tubes in a
water bath at 100°C for 10 min. After cooling to room temperature, samples
were centrifuged at 13,000 rpm for 5 min. Supernatants containing DNA were

collected and frozen at —20°C for further use.
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2.5. PCR Amplification

The aminoglycoside resistance genes, aac(3)-IIc and aac(6)-1b, tested in this
study, were detected by chain reaction using a ready-to-use master mix (5x HOT
FIREPol@ Blend Master Mix with 10 mM MgCl,, Solisbiodyne), and the armA
gene was searched using Taq Maximo with the GeneAmp System PCR 9700
thermal cycler (Applied Biosystems, California, USA). The primers used and

their sequences and amplicon sizes are listed in Table 1.

2.6. Statistical Analyses

Statistical analyses were performed using Microsoft Excel 2019 and Epi Info
7.2.2.16. Descriptive analyses were performed, and the results are presented as

frequencies and percentages.

3. Results
3.1. Antibiotic Susceptibility Testing

Antibiotic susceptibility testing showed that all the families of antibiotics tested
in this study were affected by resistance.

Among the aminopenicillin classes, 94.91% (205/216) of E. coli strains were
resistant to amoxicillin and 50.93% (100/216) were resistant to Amoxicillin +
Clavulanic acid. E. coli strains were active against the cephalosporins Ceftriax-
one and Cefixime at 46.30% (100/216) and 44.91% (97/216), respectively.
Imipenem was the most active antibiotic, although 3.24% (7/216) of strains were
susceptible to high-dose (intermediate) imipenem. Among the fluoroquinolones,
72.69% were resistant to ciprofloxacin, and 73.61% were resistant to ofloxacin.
The strains exhibited 84.72% resistance to trimethoprim/sulfamethoxazole.

Among the aminoglycoside classes, E. coli strains were more resistant to to-
bramycin (45.37%) and gentamicin (32.40%), whereas amikacin remained the
most active antibiotic and was therefore the least affected by resistance (0.46%).
The kanamycin, Netilmicin and Neomycin resistance rates were 14.81% (32/216),
2.31% (5/216), and 1.84% (4/216), respectively. Strains with at least one re-
sistance to the aminoglycosides tested numbered 101 (46.75%) and the cumula-

tive frequency of resistance of E. coli strains was 46.8%.

Table 1. Sequence of primers used.

Primer Sequence (5>3’) Reference  Size (bp)

F: ATATCGCGATGCATACGCGG
aad(3)-Ilc [18] 877
R: GACGGCCTCTAACCGGAAGG

(6.1 F: TTGCGATGCTCTATGAGTGGCTA o) 172
aads)- R: CTCGAATGCCTGGCGTGTTT

) F: ATT CTG CCT ATC CTA ATT GG 01 i1
arm R: ACC TAT ACT TTA TCG TCG TC
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3.2. ESBL Detection and Sensitivity Testing

Antibiotic susceptibility testing of E. coli strains revealed 92 ESBL-producing
strains (42.59%). Among p-lactamase-producing strains, the percentages of re-
sistance observed for tobramycin were 33.33% and 22.68% for gentamicin,
11.57% for kanamycin, 1.84% for netilmicin, 0.46% for neomycin, and 0.00% for
amikacin. Seventy-seven (77) strains among the 92 ESBL-producing strains
(83.69%) showed at least one resistance to aminoglycosides and fifteen strains
were susceptible to the aminoglycosides tested. Among the 124 non-f-lactamase
producing E. coli strains (57.41%), the resistance rates were 12.03% for Tobra-
mycin, 9.72% for Gentamicin, 1.38% for Neomycin, 0.46% for Netilmicin and
0.46% for Amikacin, respectively. The overall results of the antibiotic suscepti-

bility tests are summarized in Table 2.

3.3. Resistance Genes

Polymerase chain reaction PCR for the identification of aac(3)-IIc and aac(6)-Ib
(Figure 1) allowed us to determine the presence of 86 strains possessing only the
aac(3)-IIc gene (85.15%), 71 strains possessing only the aac(6)-Ib gene (70.30%),
and 62 strains possessing both the aac(3)-IIc and aac(6)-Ib genes (61.38%). Of
the strains tested for armA, 12.7% (8/63) were positive (Figure 2). Table 3,
summarizes the frequency of resistant E. coli strains with aminoglycoside re-

sistance genes.

4. Discussion

The frequencies of resistance of the 216 E. coli strains to aminoglycosides were
45.37% (98/216) for tobramycin, 32.40% (70/216) for gentamicin, 14.81%
(32/216) for kanamycin, 2.31% (5/216) for netilmicin, 1.84% (4/216) for neomy-
cin, and 0.46% (1/216) for amikacin. These results show that in Burkina Faso,

resistance to aminoglycosides was mainly due to Tobramycin and Gentamicin.

Table 2. Summary table of antibiotic sensitivity tests.

AML
n (%)

11
(5.09)

205
(94.91)

f-Lactams Aminoglycosides Sulf. FQ

AMC IMI CRO CEM TOB K CN N NET AK SXT CIP OFX
n(% n%) n%) n%) n®) n%® n%) n%®) n®) n%) n») n®) n(%)

90 209 116 119 103 180 180 212 206 208 32 57 52
(41.67) (96.76) (53.70) (55.09) (47.69) (83.33) (66.67) (98.15) (95.37) (96.30) (14.81) (26.39) (24.07)

16 7 1 15 4 2 5 7 1 2 5
(7.41) (3.24) (0.46) i (6.94) (1.85) (0.93) i (231) (3.24) (0.46) (0.93) (2.31)
110 99 97 98 32 0 es) s(23D) 1oag 1 157 159
(50.93)  (45.83) (44.91) (45.69) (14.81) (32.41) (1.85) 5(231) 1(046) (84.72) (72.69) (73.61)

Legend: S, susceptible; I, intermediate; R, resistant; Sulf, sulfonamides; FQ, fluoroquinolones; Amoxicillin AMC, amoxicillin +
clavulanic acid; IMI, imipenem; CRO, ceftriaxone; CFM, cefxime; TOB, tobramycin; K, kanamycin; CN, gentamicin; N, neomycin;
NET, netilmicin; AK, amikacin; SXT, trimethoprim/sulfamethoxazole; CIP, ciprofloxacin; OFX, ofloxacin.
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Table 3. Frequency of resistant E. coli strains with aminoglycoside resistance genes.

Genes of resistance

3 Xaac6
aac3iic aac6ib Arma aac3Xaac6 aac3Xarma aacb Xarma aacolaa
Xarma
n % n % N % n % n % n % n %
Amikacin 2 1.09% 3 1.85 0 0.00 2 1.48% 0 0 0 0 0 0

Gentamicin 61  33.33* 56  34.57* 9 4091* 45 33.33* 4 26.67* 5 46.67* 3 20.00
Tobramycin 75 40.98* 63  38.89* 9 4091* 52 38.52* 7 46.67* 7  46.67* 3  20.00
Kanamycin 35 19.13 30 18.52 4 18.18 27 20.00 4 26.67 3 20.00 3 20.00
Netilmicin 7 3.83 7 4.32 0.00 0.00 6 4.44 0 0.00 0 0.00 0 0.00

Neomycin 3 1.64 3 1.85 0.00 0.00 3 2.22 0 0.00 0 0 0 0

TOTAL 2 1.09 3 1.85 0 0.00 2 1.48 0 0 0 0 0 0

Figure 1. Photo of a gel after migration for the aac (3)-IIc and aac (6)-Ib genes. Source: DJAGBARE et al, CERBA, 2019. Legend:
M: Molecular weight marker (100 bp Solis Biodyne Ladder); 0: Negative control strain of E. coli ATCC 25,922; E: PCR water; sam-
ples 1, 2, 3: positive for aac(6’)-Ib and aac(3)-II¢; 4, 5, 6, 9: positive for aac(3)-IIc; samples 7, 8, 10, 11, 12: negative for both genes
aac(6’)-Ib and aac(3)-Ilc.

M 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15

315pb

Figure 2. Photo of a gel after migration for the armA gene. Source: DJAGBARE et al, CERBA, 2022. Legend: M: Molecular weight
marker (100 bp Solis Biodyne Ladder); 1: E. coli armA positive control strain; armA negative samples: 2 - 11, 13, 14; Samples posi-
tive for armA gene: 12, 15.
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The cumulative prevalence gave a resistance of 46.8% to aminoglycosides. In 2011,
resistance to gentamicin was also observed in Kumasi, Ghana, where 28% of E.
coli strains isolated from urine were found to be resistant to this antibiotic [21].
This antibiotic has been on the Ghanaian market for a relatively short period of
time compared to other antibiotics such as ampicillin and chloramphenicol. This
may be one reason for the relatively low resistance of gentamicin [22].

The highest rate of resistance of Enterobacteriaceae to antibiotics at the Sidi
Bel Abbes University Hospital in Algeria was 42.1% for tobramycin, 38.6% for
gentamicin, and 35% for Kanamycin [23]. High resistance rates have been ob-
served in Cameroon in 2015. Indeed, aminoglycosides showed low activity
against strains of Enterobacteriaceae isolated at the General Hospital of Douala
in surgical departments: gentamicin (97.25% of resistant strains), tobramycin
(67.3% of resistant strains), and nelltimicin (56.9% of resistant strains) [24]. Our
results are comparable to those obtained in Egypt in 2011 on isolated gram-
negative bacterial strains (175 strains of Enterobacteria) from infected patients,
where a resistance of 4% to amikacin, 40% to gentamicin, and 46% to kanamycin
was found [25]. This difference between the resistance rates in Burkina Faso and
Egypt could be attributed to selective pressure from aminoglycoside use.

Among the non-p-lactamase producing E. coli strains at 57.40% (124/216), the
resistance rates were 20.97% (26/124) for Tobramycin; 16.94% (21/124) for
Gentamicin; 2.42% (3/124) for Neomycin; 0.81% (1/124) for Netilmicin and
0.81% for Amikacin (1/124), respectively. Our results are similar to those ob-
tained in Poland for 44 strains of non-ESBL E. coli isolated from hospitalized
patients. Resistance was 13.6% for tobramycin, 59% for gentamicin, and 4.6% for
Netilmicin [26].

Among SBlactamase-producing strains, 92 (42.59%) were resistance observed
in the 216 strains (33.33% Tobramycin, 22.68% Gentamicin, 11.57%, Kanamycin
1.84% Netilmicin, 0.46%), and amikacin (0%).

Among the 92 ESBL-producing E. coli strains (92), resistance rates were
78.26% (72/92), 53.26% (49/92), 27.17% (25/92), 4.35% (4/92), 1.09% (1/92), and
0% (0/92), respectively to tobramycin, gentamicin, kanamycin netilmicin and
neomycin. Sensitivity rates were observed for Neomycin, 98.91% for Amikacin
at 94.57% and Netilmicin at 91.30% for netilmicin. Aminoglycoside resistance
was also investigated by Ebongue et a/ 30 who tested ESBL-producing E. coli
clinical isolates (105) and found high rates of resistance to gentamicin (80.6%),
netilmicin (89.4%), and tobramycin (94%) [27].

This accumulation of resistance mechanisms indicates the coexistence of mul-
tiple resistance mechanisms (f-lactams associated with aminoglycosides). The
use of cephalosporins and Amoxicillin + Clavulanic Acid would have favored the
increase in aminoglycoside resistance among ESBL strains because this re-
sistance is often conditioned by the presence of plasmids carrying multiple re-
sistance determinants that are transferable to other gram-negative bacteria [28].

ESBL-encoding genes have most often been found on large plasmids with multi-
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ple resistance genes. Plasmids encoding multidrug resistance, carrying ESBL
genes in addition to genes encoding aminoglycoside resistance, and carrying
trimethoprim/sulfamethoxazole resistance genes may explain the coexistence of
these resistance mechanisms [28].

The results of this study showed that Amikacin was the most susceptible anti-
biotic among the aminoglycoside. The high sensitivity of amikacin (96.30%) has
been confirmed by previous studies on 91 E. coli ESBL strains in Togo, of which
97% were amikacin. In Norway, a low rate of resistance to amikacin (6%) was
observed in E. coli strains isolated from urine and hemoculture [27]. The low
rate of resistance to Amikacin in our study suggests that they may be better
therapeutic alternatives for the treatment of drug-resistant enterobacterial infec-
tions [28] [29]. The low rate of resistance to amikacin could be explained by the
fact that this antibiotic is not commonly used in our setting and that the gene
that allows resistance to amikacin is not widespread, unlike other commonly
used antibiotics, such as Tobramycin, Kanamycin and Gentamicin.

All strains that showed at least one resistance to aminoglycosides were sub-
jected to PCR for the aac(3)-Ilc, aac(6)-1b and armA genes (Figure 1 and Figure
2). According to our study, 85.15% and 71.30% of the strains subjected to PCR
contained aac3IIc and aac6Ib genes respectively. The strains with both genes to-
gether represented 61.38%. This high proportion of aad(3)-Iic to aac(6’)-Ib has
also been found in China and Norway. In China, the prevalence of aac(3)-II and
aac(6’)-Ib genes was 79.2% (162/205) and 24.39% (50/205) on E. coli strains
(uropathogenic, isolated from blood cultures and respiratory infections), respec-
tively [30]. In Norway, the prevalence was 79.3% of aac(3)-I] and 37.9% of
aac(6)-Ib in uropathogenic E. coli strains isolated from blood cultures 30. In
contrast, in Spain, the prevalence was 420 uropathogenic E. coli, 16.2%
aac(6)-Iband 14.7% aacd(3)-Ilc [31].

The frequencies of aminoglycoside-resistant strains carrying the aad3)-Ilc
gene were 95.35% (82/86) for tobramycin, 74.42% (64/86) for gentamicin,
30.23% (26/86) for kanamycin, 4.65% (4/86) for netilmicin, 3.49% (3/86) for
neomycin and 1.16% (1/86) for amikacin. The high prevalence of aad(3)-Iic
might explain the high frequency of resistance to Tobramycin, Gentamicin and
Kanamycin and Netilmicin. The AAC(3)-II enzyme confers a common re-
sistance mechanism to gram-negative bacteria and was also found to be resistant
to Tobramycin, Gentamicin and Netilmicin [13].

The frequencies of aminoglycoside-resistant strains carrying the aac(6’)-Ib
gene were 98.59% (70/71) for tobramycin, 63.38% (45/71) for gentamicin,
38.03% (27/71) for kanamycin, 5.62% (4/71) for netilmicin, 1.41% (1/71) for
amikacin, and 0% for neomycin. The AAC(6)-I group was resistant to Amikacin,
Tobramycin, Netilmicin and Kanamycin [13]. AAC(6)-Ib is considered to be
the most prevalent Gram-negative bacteria [32] [33]. It is found in nearly 70% of
Gram-negative bacteria 36. The aac(6)-Ib gene has been found in transposons

and integrons [34] [35] [36]. Therefore, it can be assumed that its location on
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mobile elements facilitates its dissemination among E. coli strains.

Aminoglycoside resistance is primarily due to the aac3/lc and aac6Ib genes.
As shown in Table 3, the presence of these two main genes was due to the high
resistance of E. coli strains to tobramycin (40.98%) and gentamicin (33.33%) for
aac3llc, 38.89% to tobramycin, and 34.57% to gentamicin for aac6Ib. The lowest
rate was observed for amikacin, where the presence of aac3/lc was found in
1.09% (2/183) of strains with aac3/lc. Although Amikacin is currently the most
suitable antibiotic for the treatment of various infections, monitoring should be
implemented to slow the rapid progression towards resistance to all aminoglyco-
side antibiotics.

Of the strains tested by PCR, 8.91% (9/101) harbored armA. To the best of our
knowledge, this is the first time this gene has been identified in Burkina Faso.
Methylase genes confer high resistance to aminoglycosides. Despite the low rate
of the armA methylase gene in this study (19%) compared with that of acetyl
aminoglycosides (aac), it appears that the presence of the armA gene is linked to
resistance to Tobramycin and Gentamicin. All strains (09) with the armA gene
were resistant to Tobramycin and Gentamicin, and the highest frequencies of
aacXarmA were found in the tobramycin- and gentamicin-resistant strains. A
study published in 2007 on the emergence of aminoglycoside resistance genes
armA and rmtB in Belgium showed that out of 18 Enterobacteriaceae, only one
E. coli strain carried the armA and rmtB genes [37]. The number of E. coli
strains with the armA gene was 0.4% in 2004 and 11.6% between 2007 and 2009
[38] [39].

The main limitation of our work is the limited number of resistance markers
studied, in particular genes involved in resistance to beta-lactam antibiotics,
fluoroquinolones and trimethoprim/sulfamethoxazole.

The presence of this methylase gene in our study is a boon to the awareness of

the risk of transferring this gene to other clinical strains.

5. Conclusion

This study on the identification of E. coli resistance genes in E. coli in Ouaga-
dougou showed that these strains were more resistant to Tobramycin and Gen-
tamycin. Among these strains, amikacin was the most active aminoglycoside.
The aac(3)-Ilc and aad(6)-Ib genes are primarily responsible for aminoglycoside
resistance in E. coli. However, the presence of the RNA methylase resistance
gene armA found for the first time among E. coli strains in Burkina Faso, al-

lowed us to strengthen the monitoring and control of resistant strains.

Acknowledgements

The authors extend their gratitude to Richard OUEDRAOGO, Patrick DAMIBA,
Napebgsom KAFANDO, Fanta NEYAGA (May she rest in peace), Essi Etonam
DOVO, Edwige DIANDA, Hermanne GUISSOU, Isaie OUEDRAOGO, Kadidi-
atou RABO, and Thomas OUEDRAOGO for their valuable assistance in the col-

DOI: 10.4236/aid.2023.134047

582 Advances in Infectious Diseases


https://doi.org/10.4236/aid.2023.134047

P. Djagbare et al.

lection of strains. Additionally, the authors would like to acknowledge Abel
SORGHO, Prosper BADO, Hermann SOMBIE, Valéry BAZIE, and Marius

SETOR for their invaluable contributions during the molecular biology manipu-

lations.

Conflicts of Interest

The authors and all participants in this study declare no conflicts of interest.

References

(1]

(2]

(3]

(4]

(5]

(6]

(7]

(8]

(9]

(10]

(11]

(12]

Gaspari, R.J., Dickson, E., Karlowsky, J. and Doern, G. (2005) Antibiotic Resistance
Trends in Paediatric Uropathogens. International Journal of Antimicrobial Agents,
26, 267-271. https://doi.org/10.1016/j.ijantimicag.2005.07.009

Gangoue, P. (2007) Caractérisation des beta-lactamases et leur inhibition par les ex-
traits de plantes médicinales. Doctorat és Sciences en Biochimie, Docteur de 3éme
Cycle, Université de Liege, Liege, 100.

Gaynes, R. and Edwards, J.R. (2005) Overview of Nosocomial Infections Caused by
Gram-Negative Bacilli. Clinical Infectious Diseases, 41, 848-854.
https://doi.org/10.1086/432803

Hidron, A.L, et al (2008) NHSN Annual Update: Antimicrobial-Resistant Patho-
gens Associated with Healthcare-Associated Infections: Annual Summary of Data
Reported to the National Healthcare Safety Network at the Centers for Disease
Control and Prevention, 2006-2007. Infection Control & Hospital Epidemiology,
29, 996-1011. https://doi.org/10.1086/591861

Jacobsen, S.M., Stickler, D.J., Mobley, H.L. and Shirtliff, M.E. (2008) Complicated
Catheter-Associated Urinary Tract Infections Due to Escherichia coli and Proteus

mirabilis. Clinical Microbiology Reviews, 21, 26-59.
https://doi.org/10.1128/CMR.00019-07

Hermann, T. (2007) Aminoglycoside Antibiotics: Old Drugs and New Therapeutic
Approaches. Cellular and Molecular Life Sciences, 64, 1841-1852.
https://doi.org/10.1007/s00018-007-7034-x

Leibovici, L., Vidal, L. and Paul, M. (2009) Aminoglycoside Drugs in Clinical Prac-
tice: An Evidence-Based Approach. journal of Antimicrobial Chemotherapy, 63,
246-251. https://doi.org/10.1093/jac/dkn469

Kotra, L.P., Haddad, J. and Mobashery, S. (2000) Aminoglycosides: Perspectives on
Mechanisms of Action and Resistance and Strategies to Counter Resistance. Anti-
microbial Agents and Chemotherapy, 44, 3249-3256.
https://doi.org/10.1128/AAC.44.12.3249-3256.2000

Carattoli, A. (2009) Resistance Plasmid Families in Enterobacteriaceae. Antimicro-
bial Agents and Chemotherapy, 53, 2227-2238.
https://doi.org/10.1128/AAC.01707-08

Ramirez, M.S. and Tolmasky, M.E. (2010) Aminoglycoside Modifying Enzymes.
Drug Resistance Updates, 13, 151-171. https://doi.org/10.1016/j.drup.2010.08.003

Azucena, E. and Mobashery, S. (2001) Aminoglycoside-Modifying Enzymes:
Mechanisms of Catalytic Processes and Inhibition. Drug Resistance Updates, 4,
106-117.

https://doi.org/10.1054/drup.2001.0197

Jana, S. and Deb, J.K. (2006) Molecular Understanding of Aminoglycoside Action

DOI: 10.4236/aid.2023.134047

583 Advances in Infectious Diseases


https://doi.org/10.4236/aid.2023.134047
https://doi.org/10.1016/j.ijantimicag.2005.07.009
https://doi.org/10.1086/432803
https://doi.org/10.1086/591861
https://doi.org/10.1128/CMR.00019-07
https://doi.org/10.1007/s00018-007-7034-x
https://doi.org/10.1093/jac/dkn469
https://doi.org/10.1128/AAC.44.12.3249-3256.2000
https://doi.org/10.1128/AAC.01707-08
https://doi.org/10.1016/j.drup.2010.08.003
https://doi.org/10.1054/drup.2001.0197

P. Djagbare et al.

(13]

(14]

(15]

(16]

(17]
(18]

(19]

(20]

(21]

(22]

(23]

(24]

(25]

(26]

(27]

and Resistance. Applied Microbiology and Biotechnology, 70, 140-150.
https://doi.org/10.1007/s00253-005-0279-0

Vakulenko, S.B. and Mobashery, S. (2003) Versatility of Aminoglycosides and Pro-
spects for Their Future. Clinical Microbiology Reviews, 16, 430-450.
https://doi.org/10.1128/CMR.16.3.430-450.2003

Davies, J. and Wright, G.D. (1997) Bacterial Resistance to Aminoglycoside Antibi-
otics. Trends in Microbiology, 5, 234-240.
https://doi.org/10.1016/50966-842X(97)01033-0

Serpersu, E.H., Ozen, C. and Wright, E. (2008) Studies of Enzymes That Cause Re-
sistance to Aminoglycosides Antibiotics. Methods in Molecular Medicine, 142,
261-271. https://doi.org/10.1007/978-1-59745-246-5 20

Nadembega, W.M.C., Djigma, F., Ouermi, D., Belemgnegre, M., Karou, D.S. and
Simpore, J. (2017) Profil de resistance des bacteries a 'Hopital Saint Camille de
Ouagadougou. Journal de la Recherche Scientifique de I Université de Lomé, 19,
91-101.

C.-S. EUCAST. Recommandations 2018 V.2.0 Septembre [Online].

Arpin, C,, et al (2003) Extended-Spectrum Beta-Lactamase-Producing Enterobacte-
riaceae in Community and Private Health Care Centers. Antimicrobial Agents and
Chemotherapy, 47, 3506-3514. https://doi.org/10.1128/AAC.47.11.3506-3514.2003

Park, C.H., Robicsek, A., Jacoby, G.A., Sahm, D. and Hooper, D.C. (2006) Preva-
lence in the United States of aac(6’)-Ib-cr Encoding a Ciprofloxacin-Modifying En-
zyme. Antimicrobial Agents and Chemotherapy, 50, 3953-3955.
https://doi.org/10.1128/AAC.00915-06

Doi, Y. and Arakawa, Y. (2007) 16S Ribosomal RNA Methylation: Emerging Re-
sistance Mechanism against Aminoglycosides. Clinical Infectious Diseases, 45,
88-94.

https://doi.org/10.1086/518605

Feglo, P., et al (2013) Emergence of a Novel Extended-Spectrum-p-Lactamase
(ESBL)-Pathogenic Escherichia coli in Kumasi, Ghana. Journal of Clinical Microbi-
ology; 51, 728-730. https://doi.org/10.1128/JCM.03006-12

Newman, M.J., Frimpong, E., Donkor, E.S., Opintan, J.A. and Asamoah-Adu, A.
(2011) Resistance to Antimicrobial Drugs in Ghana. Infection and Drug Resistance,
4, 215-220. https://doi.org/10.2147/IDR.S21769

Souna, D., Sefraoui, I. and Drissi, M. (2016) Résistance aux antibiotiques des en-
térobactéries au niveau du CHU de Sidi Bel Abbes (Algérie). Microbiol. Hyg. Alim.,
23, 37-41.

Ebongue, C.O., Tsiazok, M.D., Mefo’o, ].P., Ngaba, G.P., Beyiha, G. and Adiogo, D.
(2015) Evolution of Antibiotic Resistance of Enterobacteriaceae Isolated at the
Douala General Hospital from 2005 to 2012. The Pan African Medical Journal, 20,

Article No. 227. https://doi.org/10.11604/pamj.2015.20.227.4770

Gad, G.F., Mohamed, H.A. and Ashour, H.M. (2011) Aminoglycoside Resistance
Rates, Phenotypes, and Mechanisms of Gram-Negative Bacteria from Infected Pa-
tients in Upper Egypt. PLOS ONE, 6, e17224.

https://doi.org/10.1371/journal.pone.0017224

Ojdana, D., et al (2018) Genetic Basis of Enzymatic Resistance of £. coli to Amino-
glycosides. Advances in Medical Sciences, 63, 9-13.
https://doi.org/10.1016/j.advms.2017.05.004

Lindemann, P.C,, Risberg, K., Wiker, H.G. and Mylvaganam, H. (2012) Aminogly-

DOI: 10.4236/aid.2023.134047

584 Advances in Infectious Diseases


https://doi.org/10.4236/aid.2023.134047
https://doi.org/10.1007/s00253-005-0279-0
https://doi.org/10.1128/CMR.16.3.430-450.2003
https://doi.org/10.1016/S0966-842X(97)01033-0
https://doi.org/10.1007/978-1-59745-246-5_20
https://doi.org/10.1128/AAC.47.11.3506-3514.2003
https://doi.org/10.1128/AAC.00915-06
https://doi.org/10.1086/518605
https://doi.org/10.1128/JCM.03006-12
https://doi.org/10.2147/IDR.S21769
https://doi.org/10.11604/pamj.2015.20.227.4770
https://doi.org/10.1371/journal.pone.0017224
https://doi.org/10.1016/j.advms.2017.05.004

P. Djagbare et al.

(28]

(29]

(30]

(31]

(32]

(33]

(34]

(35]

(36]

(37]

(38]

(39]

coside Resistance in Clinical Escherichia coli and Klebsiella pneumoniae Isolates
from Western Norway. Apmis, 120, 495-502.
https://doi.org/10.1111/j.1600-0463.2011.02856.x

Paterson, D.L. and Bonomo, R.A. (2005) Extended-Spectrum beta-Lactamases: A
Clinical Update. Clinical Microbiology Reviews, 18, 657-686.
https://doi.org/10.1128/CMR.18.4.657-686.2005

Rupp, M.E. and Fey, P.D. (2003) Extended Spectrum beta-Lactamase (ESBL)-Produc-
ing Enterobacteriaceae: Considerations for Diagnosis, Prevention and Drug Treat-
ment. Drugs, 63, 353-365.

https://doi.org/10.2165/00003495-200363040-00002

Xiao, Y. and Hu, Y. (2012) The Major Aminoglycoside-Modifying Enzyme AAC(3)-II
Found in Escherichia coli Determines a Significant Disparity in Its Resistance to

Gentamicin and Amikacin in China. Microbial Drug Resistance, 18, 42-46.
https://doi.org/10.1089/mdr.2010.0190

Ferndndez-Martinez, M., Ruiz Del Castillo, B., Lecea-Cuello, M.]., Rodriguez-Baiio,
J., Pascual, A. and Martinez-Martinez, L. (2018) Prevalence of Aminoglyco-
side-Modifying Enzymes in Escherichia coli and Klebsiella pneumoniae Producing
Extended Spectrum p-Lactamases Collected in Two Multicenter Studies in Spain.
Microbial Drug Resistance, 24, 367-376.

Shaw, K.J., Rather, P.N., Hare, R.S. and Miller, G.H. (1993) Molecular Genetics of
Aminoglycoside Resistance Genes and Familial Relationships of the Aminoglyco-
side-Modifying Enzymes. Microbiological Reviews, 57, 138-163.
https://doi.org/10.1128/mr.57.1.138-163.1993

Bissonnette, L. and Roy, P.H. (1992) Characterization of In0 of Pseudomonas aeru-
ginosa Plasmid pVSI1, an Ancestor of Integrons of Multiresistance Plasmids and
Transposons of Gram-Negative Bacteria. Journal of Bacteriology, 174, 1248-1257.
https://doi.org/10.1128/jb.174.4.1248-1257.1992

Vanhoof, R., Hannecart-Pokorni, E. and Content, J. (1998) Nomenclature of Genes
Encoding Aminoglycoside-Modifying Enzymes. Antimicrobial Agents and Chemo-
therapy;, 42, 483. https://doi.org/10.1128/AAC.42.2.483

Lévesque, C., Piché, L., Larose, C. and Roy, P.H. (1995) PCR Mapping of Integrons
Reveals Several Novel Combinations of Resistance Genes. Antimicrobial Agents and
Chemotherapy, 39, 185-191. https://doi.org/10.1128/AAC.39.1.185

Thungapathra, M., et al. (2002) Occurrence of Antibiotic Resistance Gene Cassettes
aac(6’)-Ib, dfrA5, dfrA12, and ereA2 in Class I Integrons in non-O1, non-O139

Vibrio cholerae Strains in India. Antimicrobial Agents and Chemotherapy, 46,
2948-2955. https://doi.org/10.1128/AAC.46.9.2948-2955.2002

Bogaerts, P., et al (2007) Emergence of ArmA and RmtB Aminoglycoside Re-
sistance 16s rRNA Methylases in Belgium. Journal of Antimicrobial Chemotherapy,
59, 459-464. https://doi.org/10.1093/jac/dkl527

Yang, J., Ye, L., Wang, W., Luo, Y., Zhang, Y. and Han, L. (2011) Diverse Preva-
lence of 16S rRNA Methylase Genes armA and rmtB amongst Clinical Multi-
drug-Resistant Escherichia coli and Klebsiella pneumoniae Isolates. International
Journal of Antimicrobial Agents, 38, 348-351.
https://doi.org/10.1016/j.ijantimicag.2011.04.021

Yan, J.J., et al (2004) Journal of Antimicrobial Chemotherapy, 54, 1007-1012.
https://doi.org/10.1093/jac/dkh455

DOI: 10.4236/aid.2023.134047

585 Advances in Infectious Diseases


https://doi.org/10.4236/aid.2023.134047
https://doi.org/10.1111/j.1600-0463.2011.02856.x
https://doi.org/10.1128/CMR.18.4.657-686.2005
https://doi.org/10.2165/00003495-200363040-00002
https://doi.org/10.1089/mdr.2010.0190
https://doi.org/10.1128/mr.57.1.138-163.1993
https://doi.org/10.1128/jb.174.4.1248-1257.1992
https://doi.org/10.1128/AAC.42.2.483
https://doi.org/10.1128/AAC.39.1.185
https://doi.org/10.1128/AAC.46.9.2948-2955.2002
https://doi.org/10.1093/jac/dkl527
https://doi.org/10.1016/j.ijantimicag.2011.04.021
https://doi.org/10.1093/jac/dkh455

	Detection of aac(3)IIc, aac(6)Ib, armA Genes Coding for Escherichia coli Resistance to Aminoglycosides in Burkina Faso
	Abstract
	Keywords
	1. Introduction
	2. Materials and Methods
	2.1. Ethical Considerations 
	2.2. Bacterial Strains and Antibiotic Susceptibility Testing
	2.3. Determination of ESBL Strains
	2.4. Extraction of Genomic DNA
	2.5. PCR Amplification
	2.6. Statistical Analyses

	3. Results
	3.1. Antibiotic Susceptibility Testing
	3.2. ESBL Detection and Sensitivity Testing
	3.3. Resistance Genes 

	4. Discussion
	5. Conclusion
	Acknowledgements
	Conflicts of Interest
	References

