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Carbapenem-resistant Acinetobacter baumannii associated resistance genes analysis”
Wang Lijuan,Li Wei, Ji Ping®
(Department of Medical Laboratary sthe First Af filiated Hospital of Xinjiang Medical University ,Urumqi , Xinjiang 830054 ,China)
Abstract: Objective To identify the antibiotic resistance and the carbapenemases genotypes of imipenem-resistant strains of
Acinetobacter baumannii. Methods 42 imipenem-resistant strains of Acinetobacter baumanii were isolated. The drug susceptivity of
imipenem-resistant strains to 18 antimicrobial agents were determined by K-B method. The genotypes of carbapenamases were de-
termined by PCR. Results The resistant rates of 42 isolates of Acinetobacer baumannii to amikacin were the lowest(28.5%). 33
isolates were positive for OXA-23 gene. Conclusion The phenomenon of resistance in imipenem-resistant strains of Acinetobacter
baumannii is serious. OXA-23-like genes are the most popular carbapenemases coding genes. TEM and PER are the most popular 3-

lactamases. The enzymes of aac(3)- | yaac(3)-[ asacc(6')- byant(3")-] ,and ant(2")- | are the most popular aminoglycosides

modifying enzymes.
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1.3.2 DNA BURAYFEER &0 4 DNA BAR 4 7E M-
H Vg RS 300 4 i B Y5 TR B T 2 mL % 8.5 g/L NaCl
WL R 5 S22 R, 13 000 r/min B0 2 min, - F T X E
HEE 3 10 min, 13 000 r/min &> 10 min, B b & % 1% 77
T—20 C&H.
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T (10 pmol/L) & 1 uL, Bifk 2 pL,dsH,O 8.5 pL, &
HY M IEHRSHC8 .94 CHAEM 5 min; 94 C 1 min,50 C

1 min,72 C 1.5 min . fG¥ 35 W& J5 72 CZEff 10 min, 1.
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HEH £ P SIFFIG ~3D K (bp)
OXA-23 P1 GAT GTG TCA TAG TAT TCG TCGT,P2 TCA CAA CAA CTA AAA GCACTG T 1058
OXA-24 P1 ATG AAA AAA TTT ATA CTT CCT ATA TTC AGC,P2 TTA AAT GAT TCC AAG ATT TTC TAG C 825
OXA-58 P1 AAA ACC CAC ATA CCA ACC,P2 ACG CAT TTA GAC CGA GCA 505
IMP P1 CTA CCG CAG CAG AGT CTT TG,P2 AAC CAG TTT TGC CTT ACC AT 587
VIM P1 ATT GGT CTA TTT GAC CGC GTC,P2 TGC TAC TCA ACG ACT GAG CG 780
aac(3)-1 P1 ACC TAC TCC CAA CAT CAG CC,P2 ATA TAG ATC TCA CTA CGC GC 169
aac(3)-l P1 ACT GTG ATG GGA TAC GCG TC,P2 CTC CGT CAG CGT TTC AGC TA 237
aac(6")-Jad P1 ATG ATT AGA AAA GCA ACT GTC CAA G,P2 TTA AAG TTG CTT TGT AAA ACA AAT C 435
aac(6)-1b P1 TAT GAG TGG CTA AAT CGA,P2 CCC GCT TTC TCG TAG CA 394
aac(6)-11 P1 TTC ATG TCC GCG AGC ACC CC,P2 GAC TCT TCC GCC ATC GCT CT 178
ant(3")-] P1 TGA TTT GCT GGT TAC GGT GAC,P2 CGC TAT GTT CTC TTG CTT TTG 284
ant(2")-1 P1 GAG CGA AAT CTG CCG CTC TGG,P2 CTG TTA CAA CGG ACT GGC CGC 320
PER-1 P1 ATG AAT GTC ATT ATA AAA GC.P2 AAT TTG GGC TTA GGG CAG AA 967
TEM-1 P1 ATA AAA TTC TTG AAG ACG AAA,P2 GAC AGT TAC CAA TGC TTA ATC A 1056
SHV P1 GGT TAT GCG TTA TAT TCG CC,P2 GGT TAG CGT TGC CAG TGC TC 650
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89. 3% , & il 7 ¥ 245 3£ 89. 3%, & Jy fitk i P W Mk S 24 36 89,
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M:DNA bREY, N T & FARIK K 100,200, 300,400,500, 600,
700,800.,900,1000,1500 bp;1:ant(2")-T ;2:aac(3)- [ ;3:aac(3)-1I ;
4iant(3")- 1 ;5:aac(6')- 1 b;6:PER-1;7: TEM;8:0XA-23,
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M:FRric¥ ;1 : HepG2 H' B-actin mRNA;2: HepG2. 2. 15 H B-actin
mRNA; 3: HepG2 1 IGFBP3 mRNA; 4: HepG2. 2. 15 1 IGFBP3
mRNA.,

B 1 RT-PCR # il HepG2 #1 HepG2. 2. 15
A B8 IGFBP3 mRNA

HepG2 HepG2.2.15

IGFEP3 I

B 2 EE T M HepG2 1 HepG2. 2. 15
Y fa IGFBP3 B R %Kik

B-actin

2.2 ZHFH & IGFBP3 Il ¥ 2% K S A% SR ELISA #:
T ZHF 3 Aok BB 41 (1 IGFBP3 1 IfiL 3 2% /K -, 45 5L & 91,
IGFBP31E Z P # [ (1 255. 74564. 5) ng/mL] % % T @ 5
X HRAI[(2 987. 54953, 2)ng/mL], 22 R A G it E L (P<
0.05),
3 i i

HBV @51 2@ I R, A SBOF RN L E. b E
8026 LA I i 98 B8 & 11 HBV jgge™ B H i 4 1k . HBV 1
FOmALE A ARERE . N HBV S B0 X BURHLE, A5
FIA AR SR A RS R i 3 8 5 7 HBV 2 3E H 419 HepG
2.2, 1540 S Fo st R AT i HepG2 Y25 5 R S ™ 4 R &
I IGFBP3 7£ HepG2. 2. 15 41 fifd 36 15 /K - B4R, i — 2 R
RT-PCR Fl 4055 B30 % 085 - 45 R 47 1 H ik & 3 HepG2. 2.
15 4 g s IGFBP3 mRNA FIZE (4 B R s B A%, £ W HBV &
g AE M A i) IGFBP3 fy 33k .

IGFBP3 J& —F 43 i B85 1, BE % 4 W0 3 R i o, A<
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A A T 0 75 =K A2 A M O L R i A R B
U e T . A BESE & B HBY BE 68 78 1 Y A 3 1 1G-
FBP3 By ik, Kt , HBV A] G 3d o ) i IGFBP3 1Y) 3 ik 3 1fif
PR 3E 8 1 & A . {3 HBV B4R anfaf 815 IGFBP3 (13K ik, 1G-
FBP3 X 4nfi] 2 5 JF 8 1 & A F & 8 i A L X e 8 15 i — 45
WHE SR

RZ AP E R A AL IR R T HBV X IGFBP3 1y
PSR S o HBV A3 0 9 1932 W36 7 32 446 = 22 1 338
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